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Abstract

Abstract

Bipolar Affective Disorder is one of the most long-term recurrent mental health

disorders. Despite the efforts in pharmacological management of bipolar disorder,

relapse and residual symptoms remain a major factor in the development of illness

chronicity, and long term social and occupational disability. For individuals themselves

relapse is critical in the development of secondary psychological morbidity.

On the basis of a review of the current literature on psychological treatments and the

influence of psychological and psychosocial factors on the onset, course and outcome in

bipolar disorder an integrated psychological intervention model for this clinical group is

presented. This treatment approach will combine effective cognitive behavioural therapy

elements and interpersonal psychotherapy components.

The efficacy and effectiveness of this intervention is investigated through a clinical

randomised controlled trial. The trial is comparing three conditions in an exploratory

partially randomised design; a waiting list condition of treatment as usual (TAU),

consisting of clinical management and psychiatric follow up, and the experimental groups

of cognitive interpersonal intervention in a group and individual treatment format.

Participants were randomised into the TAU or treatment group; in the treatment group

participants' were offered a choice of group or individual therapy. Participants

randomised to TAU were offered treatment after a six months waiting period.
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Abstract

Those participants in the treatment group were assessed at the start of treatment, at

mid-treatment, end of treatment, and at a six months and 18 months follow up using a

variety of clinician rated and self rated assessments of clinical symptoms as well as

relevant psychological and psychosocial factors. Clinical service data relating to service

use and hospital admissions were collected for the entire group for pre and post

intervention periods. Overall out of 258 referrals, 212 individuals were assessed for the

study and 193 individuals started treatment, 174 participants completed the minimum

number of treatment sessions, 134 were available for follow-up assessments at 6 months

post treatment and 108 were available for follow-up at 18 months post treatment.

The direct comparison of treatment and control group showed a large positive treatment

effect of cognitive interpersonal therapy on the primary outcome, quality of life. Similarly

medium to large treatment effects were shown for the secondary outcomes, indicators of

bipolar symptoms, emotional distress and indicators of relapse and recurrence.

Participants who completed treatment showed significant improvement in quality of life,

psychiatric symptoms, and emotional distress'. Further, their relapse rates and hospital

admissions as well as their use of emergency psychiatric services were significantly

reduced. The analysis of psychological and psychosocial predictors established clear

differential effects of psychological factors on therapeutic change and outcome in relation

to depression and symptoms of mania respectively, demonstrating that the change in

cognitive, interpersonal and psychosocial variables through the intervention is predictive

of outcome indicators at end of treatment and follow up. The results of these analyses

aid the development of a cognitive interpersonal model of bipolar affective disorder and

support the development of an integrated psychological treatment aimed at this complex

and chronic clinical group.
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Introduction

I Introduction

Bipolar disorder affects between 0.8% and 1.6% of the population (e.g. Kessler, et al.,

1994, 1997). The mean onset is located in late adolescence and early adulthood which

causes lasting psychosocial difficulties partly due to the impact of the age of onset and the

crucial impact on individual development (Ramana & Bebbington, 1995), but also as a

result of the high likelihood of repeated episodes within few years in 80% to 90% of the

bipolar population (Goodwin & Jamison, 1990). One of the tragic manifestations of the

complexity and the lasting impairments often caused by the traumatic impact of early and

multiple episodes is the high suicide rate in bipolar disorder.

The disorder is identified and characterised primarily by shifts in polarity of mood, from

depressed to manic. It is these shifts which differentiate bipolar from unipolar disorders,

and are crucial in its diagnosis (Bebbington & Ramana, 1995). The shifts vary in severity,

length and expression from episode to episode and individual to individual. For the

majority of patients the illness appears to start with episodes of depression and the illness

is predominantly characterised by episodes of the same polarity as the first one (Perugi et

al., 2000).

Bipolar disorder encompasses four defined abnormal mood states: depression; mania;

hypomania; and mixed episode. These mood states can surface at varying points in the

course of the disorder, and each may dictate a different therapeutic intervention.

Furthermore the period of transition between these states may also considered be
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considered a 'state' in itself, and is worthy of intervention too. The complexity of the

disorder presents great challenges to treatment researchers (Sachs et al., 2003).

The clinical manifestations of bipolar disorder are exceptionally diverse (Muller-

Oerlinghausen et al., 2002). They range from mild hypomania or mild depression to

severe forms of mania or depression accompanied by profound psychosis. The

heterogeneity within the bipolar spectrum is reflected in the large variation of related

research findings.

Within the spectrum, bipolar disorder can be subdivided into bipolar I disorder, a

recurrent mood disorder, featuring either one or more manic and/or mixed episodes and

at least one major depressive episode, or bipolar II disorder, characterised by one or

more episodes of major depression and at least one hypomanic episode.

It is a disorder which affects males and females in equal proportions (Kessler et al, 1993;

Kawa, 2005) with the exception of rapid cycling, a severe variant of the disorder affecting

10-15% of bipolar patients, which arises mostly in women (Calabrese et al., 2001; Muller-

Oerlinghausen et al., 2002). Individual experience of bipolar varies between the sexes

(Kessing, 2004). A greater incidence of depression has been found in women

(Christensen et al., 2003) and they are more likely to present depressed at their first

episode (Viguera et al., 2001; Kawa et al., 2005). Males are more likely to be younger at

first episode (Kennedy et al., 2005). Gender differences have also been observed in

comorbid disorders in patients with bipolar disorder. A higher frequency of panic and

eating disorders has been found in women (McElroy et al., 2001) whereas men are more

prone to substance abuse (Kessing, 2004) and obsessive-compulsive disorder (Benedetti

et al., 2007).
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The peak age of onset of bipolar disorder falls between 15 and 24 years (Muller-

Oerlinghausen et al., 2002), although there is often up to a 10 year interval before

treatment is obtained. This period is often referred to as the duration of untreated

illness. The diagnosis of bipolar disorder in pre-pubertal populations remains difficult and

often controversial (Kyte et al., 2006) despite reports which suggest that up to two-

thirds of adult patients began having symptoms in their childhood or adolescence (Lish et

al., 1994; Perlis et al., 2004). Compared with adult onsets, clinical studies have described

childhood-onset bipolar disorder as characterised by increased presence of psychosis,

poorer outcome, longer duration of illness, slower recovery times, more recurrences,

greater comorbidity with other disorders, and a greater incidence of suicide (for review

see Kyte et al. 2006). In terms of psychosocial functioning, adolescents with paediatric

bipolar disorder report lower self-esteem, more hopelessness, more traumatic

experiences and negative life events, greater difficulties in regulating emotion, and poorer

coping strategies than adolescent controls (Rucklidge, 2006).

Various clinical and epidemiological studies have documented high rates of comorbid

disorders among individuals with bipolar disorder. The disorder is associated with a

significant risk of substance abuse (Thase & Salloun, 2000), high rates of anxiety disorder

(McElroy et al., 2001; Otto et al., 2006), personality disorder (Barbato & Hafner, 1998;

Brieger et al., 2003), and to a lesser extent eating disorders (McElroy et al., 2001). In an

epidemiological study of bipolar outpatients, McElroy et al. (2001) found at least 65% of

their sample met criteria for at least one comorbid axis I disorder. Furthermore,

comorbidity was associated with an earlier age of onset and greater illness severity.

Other studies show comorbid conditions to be associated with poorer response to

treatment (Henry et al„ 2003; Schmitz et al., 2006) and an increased risk of suicide
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attempt (Simon et al., 2007), thus highlighting the need for specific interventions targeting

these groups.

Psychotic symptoms are commonly observed in bipolar disorder, affecting approximately

75% of manic patients (Tohen et al., 1990). Studies have shown that patients with a prior

history of psychotic symptoms showed poorer outcome and a more severe course of

illness (Tohen et al., 1990; Miklowitz, 1992).

Bipolar disorder is also associated with significant risk of suicide attempt (see Hawton et

al., 2005 for review). Up to around 50% of all individuals with bipolar disorder will make a

suicide attempt (Valtonen et al., 2005). As may be expected, both attempts and ideation

are associated with depressive aspects of the illness, and hopelessness and severity of

depression are key indicators of risk (Valtonen et al., 2007). Despite being a largely state-

dependent phenomenon, there is a need for focus on suicidality not only during acute

episodes but also during preventative and maintenance care due to the progressive,

episodic, and chronic nature of bipolar depression (Rucci et al., 2002).

The course of illness is highly variable, but is characterised by frequent relapse (Keller et

al, 1982; Goodwin & Jamison, 1990; Gitlin et al, 1995). Around half of individuals relapse

requiring hospitalisation within three to four years (Goldberg et al., 1995; Kessing et al„

2004a; Bromet et al., 2005). Unfortunately with each relapse the risk of subsequent

relapse increases (Keller et al., 1982; Kessing et al., 2004a) and the time between

episodes often shortens as duration of illness lengthens (Goodwin & Jamison, 1990).

Relapse occurs due to various factors such as stressful life-events, non-compliance of

medication, dose reduction, or the natural progression of the illness (Leverich et al.,

1990). Predictors of relapse include stressful life events, increased number of previous
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episodes, shorter time between episodes, persistence of affective symptoms and episodes

(Altman et al., 2006).

Even when individuals are euthymic they appear unlikely to be completely symptom free.

Inter-episode sub-syndromal symptoms can be easy to miss (Morriss, 2002), but are

three times more likely to occur than syndromal symptoms (Scott et al., 2000; Judd et al.,

2002). Paykel et al. (2006) found that sub-syndromal symptoms are present twice as long

as major symptoms, thus constituting a considerable clinical element over time.

Observational studies confirm that inter-episode symptoms are related to impaired

function and reduced time to relapse (Perlis et al., 2006), and residual depressive

symptoms are negatively correlated with quality of life (Gazalle et al., 2006). There is

further a clear effect of the disorder's phenomenology in that individuals are much more

likely to have sub-syndromal depression than mania.

Psychosocial and psychological impairments following recovery from a severe episode are

evident for a number of years (Coryell et al, 1993; Goldberg & Harrow, 2004; Gitlin et al,

1995). An array of studies now exist showing reductions in psychosocial functioning in

bipolar disorder, with deficits found in social functioning, particularly family relationships

(for review see Elgie et al., 2007) and employment functioning (e.g. Waghorn et al., 2007).

In their 2001 review, MacQueen et al. found that 30-60% of individuals with bipolar

disorder fail to regain full occupational and social functioning. Ameen & Ram (2007)

concur that negative symptoms are prevalent in remitted bipolar disorder and contribute

to patients' socio-occupational dysfunction. Following recurrence, admission to hospital,

work impairment, and overall poor functioning is more common in bipolar than unipolar

disorder (Goldberg, Harrow & Grossman, 1995).
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Research into quality of life as measuring illness intrusiveness has shown bipolar disorder

to be as least as intrusive as a number of chronic medical conditions, including end stage

renal disease and rheumatoid arthritis (Robb et al, 1997). This impairment in quality of

life was also found in patients who were euthymic. Akvardar et al. (2006) found that the

quality of life of a sample of Turkish psychiatric patients (including bipolar patients) was

worse than in patients with diabetes.

It has long been observed that patients with bipolar disorder suffer from cognitive

impairment. There is a broad consensus that euthymic bipolar patients perform worse on

neuropsychological tests of attention, verbal and non-verbal memory, and executive

function compared to healthy controls (Dittmann et al., 2007). Recently, there has been

increasing recognition that these deficits do not appear to be state-dependent and are

apparent during periods of euthymia (Marti'nez-Aran et al., 2004a). This impairment

continues to be evident when sub-syndromal symptoms are controlled for. Recent

studies, particularly the work of Martmez-Aran and various colleagues (2002, 2004a,b,

2007) have shown the impact of cognitive dysfunction on psychosocial functioning in

bipolar patients. In particular they have shown certain measures e.g. verbal memory can

predict psychosocial functioning (Marti'nez-Aran et al., 2007). Zubieta et al. (2001) found

social and occupational functioning was associated with certain cognitive deficits, as well

as number of episodes of depression and mania.

One of the main challenges facing the psychological therapist in bipolar disorder is the

strong heterogeneity of this disorder group and its various phenomenological

manifestations. In comparison with other mood disorders the emotional, cognitive and

behavioural problems associated with bipolar disorder range from long periods of

8
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depression to varying degrees of euphoria, irritability, agitation and psychotic

symptomatology. Most individuals suffering from bipolar disorder experience cyclical

symptoms and multiple episodes of both depression and mania over the life-span which

creates significant disruptions in the patients' lives as well as lasting psychological and

psychosocial difficulties.

A second challenge for the treatment of bipolar disorder is the high proportion of

comorbidity. Clinically significant are the high prevalence rates of substance abuse, up to

61% (Brady & Lydiard, 1992), a large proportion of 21% of individuals suffering from a

bipolar disorder also suffer from a anxiety disorder (Himmelhoch, 1999), and 50% display

difficulties associated with personality disorders (Peselow, et al., 1995). These high rates

of comorbidity create clinical complexity not only in the assessment of current difficulties

and realistic treatment goals, but also in terms of the cognitive behavioural treatment of

core symptoms and psychosocial impairments, as these difficulties are often masked or

confused by heightened depressive or manic symptoms.

CBT has been shown to be a highly effective short term psychotherapeutic intervention

for a wide range of disorder groups, especially recent developments in cognitive

behavioural therapies for treatment resistant schizophrenia and severe and enduring

depressive disorder and their increasing positive evidence base initiated the prospect for

the development of psychological interventions for bipolar disorders. To date there have

been several efficacy studies and some experimental trials reporting on the effectiveness

of adapted CBT in bipolar disorder. Overall these preliminary findings are promising and

support the feasibility and clinical effectiveness of CBT for individuals suffering from

bipolar disorder.
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The relatively late development of psychological therapies for bipolar disorder might be

due to the historical predominance of a biological paradigm in this disorder group,

research investigating genetic and biological factors has been dominant, and there seemed

to be a common misconception that most patients with bipolar disorder make a full

inter-episode recovery. Secondly, earlier psychotherapeutic approaches for bipolar

disorder came with the warning that patients suffering from bipolar disorder were poor

candidates for psychotherapy, as they lacked sufficient insight, showed a high degree of

dependency and formed poor therapeutic relationships.

10
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II Bipolar disorders

2.1 Concept and phenomenology

One of the key features that led Emil Kraepelin to differentiate manic depression from

schizophrenia at the beginning of the last century was the noted relatively more positive

prognosis for individuals suffering from this recurrent mood disorder (Kraepelin, 1921,

p.3). We now know that this presents a hugely simplified view. There is a need to

differentiate conceptually key elements of both disorder groups and clinical presentations

in mixed and comorbid states that influence onset and course of the disorder.

It is difficult to gain an accurate impression of the naturalistic course of bipolar disorder

and the development of mood variations over the life-span. The observation of course

and outcome in bipolar disorder generally includes the largely unquantified effects of

routine and prophylactic treatments. Many studies of bipolar disorder focus on

hospitalisations as key indicators for recurrence. This introduces a strong selection bias

that results in a possible underestimate of recurrence as these studies will exclude

individuals who recover without hospital admission. Studies focusing on the general

population on the other hand often include a range of sub-syndromal presentations and

subjective estimates of the severity and frequency of mood changes. Further, many

historical population based studies of bipolar disorder included individuals suffering from

recurrent unipolar depression.

I I
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Bipolar disorder is characterised by affective highs and lows, although states combining

both manic and depressive symptoms are common. Symptoms are often recurrent

throughout life with high rates of relapse (Gitlin et ai, 1995). Not surprisingly, bipolar

disorder is associated with significant impairment in both social and occupational

functioning, higher divorce rates, alcohol abuse, self harm and suicide (Goodwin and

Jamison, 1990; Coryell et a/., 1993; ten Have et a/., 2002). Furthermore, the impact of

bipolar disorder extends beyond the individual, often having a major impact on partners

and families of sufferers (Dore and Romans, 2001). The disorder also has marked social

costs in terms of treatment, social care and economic productivity, as many careers are

often destroyed by the illness. Recently, Das Gupta and Guest (2002) estimated the

annual burden of bipolar disorder to the NHS to be £199 million and the overall annual

cost to UK society at £2 billion.

Although bipolar disorder is commonly described as a biological or genetic disorder

(Craddock and Jones, 1999) there is increasing evidence that pharmacological treatments

alone are often sub-optimal (Tondo et a/., 2001). This observation, combined with

growing research which suggests that psychosocial factors play an important role in the

onset and course of the disorder (Johnson and Roberts, 1995; Johnson, 2005), has led to

the development of psychological models of bipolar disorder and combined medical and

psychosocial treatment approaches.

2.2 Psychopathology and assessment

The criteria that help clinicians to differentiate unipolar from bipolar mood disorders

have changed over time. In 1957 Leonhard proposed the essential feature of past mood
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episodes to be included in the classification of mood disorders. Individuals with bipolar

disorder or manic depression as it was coined then had to have a history of both mania

and depression whereas individuals with unipolar depression only had to have a history of

episodes of exclusively low moods. Bipolar patient groups however are also

heterogeneous and include different courses, pattern or recurrence and cycles. Goodwin

and colleagues suggested in 1976 that bipolar disorder should be classified as bipolar I and

bipolar II disorder (Dunner et a/., 1976). Bipolar I were defined as those patients with a

history of mania, usually severe enough to merit psychiatric treatment and often

accompanied by features of psychosis, and bipolar II patients had in addition to a history

of depression episodes of hypomania, severe enough to be noticed as abnormal by the

patient or their close others resulting in an interference in normal functioning but not as

severe as requiring hospital treatment or long term psychopharmacological treatments.

One can easily see how the line between these two sub categories remains vague.

In sum, any description of bipolar disorder contains periods of clearly described and

observable affective highs and lows which can often co-occur simultaneously in mixed

states (Goodwin and Jamison, 2007). Symptoms of mania usually include a subjective

heightening of mood or excitement, irritability and even anger, increased physical activity,

more and faster speech, feelings of increased energy with little need for sleep, increased

mental activity, racing thoughts and feelings of heightened perception. Symptoms can

range from mild hypomania through to more severe manic episodes where patients

report hallucinations, delusions and other psychotic phenomena (Carlson and Goodwin,

1973).

As in unipolar depression bipolar depressive states are defined by a decrease in subjective

mood and a slowing of behaviour and cognition. Feelings of worthlessness, guilt and

13



Bipolar Disorders

suicidally are common; other symptoms include loss of interest in activities, disturbed

sleep, agitation and poor concentration. These may range from mild affective changes

with few apparent symptoms and little impact on daily life to profound depressive

episodes marked by hallucinations, extreme psychomotor retardation and severely

impaired cognition, any of which may require hospitalisation (Goodwin and Jamison

2007).

In most clinical descriptions mania and depression in bipolar disorder are described as

mutually exclusive. These descriptions underestimate the frequency of co-occurrence of

manic and depressive mood states in so called mixed episodes. Cassidy and colleagues

described in 1998 in a factor analytic study of 237 manic and mixed (manic and

depressed) patients that the strongest factor suggested that dysphoria, rather than

euphoria, was most commonly present in mania.

2.3 Diagnosis and definitions of bipolar disorder

Current classification of bipolar disorder is defined by the American Psychiatric

Association's Diagnostic and Statistical Manual of Mental Disorders (DSM-IV-TR:

American Psychiatric Association, 2000) and the World Health Organisation's

International Classification of Diseases version 10 (ICD-10; World Health Organisation,

1992).

Longitudinal research in the course of bipolar disorder provided support for spectrum of

severity within bipolar disorders ranging from subsyndromal Cyclothymia, to Bipolar II
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disorder through to Bipolar I disorder ( for an overview see: Goodwin and Jamison,

2007). The different classifications are described as follows:

Table 2.1; Classification of bipolar affective disorder
Bipolar I

Bipolar II

Rapid cycling

Cyclothymic disorder

Bipolar disorder NOS

evidence of at least one manic or mixed

episode in a patient's psychiatric history. A
major depressive episode is not required
for this diagnosis.

requires that an individual has had at least
one hypomanic episode and at least one
major depressive episode within their
psychiatric history. They must not, at any
time, have met criteria for a manic or
mixed episode.

four or more mood episodes occur within
any 12 month period.

an individual must have experienced
"numerous periods" of hypomania along
with periods of depressed mood or loss of
interest, none of which meet criteria for
major depressive episode within the last 2
years (I year in children or adolescents).
During that period, the individual must not
have been symptom-free for longer than
two months. The person must never have
had a manic or mixed episode and
symptoms must cause clinically significant
distress or impairment in functioning.

disorders with bipolar features that do not
meet criteria for any other bipolar
disorder. These can include a variety of
presentations such as rapid alternation
between manic and depressive symptoms,
which meet symptom threshold but not
duration criteria, recurrent hypomania
with no depressive history or a manic or
mixed episode superimposed on another
major psychiatric condition.
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In line with the recent reconceptualisation of mental health disorders it has been

suggested that bipolar disorder is best described as a spectrum of disorders, sharing

phenomenology and aetiology (e.g. Angst eta/., 2003). Any bipolar spectrum description

ought to include a description of hypomanic personality (Kwapil eta/., 2000) and of the

bipolar subtypes from cyclothymia through to bipolar I disorder, including descriptions of

common mood states, depression, hypomania, mania and any observable combination.

Hence there is an ongoing debate as to whether bipolar disorders should be viewed as

discrete disorders or as a disorder which varies by degree (Goodwin and Jamison, 2007).

In the current research literature however dimensional models of bipolar disorders are

prevalent in an attempt to distinguish key clinical features. More recently high-risk

methodologies have received increased attention in the study of bipolar disorders (e.g.

Depue et al., 1989; Meyer and Hautzinger, 2003). This method essentially involves

identifying a population who have not developed the disorder but possess pathological

indicators which suggest they are at increased risk of doing so. Pathological indicators

may be genetic (i.e. genetic markers in family members of a bipolar patient), cognitive

(such as the attributional style in the theory of hopelessness depression), or behavioural

symptoms such as those outlined in Depue (1981) or Eckblad and Chapman (1986). This

approach has provided important theoretical and clinical understandings of more severe

forms of the disorder (e.g. Depue et al., 1981; Eckblad and Chapman, 1986; Meyer and

Hautzinger, 2003).

Johnson and colleagues recently put forward that bipolar disorders could helpfully be

reconceptualised in a pre Kraeplinean way and defined as unipolar mania with co-

occurring major depression as a common but not necessary feature (Johnson, 2005). This

notion is based on the argument that unipolar and bipolar depression are essentially
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indistinguishable (Cuellar et al., 2005) and that mania often occurs without an associated

episode of depression. Further, that in psychological terms mania and depression in

bipolar disorder do not share the same mechanisms in that the triggers for mania

(sleep/circadian/social rhythm disruption or goal attainment life events), and depression

(negative events, cognitive style, self-esteem), (e.g. Johnson and Meyer, 2004; Cuellar et

al., 2005) are essentially different and that they are not necessarily of the same aetiology.

2.4 Onset and course of the disorder

The disorder course is commonly described as chronic, and although there is

considerable inter individual variation it is typically one of acute episodes of mania and

depression interspersed with periods of relative stability. A striking finding from many

studies is that even between mood episodes, individuals experience significant

subsyndromal symptoms (Judd et al., 2002; Judd et al., 2003). In a 13-year longitudinal

study of Bipolar I patients, Judd et al. (2003) found that patients, supposedly in remission,

experienced subsyndromal depressive or hypomanic symptoms nearly 40% of the time.

Moreover, bipolar disorders are often associated with other co-morbid disorders. In a

large population study of Bipolar I patients, Kessler and colleagues (Kessler et al., 1997)

found that many patients reported at least one other DSM-III disorder and nearly 60%

stated that this was present before the onset of bipolar disorder. This suggests that

individuals with bipolar disorder suffer from complex emotional difficulties.

The onset of more severe forms of the disorder tends to occur between 15 - 24 years of

age, with peak age of onset between 15-19 years (Goodwin and Jamison, 2007).

However, many researchers have suggested that milder forms, such as cyclothymia,
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appear earlier in adolescence (Akiskal et al., 1977; Depue et al., 1981) which is associated

with an increased risk of developing more severe forms at a later stage.

Relapse and recurrence in bipolar disorder is frequent. Even with state of the art

psychopharmacological maintenance treatments the risk of relapse into mania or

depression within 2 years is around 38% (Gelenberg et al., 1989) and relapse within 5

years stands at around 73% (Gitlin et al., 1995). Although other prospective studies

suggest that relapse is no more frequent than in unipolar depression, relapse in bipolar

disorder is more often associated with work impairment, lower functioning and

hospitalisation (Goldberg et al., 1995).

2.5 Psychosocial factors

A growing body of evidence suggests that the current environmental context has an

important impact on the onset, course and expression of bipolar spectrum disorders

(Alloy et al., in press a; Alloy, Reilly-Harrington, Fresco, & Flannery-Schroeder, in press c;

Johnson & Roberts, 1995; Johnson & Kizer, 2002). The role of two kinds of

environmental factors has been studied in bipolar disorder: recent life events and social

support (including negative support such as expressed emotion). The life events

literature has been fairly consistent in suggesting that bipolar individuals experience

increased stressful events prior to onset or subsequent episodes of their disorder. In

addition, there is reasonable evidence that social support from significant others leads to

a more positive course of bipolar disorder, whereas negative support (e.g., high

expressed emotion) from family and friends predicts a worse course of bipolar disorder.
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Psychosocial factors are those factors, by definition, which have a psychological and a

social basis. They can be conceptualised as social factors that have an influence on

psychological wellbeing and in turn psychological factors that impact upon social

functioning. This is very simplified and it is likely that the interplay between factors is

complex and affected by numerous external factors at one time. Though the factors will

be discussed more or less in isolation they can be considered as moderators and

mediators of outcome in bipolar disorder.

Psychosocial impairments are thought to be apparent for a number of years following a

severe episode requiring hospitalisation (Coryell et al„ 1993; Goldberg & Harrow, 2004),

with 30-60% of individuals never regaining full social and occupational functioning

(MacQueen et al., 2001). Fagiolini et al. (2005) found that the degree of functional

impairment sustained during remission in bipolar disorder patients was correlated with

the degree of depressive spectrum symptoms. They went on to suggest that patients who

report depressive subsyndromal symptoms may benefit from a comprehensive

psychosocial and rehabilitative intervention. They indicated that not only could this

improve patients' level of disability, it also has the potential to improve their quality of life

and reduce the number of future episodes. In a large longitudinal study, it was found that

in Bipolar I individuals, as depressive symptom severity increases, there is a significant

increase in psychosocial disability which does not decrease significantly in asymptomatic

periods. However, patients with Bipolar II actually experience a slight improvement in

psychosocial functioning when they are hypomanic (Judd et al., 2005). Impairments

compared to a non-bipolar population are widespread. Psychosocial impairments are rife

as regards income, occupational status, and education. Individuals with bipolar illness are

half as likely to be married and if married are twice as likely to be divorced or separated

(Coryell et al., 1993).
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It has been suggested that the association found between poor outcome and low social

class, inadequate social support and unmarried status are a result of a lack of

psychological and economic buffering normally utilised in stressful situations, i.e. that

there are common vulnerabilities that lead to both illness and psychosocial dysfunction.

However, it is equally plausible that these factors are simply illustrations of the impact

bipolar episodes have upon individuals (O'Connell et al., 1991).

Various factors that have been implicated in poor functional outcome include pre-morbid

functioning (MacQueen et al„ 2001); cognitive impairment (Martinez-Aran et al., 2004,

Zubieta et al., 2001); age at first episode (Perlis et al., 2004); number of previous affective

episodes (Tohen, Waternaux & Tsuang, 1990) though this has not always been found

(Yan et al., 2004); number of previous hospitalisations (O'Connell et al., 1991); and

comorbidity with other Axis I disorders.

The direction of causality is difficult to ascertain between psychosocial and psychological

factors and bipolar disorder. Indeed it is likely it is a bidirectional, fluid relationship. The

majority of research has been carried out looking at individuals who have already

experienced bipolar episodes, where impairments in these factors could be a cause or a

consequence, or a combination of both. Prospective longitudinal studies of individuals at

risk of developing bipolar disorder may allow us to understand this complex relationship.

2.5.1 Life events and difficulties

Major life events, e.g. giving birth, death, family disruptions, redundancy etc, have been

suggested as precipitating affective episodes (Kessing et al., 2004; Christensen et al.,
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1993). Recent life events have been found to be associated with suicide in individuals with

bipolar disorder (Isometsa et al„ 1995). Most therapies developed for bipolar disorder,

particularly CBT, family therapy and IPT/IPSRT, include aspects to help develop skills to

cope with stressful events more effectively. Life events studies have been limited by

methodological problems such as poor questionnaire design, and a lack of control group,

often comparing time periods before episode onset and with control periods.

Research has examined the experience of stress for different diagnostic groups. Perris

(1984) in a retrospective study, found that people with bipolar disorder experienced

more 'independent' life events (unrelated to depression) than those with unipolar

disorder, but less than those with neurotic disorders. Myin-Germeys et al. (2003) who

sampled stressors, cognitions and mood at random times, found more activity-related

stress in bipolar patients in remission following minor subjective stressful life events,

compared to major depressed and control groups. Examining a younger sample, Tillman

et al. (2003) found that youths with bipolar disorder experienced more stressful life

events than youths with attention-deficit hyperactivity disorder (ADHD) and normal

controls. In a nonclinical sample, cyclothymic individuals experienced more daily stressors

than those with intermittent depression or healthy controls (Lovejoy & Steuerwald,

1997). However Swann et al. (1990) found that there were no significant differences in

the perceived role of stressful events as a function of diagnosis (unipolar or bipolar).

Chung et al. (1986) conducted a retrospective study comparing hypomanic patients with

patients with schizophrenia and schizophreniform psychosis. In the 26 weeks before

onset, 14% of hypomanic patients experienced a 'threatening' event compared with 33%

of the schizophrenia group and 66% of those with schizophreniform psychosis. The

differences between the rates of life events in the schizophreniform group and hypomanic

group were significant, although there were some demographic differences between the
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two groups in terms of age and employment status. Bebbington et al. (1983) also

compared diagnostic groups in 97 patients in the Camberwell Collaborative Psychosis

Study who were admitted to hospital. They found that there were significant differences

in the number of life events experienced in the months before onset, with individuals

with psychotic depression experiencing the most events, followed by manic,

schizophrenic, and the least experienced by controls. Thus, although most studies appear

to point to a role played by life events, may not be as important as in other psychiatric

conditions.

A number of studies have pointed to an effect of life events on the course of the

disorder. In recent thinking, the influence of life events has been attributed principally to

early episodes (McPherson et al., 1993). Later in the course of illness there is mixed

evidence of the importance of life events in risk of relapse. Ambelas (1987) found that

those experiencing their first manic episode were significantly more likely to have

experienced life events in the 4 weeks prior to admission than those patients in repeat

episodes. However assessment of life events was judged retrospectively in this study, a

common methodological problem of many studies examining life events. Other early

studies found that up to 50% of patients recalled a major life event preceding their initial

episode of bipolar disorder (Dunner et al., 1979; Glassner & Haldipur, 1983).

A number of prospective studies found increases in life events in the weeks or months

prior to relapse (Hunt et al., 1992; Christensen et al., 2003; Hammen & Gitlin, 1997;

Cohen et al., 2004), whilst others found no such association despite having similar and

stringent methods (McPherson et al., 1993). It is perhaps noteworthy that the sample in

the McPherson et al. study from Dunedin in New Zealand was more affluent than Hunt

et al's (1992) patients from inner-city London and was at a later stage of illness.
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Bidzinska's (1984) retrospective study of 97 patients with affective disorder found that

later phases of bipolar disorder have significantly fewer life events (as assessed by review

of medical charts) than earlier episodes. There were no significant differences for

unipolar illness. Conclusions drawn from these findings are that the significance of life

events in the onset of a bipolar episode is much greater in the earlier stages of the illness,

and that in later stages the impact of life events is perhaps mediated by other factors

including number of previous episodes, age, or socio-economic status.

The kindling/behavioural sensitization model developed by Post (1992) seeks to explain

the reduced predictive impact of stressful life events over time. Post's theory suggests

that individuals with affective episodes become more independent of life stressors as

number of episodes increase. The model can be separated into two distinct, although

conceptually-linked, theories; kindling; and behavioural sensitisation. The kindling

component of the model hypothesises that the illness becomes autonomous after a

certain number of episodes and stressors. The sensitisation aspect of the model is

intrinsically different, theorising that the patient has increased sensitivity to life stress as

the illness progresses, to the point where very small amounts of stress can precipitate a

relapse. This perhaps ties in with Goodwin & Jamison's (1990) finding that the time

between episodes shortens as duration of illness lengthens. Both theories point towards

increased chronicity as the course of illness progresses, with patients becoming more

prone to relapse, independent of life events, over time. The discrepancy between the two

parts of Post's model permits different interpretations of results, such that one set of

findings could be construed to support or refute the model (Hlastala et al., 2000).

Thus it comes as no surprise that evidence for Post's hypotheses is mixed. In Hammen &

Gitlin's (1997) longitudinal study, patients with a higher number of episodes were more
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likely to relapse, and were found to relapse more quickly, following a stressful life event

than patients with fewer episodes. The authors concluded that their findings disconfirm

Post's kindling hypothesis as the patients with more episodes did not have "autonomous"

episodes. An alternative conclusion that could be drawn from the same findings is that

the threshold for an event to be stressful has been lowered in patients with more

episodes thus they were more likely to relapse after an event, and also relapse quicker,

therefore supporting Post's sensitisation hypothesis. The model remains contentious and

continues to be interpreted in a variety of ways by researchers (Hlastala et al., 2000).

Swann et al. (1990) found that people with high environmental stress had a longer index

episode and fewer previous episodes than those who reported low stress, thus

supporting the kindling hypothesis. This group found no effect of age. An alternative

hypothesis, as suggested by Swann and colleagues, is that there exists a stress-sensitive

subgroup of depressed patients who have fewer episodes than a more autonomous

group. However, results were for a sample of individuals with affective disorder, and not

specifically bipolar.

In a study of 64 bipolar I patients, Hlastala et al. (2000) examined life events in the three

months before an index episode and during a three month episode-free period. The

number of episodes experienced was not able to predict the level of stress experienced

before an episode. This finding does not support Post's kindling hypothesis that later

episodes are expected to be associated with a relative absence of events. Post's

sensitisation hypothesis was not supported either as lower levels of stress were not

observed in the later episodes. A complex relationship was observed between age and

levels of stress. As age increased, there was greater likelihood of experiencing a low level

of stress, and a lower probability of experiencing a high level of stress prior to episode
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onset, independent of number of episodes. These findings suggest there is perhaps

something specific about the aging process that mediates the relationship between stress

and episode onset e.g. social support or coping strategies.

Kim et al. (2007) also found an effect of age on the relationship between life stress levels

and mood symptoms, albeit in a sample where all patients were relatively young. The

researchers investigated the impact of life stress on the course of early-onset bipolar

disorder in a sample of adolescents. They found that chronic stress in relationships,

particularly romantic relationships, was associated with less improvement in all types of

mood symptoms. They also found higher levels of chronic stress, and higher severity of

independent events, were more strongly associated with mood symptoms among the

older adolescents in the sample. Further analyses revealed that age was not correlated

with the frequency or severity of independent events, suggesting that older age is not

simply associated with greater severity of life events. However it is not clear whether the

older adolescents had longer illness histories or more previous episodes, so we can not

conclude whether the effects are due to age or stage of illness. Nevertheless, these

findings are consistent with Post's stress-sensitisation hypothesis, predicting an increased

sensitivity to life stress as the illness progresses. However whether the increased

sensitisation occurs as a result of actual illness progression or age may still be up for

debate.

Having established that there is some evidence to suggest that life events precede at least

early episodes of bipolar disorder, we turn our attention to the effect stressful life events

have on outcome. Ellicott et al. (1990) in a longitudinal study examined the impact of life

stress on 61 bipolar outpatients over two years. Survival analysis showed an association

between life events and relapse, with medication and compliance controlled for. There
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was, however considerable variability in relapse and in the experience of stress. This

study was therefore followed up by Swendsen and colleagues (1995) in another

longitudinal study which compared the clinical and psychological characteristics of stress

"reactive" individuals with those who are more "resilient". High stress, which was

associated with the personality characteristics of extroversion and obsessionality, was

found to be a predictor of relapse. Johnson & Miller (1997) examined the effects of life

events on recovery using monthly interviews. They found that individuals experiencing a

severe life event during the index episode took three times as long to recover.

In addition there may be a differential effect of life events on type of relapse. Christensen

and colleagues (2003) found an increase in reported life events using questionnaire

assessment prior to depressive episodes but not manic episodes. Gender differences

were found, with a significant number of depressive episodes in women, but not men,

being preceded by negative life events. However, as the authors state, this may be

because women have a higher awareness of psychosocial stressors. In contrast, in a

prospective study, Pardoen et al. (1996) found no association between recent life events

and the onset of depression. The authors did find that bipolar patients with a

manic/hypomanic relapse had more marital stressors prior to relapse than other bipolar

patients. However, this study had a small sample of bipolar patients (n=27). Hunt et al.

(1992) completed a longitudinal 2-year study, using interview assessment which helps to

reduce mood related bias. No difference was found in rate of life events for depressive

and manic relapses.

Since the 1970s researchers have began to specifically examine the relationship between

life events and mania. In a matched-controlled study assessing life events prior to

admission, Kennedy et al. (1983) found that a sample of 20 manic patients had
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experienced three times as many independent events rated objectively as having a

negative impact than controls. Assessment of life events was retrospective. In a study

with a matched control design, 14 manic patients retrospectively experienced more

uncontrollable and unanticipated life events than 14 bipolar patients who had not

experienced a mania, but there was no significant difference in the number of events.

Sclare & Creed (1990) in another retrospective study, found no relationship between the

onset of mania and life events. This study, as with many of the early studies, suffered from

a small sample size (n=30) and in addition there was no control group. Babington et al

(1993) found an excess of life events in the months prior to onset of mania. Life events

were not limited to severe, but also included mild life events. The increase in life events

rated as having a moderate to large degree of threat was significant compared to

controls. Both the prior studies used the Life Events and Difficulties Schedule (LEDS;

Brown & Harris, 1978) which is seen as a sophisticated instrument in the assessment of

life events whereas other studies used modifications of the LEDS (Kennedy et al, 1983;

Ambelas, 1987). However, again samples were small. In a large scale Danish study of 1565

patients and 31,300 controls Kessing et al (2004) found a significant risk of first admission

with a diagnosis of mania following a major life event such as suicide of mother or sibling

and recent divorce or marriage. Chung et al (1986) found a link between life events

blindly rated as threatening, and the onset of hypomania. The number of threatening life

events experienced by hypomanic individuals, although double that of the controls, did

not reach statistical significance.

Life events involving goal attainment have been found to be particularly significant in the

onset of manic symptoms. The Behavioural Approach System (BAS) dysregulation theory

(Depue, Krauss & Spoont, 1987) is a prominent biopsychosocial theory of bipolar

disorder which aims to explain the mechanism by which this happens. According to this
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theory, bipolar patients are thought to demonstrate an excessive increase in BAS activity

in response to BAS activation-relevant events e.g. goal striving, which is reflected in

hypomanic and manic symptoms. In other words the reward involved in goal attainment

events stimulates the oversensitive behavioural activation system which enhances positive

affect to facilitate goal-directed behaviour. Conversely, an excessive decrease in BAS

activity is thought to occur in response to BAS deactivation-relevant events e.g. failure.

Thus depression is the result of an inactive BAS failing to produce positive affect or

incentive-reward motivation. It is this dysregulation, or variability, in the system that is

theorised to make bipolar individuals more sensitive to environmental experiences. The

model suggests that individuals who exhibit the greatest baseline variability in mood will

be the most vulnerable to the effects of life events (Johnson & Roberts, 1995).

The BAS dysregulation theory makes specific predictions about the types of life events

that trigger the onset of bipolar episodes and symptoms, suggesting that depression and

mania are precipitated by different types of environmental events (Johnson & Roberts,

1995). This theory does not receive support from some studies above (e.g. Swann et al.,

1990; Hunt et al., 1992) which showed that negative events could trigger both depression

and mania. However many other studies tend to cluster stressful life events together,

rarely examining the impact of different types of life event.

This nascent theory has seen a very recent upsurge in studies looking into life events and

the onset of mood symptoms from the BAS perspective, with mixed results. Using a life

events interview, Johnson et al. (2000) found that manic but not depressive symptoms

were increased in bipolar I individuals in the 2 months following goal-attainment events.

This increase in symptoms did not occur for general positive events. Nusslock et al.

(2007) also found, consistent with the BAS dysregulation theory, that a goal-striving event



Bipolar Disorders

(preparing for and completing final exams) was associated with an increase in hypomanic

but not depressive episodes and symptoms in individuals with a soft spectrum diagnosis.

This relationship was not reduced when sleep loss was controlled for. The sample in this

study was drawn from college students with bipolar II disorder or cyclothymia suggesting

BAS dysregulation can be observed in the spectrum of bipolar disorder, not just in

bipolar I disorder. However caution should be taken in generalising these findings to the

whole spectrum. It is plausible that goal-striving events are more salient to individuals in

further education, such as in this sample. This group may also have particular protective

factors that differentiate them from other bipolar patients in the community e.g. high

intellect, high socioeconomic status.

Meyer et al. (2001) examined whether self-reported BAS sensitivity alone, rather than the

perception of incentive (e.g. goal-related events) would place bipolar patients at more

risk of mania. They found significant relationships between self-reported BAS scores and

manic symptom intensification over time, suggesting that BAS sensitivity may represent a

vulnerability to mania in bipolar disorder. BIS self-reports were correlated with

depressive symptoms, although did not predict increased depression over time. This

suggests that BIS self-report levels are a state-dependent characteristic of depression.

Salavert et al. (2007) also examined the functioning of both BAS and BIS systems, and

their influence in subsequent episodes. On study entry, 39 euthymic bipolar I patients

showed higher BAS scores than the group of 38 controls suggesting a somewhat trait-

related vulnerability. Eighteen months later, patients relapsing with a depressive episode

had lower BAS scores than patients with a manic/hypomanic episode, and a tendency to

score lower than patients still euthymic. However unlike the Meyer et al. (2001) study,

BIS scores did not differ.
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These studies seem to support, to varying degrees, the BAS dysregulation theory.

However Biuckians et al. (2007) found, contrary to hypotheses, adolescents with high

BAS levels exhibited less severe concurrent mania symptoms. Furthermore levels of BAS

sensitivity were not associated with concurrent levels of depression. These findings

suggest that BAS functioning is inversely related to mania sympomatology in bipolar

adolescents. However the sample size was small (n=25) and the study cross-sectional in

design. It would have been interesting to examine whether the BAS/BIS levels were

predictive of future episodes, and whether they changed over time.

A number of other theories aim to explain the mechanism by which life events affect

mood. Life events have been shown to be correlated with response to medication.

Kulhara et al (1999) found that lithium non-responders had significantly more life events

and total stress, as well as less social support. The authors hypothesise that increased life

events and stress, in turn decrease social support, decrease lithium compliance and

therefore increase likelihood of relapse. A limitation of this study was the cross-sectional

assessment of psychosocial factors and retrospective assessment of life events. However,

Johnson & Miller's (1997) finding that major life events have been found to take 3 times as

long to recover from an affective episode was not mediated by medication compliance.

Ellicott's (1990) study also found that the relationship between life events and relapse

remained, when medication and compliance were controlled for. This suggests that the

psychosocial impact goes above and beyond the biological and that its mechanism of

action is not through disruption of medication compliance (Johnson & Miller, 1997).

The 'stress-diathesis model' integrates experience of life events with a biological

vulnerability to explain onset of affective episodes (Goodwin & Jamison, 1990). This

theory proposes that individuals with bipolar disorder have an inherent biological
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vulnerability, as a function of circadian rhythms. Circadian rhythms are regular changes in

our mental and physical characteristics throughout the day. They can be affected by

external factors and at an extreme disrupted. Such disruptions have been postulated as a

risk factor for affective episodes (Goodwin & Jamison, 1990; Wehr et al., 1987). For

instance sleep deprivation resulting from a life event consequently increases the risk of

relapse into a manic state. Kadri et al. (2001) found that relapses were more likely to

occur in (Muslim?) bipolar patients in the month of Ramadan which involved a disruption

to eating habits. Columbo et al. (1999) found that around 10% of bipolar depressed

individuals subjected to sleep deprivation switched into mania or hypomania. Mania itself

maintains the disruption of circadian processes by increasing the likelihood of further

insomnia, thus becoming a vicious circle (Wehr et al., 1987). In turn the consequences of

the disorder may themselves produce life events, which in turn will continue to produce

further events (Christensen et al., 2003).

A related stress-vulnerability model is the social zeitgeber theory of mood disorders

(Ehlers et al., 1988). According to this theory, life events produce changes in social

zeitgebers (persons, social demands or tasks that set the social clock) which, in turn, lead

to social rhythm irregularity. This instability if coupled with other vulnerabilities then

disturbs biological rhythms and leads to a mood episode. Even life events which are

apparently psychologically non-stressful can place considerable stress on the body's

attempt to maintain synchronised biological rhythms (Frank et al., 2006). In support of

this theory, Ashman et al. (1999) found that patients with rapid cycling bipolar disorder

had less rhythmic daily routines and completed fewer activities on a regular basis than

control subjects.
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The original social zeitgeber theory as proposed by Ehlers et al. (1988) was based on the

association between life events and depressive symptoms. As examined above, life events

are also associated with manic and hypomanic symptoms, and subsequent studies have

sought to corroborate this relationship with the theory. Malkoff-Schwartz et al. (1998)

found that the number of social rhythm disrupting events was different preceding

depressive and manic episodes. There were substantially more manic individuals who had

experienced at least one event prior to onset than depressed patients. It was suggested

this may be due to the more gradual social rhythm disruption involved in depressive

episodes, which therefore requires a longer period of study than the 8 week pre-onset

period in this study. The same authors conducted a similar study to examine this further,

but with a longer pre-onset period to each participant's mood episode onset (Malkoff-

Schwartz et al., 2000). Again manic patients were found to have experienced more

disruptive events in the pre-onset periods than their control periods compared to bipolar

depressed, bipolar rapid cycling, and unipolar depressed groups. Once more only the

manic group was found to experience significantly more disruptive events in the 8 weeks

prior to onset compared to the 8-week control period. The null findings for the 20-week

pre-onset period dispute the notion of a delayed effect of disruptive life events on

depressive episodes. It would appear that the success of treatment strategies aimed

specifically at helping bipolar patients maintain regular routines in the face of stressful life

events (e.g. Frank et al., 2005) support the social zeitgeber theory.

It is likely that the effect of life events is moderated by other psychosocial factors, such as

cognitive factors and social support. Lyon, Startup & Bentall (1999) found that bipolar-

depressed patients attribute negative events to themselves and make more global and

stable attributions for negative events. They found that while manic patients made self-

serving attributions to fictional events, they also attributed negative events to self.
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However, another study found no difference to the attributions made about life events

between bipolar and controls (Tracy et al, 1992). Another suggestion is that stressors

have a differential effect on outcome dependent on type of cognitive vulnerability. In an

18 month follow up of remitted bipolar patients, Hammen et al. (1992) found that

symptom severity was significantly associated with sociotropy, interpersonal events and

an interaction of the two. There was no similar effect for autonomy or

autonomy/achievement events. Kennedy et al. (1983) found that manic patients were less

likely to have an adequate confiding relationship prior to admission. This subset of

patients had significantly more undesirable events.

Heredity has also been suggested as a biological mediator between life events and

relapse. Johnson et al. (2000) found that life events in bipolar patients had a differential

effect depending on family history of affective disorder. Bipolar patients with heredity had

a lower age of onset, and less life events prior to onset The prevalence of life events

decreased as number of episodes increased, which provides support for the kindling

hypothesis. More research is required into the question of whether there is an underlying

vulnerability which causes emotional-stress sensitivity, or whether the disorder or mood

itself causes a change in behaviour or reactivity. Longitudinal designs of major life events

are required to examine the mechanisms further.

Further research should address methodological problems such as retrospective designs

and unreliable methods of life event assessment, prevalent in the older studies. Johnson

(2005) argues that a design which compares life stress prior to and after episodes, is

more valid than comparing bipolar individuals, who invariably have a high level of life

stress even in asymptomatic periods, with individuals with no mental illness. She also

asserts there is a need for a distinction between the life-events and episode link, and the
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link between life-events and increasing symptomatology. Additionally, many studies do

not differentiate between life events that are independent, or dependent on people's

behaviour, and therefore does not differentiate between risk factors and causes of bipolar

disorder (Alloy et al., 2005). Sclare & Creed (1990) argue, that many studies finding an

elevated number of life events prior to onset of episodes, are picking up on prodromes of

mania or depression. As raised by the authors, this becomes significant when the

beginning of onset is taken as the date of hospitalisation, which is often much later than

the beginning of symptoms. Furthermore, with few exceptions, studies do not

differentiate between different types of life events e.g. positive and negative. There may

be merit in examining if different types of life event precede different types of episode e.g.

it is suggested that marital events are more likely to precipitate manic relapse, and it

could be theorised that negative life events such as bereavement precipitate depressive

relapse. In a recent psychosis study which separated the different types of stressful life

events Kim et al (2007) study showed family, romantic and peer relationship stress

showed strongest association with mood symptoms.

Research could also usefully address the question of which individuals are more

vulnerable to stressful life events. Aronson & Shukla (1986) found that patients who

relapsed after a hurricane had experienced a shorter period of stability prior to this, in

terms of subsyndromal symptoms, interpersonal stressors or concurrent personality

disorders. Identifying individuals at risk of further episodes will inform clinical work, and

indicate where research should be targeted.

In summary, stressful life events have been shown to affect both the onset and to a lesser

extent the course of bipolar disorder. However, the specific nature of this relationship,

and the mechanisms behind it, have yet to be fully understood.
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2.5.2 Childhood Stressful Life Events

Having reviewed the literature implicating stressful life events in the onset and

recurrence of bipolar disorder episodes, we turn to examine the role that childhood life

events play in the development of bipolar disorder and the impact they have on its

course.

Until recent times, few studies had investigated the potential role of early life stresses on

the subsequent course of bipolar illness. Bauer et al. (1997) followed 103 bipolar patients

enrolled in a I-year treatment program with the aim to identify predictors of service

utilisation. The sample included patients with comorbid diagnoses and the only exclusion

criterion was pre-existing moderate to severe dementia. A recalled history of childhood

physical abuse was found to be one of only two predictors of service utilisation, the

other being the presence of a major affective episode at clinic intake.

In a cross-sectional study, Levitan et al. (1998) observed a strong relationship between

mania and childhood physical abuse, with bipolar individuals having a significantly greater

rate of childhood abuse than depressed patients. However, as is problematic with most

studies in this area, both these studies used retrospective reporting for the disclosure of

information regarding abuse.

Leverich et al. (2002) explored the association of abuse in childhood or adolescence with

course of bipolar disorder and illness characteristics. In this study 63 I outpatients with

bipolar disorder were evaluated using both cross-sectional and longitudinal study design.

Altogether 49% of women and 36% of men in the sample reported early abuse in

childhood or adolescence, exceeding statistics reported in the general population
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(Finkelhor et al., 1990; MacMillan et al., 1997). History of physical or sexual abuse was

predictive of a more severe course of bipolar illness. In particular, patients who reported

abuse had earlier onset of illness, an increased number of comorbid disorders, faster

cycling frequencies, a higher rate of suicide attempts, and more psychosocial stressors

occurring before the first and most recent episodes. Patients who reported a history of

physical abuse showed a significant pattern of increasing severity of mania, supporting the

relationship between childhood physical abuse and mania reported by Levitan et al.

(1998). Although the results are promising in terms of elucidating a relationship between

early traumatic experience and course of bipolar illness, the authors warn of making

assumptions of a causal relationship. A possible interpretation of the data is that early

behaviours associated with a poor course of illness could promote harsh discipline and

provoke the early abuse (Friedrich & Boriskin, 1976).

Goldberg & Garno (2005) examined the extent of posttraumatic stress disorder (PTSD)

in relation to past abuse in bipolar adults, and its impact on the course of illness. They

found that 51% of their sample of bipolar adults reported severe childhood abuse, and of

those around 35% had PTSD. As expected, this was significantly more than the group

who denied any childhood abuse. Furthermore, risk of developing PTSD had a linear

relationship with the number of subtypes of childhood abuse or neglect present (e.g.

emotional, physical, sexual). No statistical differences in the course of the bipolar illness

were found between the PTSD and non-PTSD groups, although variables such as cycle

frequency and severity were not measured. The authors acknowledge that further studies

are needed to elucidate the role of childhood trauma in the development of bipolar

disorder independent from PTSD.
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Garno et al. (2005) also found that childhood abuse was reported in about half of their

sample of 100 bipolar adults, with multiple forms of abuse reported in around a third.

Consistent with the Leverich et al. (2002) study, negative outcome was significantly

associated with history of abuse. Specifically, younger age at onset, increased lifetime

suicide attempts, rapid cycling, and comorbid substance misuse were significantly

associated with various and multiple forms of abuse. Interestingly, the study found

differences in illness outcome across abuse subtypes. In particular, a significant association

was found between lifetime suicide attempts and severe childhood sexual, but not

emotional or physical, abuse. Coupled with findings of previous studies which found a

relationship between mania and childhood physical abuse (Levitan et al., 1998; Leverich et

al., 2002) there is suggestion of a polarity effect of subtype of abuse. However this

requires further examination as other studies report a connection between childhood

physical abuse and suicidal behaviour among wider psychiatric conditions (Silverman et al.,

1996). In addition, Garno et al. (2005) also found that multiple forms of childhood abuse

appeared to heighten the risk of suicide attempts.

In a sample of adolescents with bipolar disorder and controls, Rucklidge (2006) found

that over 50% of the bipolar patients reported a history of trauma, consistent with the

adult studies. This finding indicates that individuals with a history of trauma are likely to

have experienced onset of their illness by adolescence, otherwise one would expect the

figure to be lower in this adolescent group. This supports the findings of other studies

which show that patients who experience childhood adversity have a significantly younger

age of onset of illness (Leverich et al., 2002; Garno et al., 2005; Dienes et al., 2006). As

regards psychosocial functioning, adolescents with paediatric bipolar disorder reported

lower self-esteem, more hopelessness, more traumatic experiences and negative life

events, greater difficulties in regulating emotion, and poorer coping strategies than
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adolescent controls. However a history of trauma did not differentiate those with and

without psychosocial problems.

Potential explanations for the association of childhood stressful life events and bipolar

disorder were examined by Grandin et al. (2007). In particular, they researched two

possible models: harsh environment; and stress generation effects. According to the

harsh environment hypothesis, bipolar (and unipolar) patients report more negative life

events because they actually experience more negative life events that play a part in the

onset of their disorder (Safford et al., 2007). On the other hand, the stress generation

effect hypothesises that patients generate more negative life events as a result of the

characteristics and behaviours associated with their symptoms (Hammen et al., 1991).

This is conceptually similar to Friedrich & Boriskin's theory (1976) that early behaviours

associated with a poor course of illness could promote harsh discipline and provoke early

abuse. It is also linked to the suggestion in Geller & Luby's (1997) review that childhood

onset bipolar disorder is characterised by hypersexuality, which may in turn influence the

incidence of childhood sexual abuse (Dienes et al., 2006). Naturally this argument is

highly contentious. In order to assess the two opposing theories, which represent

opposite causal directions, Grandin et al. (2007) discriminated between independent and

dependent childhood stressful life events, and examined the relationship of each to

bipolar diagnosis. They found that the total number of reported childhood events,

particularly independent events, occurring prior to onset was associated with bipolar

diagnosis, thus supporting the harsh environment hypothesis. Bipolar diagnosis was not

able to predict total number of childhood stressors, particularly dependent events,

occurring after the age of onset The stress generation hypothesis was therefore not

corroborated.
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Following on from Post's (1992) theory of stress-sensitisation, another form of stress

sensitisation proposed is early adversity sensitisation. Post et al. (2001) propose that

early adverse events can permanently alter the stress response system, sensitising

individuals to later stress, and contributing to early onset and severe course of illness.

The theory of stress sensitisation hypothesises that patients with a greater number of

episodes will relapse following mild and severe stressful events. The early adversity

sensitisation hypothesis theorises that bipolar patients who have experienced severe

childhood adversity will relapse under mild levels of stress, regardless of the stage of

their illness. Dienes et al. (2006) tested this hypothesis with a sample of 58 adults with

bipolar disorder. They found that, in support of the early adversity hypothesis, patients

with a history of relatively severe childhood experiences had a higher likelihood of

relapse following mild stress than patients with mild or no childhood adversity. However

no support was found for the original stress sensitisation hypothesis as number of

episodes failed to moderate the association between stress and relapse. The between-

group design of the study may be partly to blame for not picking up on changes in the

association. They also observed that patients who experienced early adversity had a

significantly younger age of onset of illness, thus giving support to the theory that they

are more likely to have their first episode in adolescence.

There appears to be mounting evidence that adverse childhood life events play a role in

the development of bipolar disorder and impact the course of the illness. Again the

mechanisms by which they contribute have yet to be fully understood. Psychological

interventions cannot reverse these adverse events, but by understanding how they are

relevant to the development of bipolar disorder we can use this knowledge to further

develop psychological therapies. Given the wide prevalence of childhood traumatic
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events, specifically abuse, in bipolar disorder patients, the use of specific psychotherapies

targeting recovery from abuse should be investigated.

2.6 The interpersonal context

2.6.1 Social Networks and Social Support

This section aims to come to grips with the far-reaching concept of social networks and

social support in relation to its connection with mental health, and furthermore to make

them relevant for this study's background. Exhaustive examples of social support can be

found in: Vaux (1988), Angermayer und Klusmann (1989), Sarason et al. (1990), Rohrle

(1994) and Brugha (1995).

Social support is, in itself, not a new concept, whose beginnings can be traced back to a

specific point in history. It would be more appropriate to compare it with the term

"parenthood" as it is inherent in human societies. Moreover a conclusive link between

social support and psychological health has been established since early days.1 However,

since the 1970s and in the interests of social science research, social support has to some

extent been moving conceptually in the focus of theoretical observations. It was originally

brought into sociology to help to describe collective associations of individuals with a

high level of interactivity. The conceptualisation of this complex in psychology first

created the possibility to operationalise in a meaningful way problems which are

dependent on environment and context; in other words to enable one to depart from a

purely individual-centric perspective. Nevertheless, "Social Support" does not strictly
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constitute a standardised concept, but rather is dependant on a variety of conditions.

Investigations in the area of social support are accordingly heavily dependent on the

respective form of operationalisation.

Numerous attempts to throw light on the link between an individual's social relationships

and his general or psychological health have been made (Brown and Harris, 1989).

Psychologically important efforts to integrate network and support concepts into a single

theoretical framework can be found in John Bowlby's attachment theory - in the scope of

a predominantly developmental psychological approach -, or in analyses of stress and

social support (e.g. Brown & Harris, 1978). An instructive suggestion made within this

context is that social support is more susceptible to possible interventions than the

relevant aspects of stress themselves (Cassel 1974). This point of view has contributed

enormously to the rise in research drives in the area of social support. Attempts to build

psychological theories of social networks however come across as being very

heterogeneous, and significant models of individual psychology end up being applied to a

broader social context, without taking into consideration the limitations of such a

simplification.

Under the concept of "Social Support", the subjective evaluation of recognised support

or burden in social interactions is described primarily on a conceptual or psychological

level, whereas the concept of the "Social Network" outlines the objective pattern of

social relationships (Sommer & Fydrich, 1991). In this way patterns and roles of an

individual's social surroundings can be fundamentally and conceptually differentiated.

Moreover it is important to distinguish between different ways of how these features may

1 In his early observations on psychological health, Burton (1621) established links between
psychological well-being and social relations, and quoted here a number of ancient authors
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affect someone: negative effects as a result of deprivation or social support patterns with

negative impact; neutral, or not destructive, influences, and finally causes, which through

pro-activity and change have a positive effect on health (Rohrle, 1994).

2.6.2 Conceptualisation of Social Support

Social support is, broadly speaking, comprised of two main parts, which come together to

form a third part (Leavy, 1983).

• Structure - each concept of social support has to incorporate individual availability

and the existence of attachment

• Role - which support roles are made available by relationships

• Process - how people make use of potential supportive relationships in their

surroundings

Alternatively, social support can be broken down in to the following parts: a) general

structural social network-resources, b) specific supportive behaviour and c) the

subjective evaluation of experience with social support (Vaux, 1988).

The analysis of the structure of social support has to describe, on a fundamental level,

how much support from willing people is available to somebody, and what role they play

with regard to the person concerned. Social network analyses help to create the most

comprehensive overview of a person's relationship structure and the make-up of

individual social support. These should include all social liaisons of a person and the

relationships inside these liaisons.

such as Plutarch and Tully.
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Essential aspects of a network analysis are:

• The size of the social network - generally speaking, a large social network is

considered to be a positive thing, as it is easier to reach somebody in larger

networks, to share a burden with several people, and specific information or

practical help is readily available.

• Frequency of contact with individual members of the network, closeness - the

positive features of large networks previously mentioned probably correspond

only to networks with minimal closeness, inside of which relatively few people

know each other. At the same time, however, networks with a comparatively

lower closeness place a higher demand on social competencies and can easily

overload an individual.

• Strength of attachment between the individual network members - apart from

purely structural features, the quality of individual relationships is an important

feature in social networks. Emotional nearness, complexity and reciprocity are

typical signs of a first-class, qualitative relationship.

• Degree of initiative or receptiveness among one another, reciprocity - the balance

of supportive relationships plays an important role satisfying experienced social

support. In this way, imbalanced relationships can prove to be extremely

stressful, although they offer the desired form of support for the person

concerned.2

Further morphological features of social networks to consider include:

• the relative similarity of people in a social network - homogeny

2 This connection becomes clear in cognitive assessments of social support, in which the
acceptability of experienced support depends heavily on perceived symmetry (Brewin,
1995).

43



Bipolar Disorders

• number of clusters in the social network that are definable

• the relationship between the social network and external influences.

According to Wills (1985) the most important roles of social support can be divided into

the following areas:

• Support of self-confidence or emotional support - this form of support offers

confirmation of a person's self-worth and can be linked with the concept of

unreserved positive esteem (Rogers, 1961). Such support is usually sought after

when doubts about one's own abilities or worth are experienced; in practice this

means confiding personal problems or concerns, something that is commonly

possible in close and sustained relationships. As a general rule these relationship

roles are made available to partners, close friends or relatives. If this support is

not present, the result can be emotional isolation.

• Instrumental Help - concepts such as concrete help, practical or material support

are equally common. The actual provision of daily practical help is described.

• Sociability and social interaction - this support role covers experiences shared in

social activities that mainly serve to give enjoyment or relaxation.

Emotional support, practical support and social interaction may be considered as the

three most important support roles that are researched and discussed in connection with

psychological health, social support and stress. Moreover they have been integrated into

the majority of measuring instruments. In addition to these features, Wills (1985)

describes two further roles of social support, namely informative and motivational

support:
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• Informative support - Information, advice and recommendations are provided

through supportive behaviour. Examples of such information can offer an

objective appraisal of a personal situation or problem. This help often stems from

sources that also give emotional support, seeing as the two functions are closely

linked. It is however of particular interest to persons with psychological problems

who lack informative help and how they may be able to access some, even if the

area of emotional support is removed or unsatisfactorily fulfilled.

• Motivational support - This feature is almost completely of a theoretical nature, as

up to now there is virtually no empirical evidence that proves a decisive link

between motivational help and psychological health. Nevertheless, Wills (1985)

argues that the stress factors associated with psychological disturbance are

mostly of a chronic nature. Support which manages to maintain positive

expectations in constantly difficult circumstances can above all be of great

importance when dealing with psychological disorders.

When the links between structural features of social networks and functional aspects of

social support are considered, a remarkable mutual independence of both parts can be

seen. This is true of the relationship between the size of social networks and the quality

of support experienced, as well as for aspects such as closeness or complexity and the

functional forms of social support (Vaux, 1988). It is therefore of corresponding

importance that both concepts are considered independent of another. Their inclusion in

investigations of possible interdependency should be done while respecting their relative

self-reliance.
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2.6.3 Areas and Resources of Social Support

The question of which areas of life each relationship should be assigned to is to be

answered with great care. The importance of an area depends entirely on the respective

stage of life; examples that can have lifelong significance may include family, friends and

social activities.

Various studies have highlighted how people who have experience in a wide range of

areas of life demonstrate a more stable psychological state of health than those whose

experience is limited in just one or two restricted areas (Thoits, 1986). What is meant

here by categorising areas of life is in fact the differing worlds of each subject, such as

work, family, certain friends, etc. There is also evidence that the closeness of social

networks plays an important supporting role when recuperating from certain

psychological disorders (Greenblatt et al, 1982). Moreover, patients who have a

comprehensive social network are less of a burden to their families, and therefore enjoy

correspondingly better chances of recovery (Maurin & Boyd, 1990). In most of the cases

concerned, a broad and scattered social network that does not have any ties between

family and friends for example is more often associated with positive results. Similarly a

situation in which the necessary support comes from a wide background of areas of life is

more likely to meet the conditions for a scattered network, than if support comes from

only one area. In this way, employment outside of the family home may for example offer

protection against depression to women who are constantly under the influence of stress

factors (Brown & Harris, 1978; Warr & Parry, 1982).

It is here that the question of whether men and women draw on support from different

sources may be raised. There is enough empirical evidence to suggest that this may be
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the case, although a proven systematic connection of social networks or support with

differences caused by gender has not been established. Schuster et al. (1990) found that

men draw on support primarily from their partners, whereas women tend to turn to a

wider circle of family or friends - and mainly to other women. Cohen and Wills (1985)

ascertained in a literature survey that women engage in another relationship style; they

experience fulfilled relationships through close and intimate attachments, whereas men

experience these supportive attachments more through activities of a social nature or

with a specific purpose.

After considering the sources and areas from which social support is obtained, it is then

important to take into account the accessibility of each significant attachment (Henderson

et al., 1981). Suffice it to say that a potentially protective relationship is less effective

when the person concerned cannot be reached in the desired form.

The subjective acceptability of the respective support role is also an important factor in

the process of social support - that way it is not possible for every relationship in a social

network to be taken on with the same degree of effort. Similarly, most people have a

pretty clear notion of who can or should provide the corresponding support; relatives,

for example, are often considered to be more appropriate sources of social support than

perhaps friends or professional helpers. It is often the case that depressed women believe

that only their mothers or partners can give them the emotional support they need. Even

if such ideas are not clearly expressed or even consciously recognised by the persons

concerned, they still have a critical influence on the processes of support - how they are

perceived or offered determines how effective they are.
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As a consequence, acceptance and accessibility stand side by side with the perceived

suitability of social support received in two-way relationships. It is important to note in

this context that most of the support gauges commonly used include subjectively

perceived social support. This perception - or the discrepancy of perceived support and

corresponding ideals and experience - is something that has essentially been derived

from a link with psychological health (Brown et al., 1986, Henderson et al., 1981).

The table below summarises once again the addressed structural differences of social

networks and social support, which are also relevant to the questions raised by this

study:

Table 2.2: Main aspects of social support

Existence of core attachments:

Parents, siblings, friends, life companions, colleagues, etc.

Components of social support:
The availability and acceptance of core relationships and the satisfaction
of social support's definitive features:
Emotional Support - intimacy, trust;
Practical Support - informative und motivational support;
Social interaction.

Various sources of support:
Family, circle of friends, work, different activities, etc.

Attributes of a Social Network:
Size, closeness and other network qualities.

2.6.4 Models of Social Support

There is a whole host of individual findings that each describe the influence of social

support on psychological health, and a multitude of action models that ought to make this
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connection understandable. Nevertheless, it seems that such explanatory models and

action plans remain largely ambiguous. Isolated results are thus to be considered together

with the background of their models and conceptualisation and cannot be proclaimed as

integrative results. It is here that, above all, the very definitions of social support and its

theoretical background vary drastically, while the models of social support's effects are

more uniform.

Two main underlying theories dealing with the effects of social support on psychological

health have been evinced and thus become the focal point of all further discussions:

(1) Through a buffer effect, social support has only an indirect association with

psychological health, when in the presence of stress; in this view, social support

has no effect on psychological well-being when severe stress factors are absent.

(2) Social support has a direct effect on psychological health: low levels of influence

from social support (e.g. a lack of social relationships) can be linked with poor

psychological health, and may have a quasi-causal effect on the manifestation and

development of psychological disturbances.

In the following section, the evidence concerning both models shall be briefly considered

- two comprehensive study reviews go into detail about the people who have been

analysed, and the extent to which social support was used (Cohen & Wills, 1985, and

Alloway & Bebbington, 1987).

There are no consistent results for a buffer effect of social support under the influence of

extreme stress factors. Most studies in this area deal largely with measures to do with

general psychological health, particularly with regards to symptoms of depression and
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anxiety disorders in random samples; buffer effects usually occur in the form of attaining

intimacy, when in general a gauge of emotional support has been used. In thirteen studies

discussed by Cohen and Wills (1985), eleven of them displayed significant buffer effects.

The results were to be seen consistently when, first of all, the necessary methodological

conditions were met - avoiding statistical artefacts caused by the inadequate

operationalisation of variables or unsuitable statistical practices (see Veiel, 1987, 1988);

secondly, the corresponding measuring procedures referred to the perceived availability

of social support - studies, which pick out network characteristics or do not show any

real perceived supporting roles -; and thirdly the supporting roles that have been

considered to enhance the commonly-used coping mechanisms. As a rule, no buffer

effects are to be seen when the quality of personal relationships and emotional support

are raised, whereas the way in which most studies carry out measurements do not

discount the impact other supporting roles have. Buffer effects do not cease to exist

however when general operationalisations of social integration are used.

Studies that use multidimensional, structural characteristics of social support

demonstrate largely consistent results, namely that social support can be proven to have

a direct and beneficial effect on psychological well-being. In a similar way, integration into

a comparatively large social network can also be shown to have a direct, positive effect

on psychological health, all other factors being equal. However, support in this common

form of a good social involvement does not necessarily prove to be useful in the face of

huge stress factors (Cohen & Wills, 1985). This study's results may be attributable to the

general effect of social networks on feelings of stability, personal self-esteem, or even on

feelings of extreme isolation in small social networks. Therefore, positive integration

does not as such have an influence on well-being that necessarily improves the ability to

deal with stress factors. As evidence of this case, one can cite the low levels of
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correlation between measures of social integration and supporting roles, as well as the

fact that a large number of social liaisons have no buffer effect, even though a single,

trusted person can be enough for such an effect (Wheaton, 1982; Vaux, 1988).

The buffer effects found here are not shown to be artefacts of confounding stress and

supporting roles. Studies that confirm the buffer hypothesis do not show any correlation

between support and stress measurements, whereas those studies that demonstrated a

clear link between these factors did not confirm a buffer effect (Cohen & Wills, 1985).

Furthermore, it can be considered confirmed that the individually perceived quality of

social support constitutes an important role, when correctly operationalised, for the

buffer hypothesis, rather than 'objective' network measurements or current social

operations. These results are produced in connection with acute incidents as well as with

regard to ongoing stress factors (Kessler & McLeod, 1985). Cutrona and Russel (1990)

analysed a number of studies relating to the possible, stress-specific effectiveness of

different supporting roles. In doing so, occurrences that are out of an individual's control

such as unemployment, illness, financial difficulties etc were demonstrated as being

beneficial, along with a large amount of emotional support such as social integration,

appraisal and concrete support. In contrast, informative help, feedback related to action

plans and emotional support are regarded as being helpful for incidents that can be

influenced like personal crises, pregnancy, work stress etc.3

3 The difference between "controllable" and "uncontrollable" critical life events comes from the
research techniques of the live event works by Brown and Harris (1978, 1989). In these
works, "controllable" events are those that can be prevented or whose consequences for
individuals can be mitigated. On the other hand "uncontrollable" happenings are

supposedly not subject to an individual's influence, as the key agent of the event is another
person or external factors have a considerable hand in the event.
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However, these clear results can only be used up to a point. In reviews the different

social support studies are simply listed and described, and as a result there is no unifying

concept model in these evaluations. The consequence of this is that the heterogeneity of

the individual results is reflected in a perpetual inconsistency of integrative concepts.

Similarly, fundamental methodological differences between the discovered effects are

simply assumed to be similar, rather than being standardised through statistical practices.

This lack of consistency between main and buffer effects found in the different study

reviews also led to an increase in the supposed impact of social support.

Over and above the presented main and buffer effects of social support, there is a set of

further models which have been accepted as also showing the effect supportive behaviour

has on psychological health. Nevertheless, only a simple overview of the different

approaches should be given here. The starting points relevant in the context of this study,

as well as certain process models on dysfunction are to be commented on with more

detail in connection with the dysfunctional images discussed in this work.

Early enhancements of the general concept are largely due to the move away from purely

quantitative models towards a cognitive design i.e. focusing on the subjective appraisal of

social support (e.g. Cutrona & Russel, 1987). Accordingly, it is now solely the perception

of social support that constitutes the most operationalised gauge of support. By means of

this, it demonstrates its clear impact on psychological health. Another aspect of social

networks, which has a conducive effect, directly or indirectly, on psychological health can

be mentioned here in this context; the role of stabilising a person's feeling of self-worth.

It is assumed here that a person draws his or her identity and worth from how, they

presume, important persons in their life perceive them (Heller et al., 1986), whereby the

stability of identity and self-worth is dependant on integration into a social network. This
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basis on social interaction also comprises aspects that have a positive effect on health,

such as the exchange of informal help and information, as well as the company of others

in social activities.

Altogether, the fundamental models of the effect of social support illustrated have

changed and been in many cases complemented by the common understanding of the

concept of social support. Unidirectional, semi-causal models of the effect of social

support or stress factors on physical, as well as psychological health have been revised

and updated in favour of interdependent impact mechanisms. In this way the impact of

social support is more exactly divided up according to causal and time factors. In doing

this it can be said that social support shows an advantage even before a stress factor

appears (Champion, 1990), or it can be strengthened, even activated through the effects

of stress factors (Lin, 1986). A number of additional factors also play a decisive role in the

individual assessment of social support. As such, specific effects result from the

consideration of the interdependency of social support and the influence of stress factors.

These effects do not only just show dependence on the type of stress factor (Cohen &

Wills, 1985), but also show curvelinear relationships, in the sense that stress factors can

have a catalytic effect on social support, as well as a destabilising one if they are

particularly fierce (e.g. Tezloff & Barrera, 1987).

Factor analysis can equally demonstrate the multidimensional quality of social support.

McCormick et al. (1987) showed that the size of the social networks, frequency of

support and satisfaction are due to varying factors. In a further factor analysis Sommer

and Fydrich (1989) describe the emotional and practical operating spheres of social

support, as well as social integration and social pressure factors.
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All in all, the heterogeneity of the concept shows that it is necessary to comprehensively

take the different features of social support into consideration when analysing possible

influences.

2.6.5 Positive and negative aspects of social support

In order to better understand the processes that contribute to the effectiveness of social

support, additional criteria have to be considered. When picking out support factors, the

irksome aspects of social attachments were mostly disregarded - the negative effects of

social stress factors, as well as negative and burdensome attachments were paid

inadequate attention. Moreover, possible confounding factors or interactions between

these two aspects of social interaction were in general insufficiently considered.4

According to Rook (1992), these negative or problematic attachments are identified in

the following way: the treatment of persons in a social network that causes suffering to

the individual concerned. This also includes well-meant assistance that fails by meeting

with rejection, conducting damaging behaviour or that is simply over productive. Here

the perceived sources of social support are often the same as for social stresses. In

addition, the subjective perception of support can be affected by potential stress factors,

whereby lower levels of support occur not from a lack social support, but as a

consequence of differently associated stress factors. This is how the potential availability

of support can be directly limited by stress factors. Conversely, the existence of

appropriate support can pre-empt the appearance of certain stress factors (Champion,

1990).

4 The largely heterogeneous findings on positive and negative aspects of social support can in
part be traced back to the fact that both parts were seldom picked out together. It was
more often the case that more conducive parts of social support, as well as unrelated
negative contingents of social attachment were considered (e.g. Sommer & Fydrich, 1989;
Schuster et al., 1990; Rook, 1990).
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Schuster et al. (1990) ascertained that it is often the closest and most familiar persons

who can also be the most probable source of extreme pressure. Sommer and Fydrich

(1989) found significant correlation coefficients of r = -.40 between perceived social

burden and different supporting roles. Social burden, or pressure, in this context means

relationships that are felt to be a strain i.e. not missing social support but attachments

that are affected by "Criticism, rejection, excessive demands and lack of distance" (Sommer &

Fydrich, 1989, p. 163). In the life-event research it emerged that particularly in cases of

depression, significant interpersonal stress factors are often to be seen before a bout of

depression sets in (Bebbington et al., 1988).

The processes of negative and positive aspects of social support in relation to

psychological health are both presumably equally complex. Even negative aspects, such as

well-meant pushy or encouraging behaviour, come across in direct and indirect forms,

according to all predictions. Such research efforts that observed the positive and negative

sides of social relationships show that negative effects have a significantly stronger

influence on psychological well-being, although they occur more seldom (Schuster et al.,

1990; Rook, 1990). At the same time, two strategies can be determined: one

incorporates the comparison of the effects of positive and negative exchange processes

regarding psychological health (e.g. Fiore et al., 1983; Rook, 1984), whereas the other

strategy compares the stress-relieving influence of social support with the stress-boosting

effects of social conflict and negative interactions. With this last strategy in mind, Okun et

al. (1990) examined the role of negative relationships with regards to the hindrance or

deterioration of the ability to adjust to acute or chronic stress factors. The participants

of this study were I 10 older persons receiving outpatient treatment. Aside from the

perceived stress factors of the last six months, negative social attachments and

55



Bipolar Disorders

psychological strain were ascertained through questionnaires and interviews. Particular

attention was paid to ensuring that the social factors were in no way linked to negative

relationships in social networks. Regression analyses, in which the effects of physical

health and socio-demographic differences were monitored, demonstrated a significant

core effect of negative social attachments concerning psychological health, but not for

positive relationships. Moreover, the study by Okun et al. (1990), and the similar

investigation by Finch et al. (1989) displayed an independence of this effect from the

stress factors type and strength. Those who experience little stress, as well those who

are exposed to heavy strains both show a connection between negative interactions and

psychological pressure.

In this context it is the reciprocity of social relationships that can be felt to be a great

burden when there is an imbalanced two-way action of support (e.g. Buunk et al. 1993).

Such an imbalance often occurs in groups that are not in a good position to maintain

reciprocal relationships. Examples of this are groups with a low income or persons with a

long history of psychiatric institutionalisation, as they are often wholly dependant on the

one-sided support of others. Concerning mutual supporting benefits, Antonucci &

Jackson (1990) found that people from a handicapped group tried to maintain balanced

relationships in their social networks, and that a significant correlation existed between

the perception of a lack of reciprocity and psychological strain. Antonucci & Jackson

(1990) were able to confirm these findings by comparing different groups of varying

nationalities and ethnic backgrounds of 6400 participants. Both forms of imbalanced

relationships - whether they in their own view give more support than they receive or

whether they receive more support than they give - are associated with lower levels of

life satisfaction as compared with groups with balanced ties.
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This link between low socio-economic status and an increased risk of psychological

disorders can in part be traced back to the high proportion of burdensome relationships.

It can also be attributed to the fact that the social situation of low income groups

restricts the choice in creating a social network and in conducting individual interactions,

as well as allowing only limited access to poor and burdened networks (Brown & Harris,

1978; Belle, 1982; Rook, 1987).

As Fiore et al. (1983) demonstrate, it is above all depressed patients who often have

unrealistically high expectations of their social networks, and thus are correspondingly

more often disappointed. Parry and Shapiro (1986) illustrated that depressed patients

overemphasise the negative aspects of relationships due to their own low self-confidence.

Moreover they negatively speculate that they will never be able to return the support

given, which in turn blocks their ability to muster support or to accept support when it is

offered. In a re-analysis of two studies by the Royal Holloway and Bedford College

Teams, Harris (1992) found that, alongside a host of other non-supportive or negative

behavioural influences of relatives on the relapse rate of depressed women, patients who

had received a lot of support during an initial bout of depression from their partner or

family members suffered even stronger relapse when this support ceased after time, or

when they were disappointed from support given later.

A further aspect of negative relationships is experienced criticism or over-involvement,

and how the stand in connection with the expressed emotion concept. The link between

negative interactions in this sense and possible relapses has been repeatedly confirmed,

particularly for psychiatric groups (for an overview: Kuipers & Bebbington, 1988).
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2.6.6 Social Support and Psychological Disorders

The awkwardness of the dependence of different results on the process model used or

on the methodological framework of the study has been noted time and again in

summaries and reviews of social support literature (e.g. Henderson, 1980; Rohrle, 1994).

When trying to illustrate this area, it is not easy to avoid these difficulties. This is because

in the context of social support and psychological health there is no commonly accepted

research paradigm or theoretical model. As a result, it is difficult to compare many

findings.

In general, the proof of a link between social support and future clinical states is based

largely on studies that concentrate on individual groups that already suffer from a

psychological disorder, rather than on those that concentrate on the illness from the

beginning (McLeod et al., 1992). Furthermore the manifestation of the factors concerned

differs from those that may influence recovery (Brugha et al., 1993). While the

improvement and course particularly of depression disorders can be predicted by looking

at how the perceived lack of social support during the period of illness develops

(Jablensky et al., 1992), there is an increasing amount of evidence that suggests that other

aspects of social interactions also have an influence on the subsequent development of

clinical relevant symptoms (Brugha et al., 1990).

In addition, some research findings suggest that there are systematic differences in how

social support impacts on varying diagnostic groups, in which a specific process model is

partly assumed. Thus a multitude of studies attempt to provide evidence for differing

structures of social support in various subgroups of depressive illnesses. The results show

comparably deficient social networks for both groups: patients with "neurotic"
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depression and retarded depression (Brugha et al., 1987a, b). However, the results of a

four-month follow-up study showed a markedly more positive link between social

support and recovery in the group of patients with "neurotic" depression. This link was

not confirmed for the second group (Brugha et al., 1987b). Romans and McPherson

(1992) discovered that the social networks of bipolar depressive patients became more

impoverished as an increasing number of manic phases followed. Brugha et al. (1993)

confirmed these findings by demonstrating that in a comparison between long-term and

acute psychiatric disorders, the social networks in the first group were restricted.

Moreover, the networks of schizophrenic patients were not smaller than those of

patients with other chronic disorders e.g. with recurring affective disorders.

All in all, there is still no clearly structured and comprehensive pattern as to how certain

types of social support work in specific cases of disorders. Previous isolated attempts at

differentiating forms of social support display a heterogeneous picture on the whole, and

yielded no consistent results.

2.6.7 Moderating influences of Social Support

In short, it can be presumed that a multitude of individual determinants that are specific

to development and sensitive to the surroundings influence the form, structure and

development of individual social support systems.

According to Brewin (1995), there are three important cognitive processes that influence

the perception and use of social support: firstly, personal or inner belief of one's own

social competence: secondly, the role of social comparisons, and thirdly, the effect of a

feeling of self-worth.

59



Bipolar Disorders

Thus socially-timid and lonely people tend to ascribe interpersonal failures to supposedly

stable internal factors. This form of association leads on to lower self-esteem and self-

efficiency. This in turn disinclines the person yet more to form and maintain social

contacts (Leary et al., 1986). This link between cognitive processes and the subjective

assessment of social support becomes clear in connection with depressogenic cognition

errors (Beck et al., 1979). Thus depressed individuals evaluate others modelled on their

perceived self-worth. The relevant social information can only be accepted in a way that

one's own self-perception allows (Sarason et al., 1991). According to Kuiper and Derry

(1982), depressed persons tend to value themselves less and less in social contexts. This

negative view of oneself is often linked to the loss of significant attachment figures. All in

all, depressed people assess their potential social support in a negative way, which makes

the real lack of help seem particularly pathogenic (Lakey & Cassedy, 1990). In contrast,

chronic psychiatric patients tend more to over-estimate their potential social support

(Klein et al., 1987), which however does not apply to the area of close confidents or role

models (Barrera etal., 1985).

A further key cognitive process is described definitively by Goffman (1968): passed on

through social rejection and difficulties experienced, psychological illness can often be

traced back to a self-imposed social isolation. Alternatively they try to conceal parts of

particular self-disclosing behaviours, which usually makes social interaction impossible. In

particular it is how the close social spheres respond to the behaviour of the person

concerned; negative reactions strengthen this behaviour. However, other social

experiences make a significant contribution to self-stigmatisation and social isolation.

These persons often try to avoid relationships with "normal" people i.e. psychologically

normal people, and search increasingly for contact with people in a similar situation.
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These process may well play a part in the fact that depressed people have smaller social

networks. They perceive themselves to be different from others. Brewin and Furnham

(1986) think that these beliefs lead depressed people to avoid other people, thereby

shutting themselves off from advice and normative information that could have a

corrective effect on this behaviour.5

From this argument, it becomes clear that social processes of comparison are closely

linked with the formation and maintaining of an individual's self-esteem. By conducting

interviews with inconspicuous people, Folkman et al. (1986) investigated which coping

strategies they used when confronted with stressful events. The findings showed that a

threat to self-esteem is associated with reinforced feelings of flight and avoidance and less

supporting behaviour. In another analysis this data, Dunkel-Schetter et al. (1987)

confirmed a consistent inverse correlation between a perceived threat to self-esteem

with support measures. This includes the amount of information received, practical help

and emotional support, as well as the number of sources of social support available.

Studies by Andrews & Brown (1988) and Andrews & Brewin (1990) show how useful

these cognitively mediated psycho-social models are, particularly when treating depressed

patients. Suboptimal trust of close attachment figures due to the already anticipated

negative expectations and the turning of criticism into self-guilt are destructive

components of depression. The above mentioned models can be used to confront these

destructive elements in a therapeutical context to reduce unfounded mistrust and to

support the use of more resources in a wider social network.

5 There is a number of empirical studies that show the connection between a cognitive style of
attribution or certain beliefs and avoidance behaviour of psychologically ill persons (Snyder
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In a longitudinal study with working-class women from Islington, Brown et al. (1986,

1990) examined the influences conveyed from an individual's self-esteem. They noticed

that a negative self-evaluation has an important hand in creating an additional vulnerability

factor when a depressive episode occurs due to a negative experience. There are also a

number of studies that link other personality factors, such as sociability or extroversion

with supportive social networks. Thus Sarason et al. (1983) found that how extrovert a

women is can be linked to the size of her network, and satisfaction with help received to

low levels of neurosis.

The symptoms of psychological disorders, particularly those that commonly have long-

lasting negative consequences, probably have a negative effect on the support of others

e.g. from family members. With this in mind, disorders such as depression, phobic anxiety

disorders or paranoia represent particular examples how social contacts reduce directly

as a result of such disorders. Barrera (1986) names about fifty studies that show a

negative link between psychological suffering and support factors, above all "social

integration" and "perceived support". This effect can be divided into several levels. Apart

from the direct effect that suffering initially engenders enhanced support, a kind of wear

and tear on supportive relationships, particularly in chronic cases, can be seen (Chestler

& Barbarin, 1984). Supportive behaviour is also not just "consumed", but also

compromises close relationships within an existing social network, as principles of

reciprocity and trust are undermind. Thus chronically ill patients often have networks

that consist of a few, non-reciprocal and informally linked relationships (Cohen &

Sokolovsky, 1978). Consequently, this noticeable drop in support in social networks also

changes the individual evaluation by the person concerned regarding social support

& Ingram, 1983 and Brewin et al., 1989).

62



Bipolar Disorders

received. They often become unhappy with the perceived support and feel less respected

and cared for than others.

Therefore it is necessary to take into consideration the logical-causal difficulties of

association between the psychological disorders and the patterns of social support

discussed above.

From a theoretical point of view, social support has to be understood in a further,

developmental psychological context. A study by Skolnic (1986) examined the link

between early mother-child relations and the quality of social relationships over an entire

life span, in a sample consisting of both male and female Americans. However, the findings

of this study are not consistent for the purposes of attachment theory. Poor mother-

child attachments in the first two years of life don't necessarily lead to impoverished

childhood or adolescent relationships. An interesting result was the apparent importance

of childhood peer attachment. The quality of these peer attachments was closely

associated with the development of satisfactory relationships in adolescent and adult

years.

Similarly, when the relationship between stress and social support is contemplated in a

development-related context, and correspondingly not restricted to the conditions that

make up the manifestation of a psychological disorder, there is the probability that

positive social support works as a primary protector against the appearance of huge

stress factors. A re-analysis of data from studies on critical life experiences and

depression suggest that a lack of emotional support is linked to an accumulation of

negative life experiences (Champion, 1990). It is equally striking from a developmental,

psychological perspective that in more advance years a noticeable increase in the positive
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perception of social support can be observed (Lam & Power, 1991), as well a fall in

negative life experiences (Henderson e al., 1981).

It cannot be conclusively deduced here how social support can be meaningfully analysed

in a development-oriented framework. However this attempt to understand a number of

factors is important in the scope of the observation of interaction process of social

support and psychological health. Firstly, perspective contributes to the clarification of a

person's intrinsic qualities, such as personality variables, self-image, coping and social

capabilities. Secondly in broader sense, developmentally relevant influences shape the

experiences with the social surroundings - the presence or absence of confidents, the

quality of care that is received from this person, as well as experiences of rejection, loss,

cultural valences and the form of sociability experienced.

Inter-personal therapy targets social support as a key area, in particular the importance

of having adequate social networks. By definition, social support refers to the perceived

availability and quality of close relationships (Cohen et al., 2004). High-quality support

networks are thought to act as buffers against negative life events in times of stress and

poor interpersonal relations can in turn produce stress (Frank et al., 1997). However

despite their greater need for support, individuals with bipolar disorder are shown to

have comparatively little social support compared to individuals without the disorder

(Wilkins, 2004).

The interpretation of social support is highly contextual and idiosyncratic to the individual

(Morriss, 2006). Adequate social support can come from a small number of core friends

or family members, from a network of people, or from different sources depending on

the problem. It usually takes the form of both practical and emotional support. Findings
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from a study of befriending as an intervention for chronic depression suggest that the

person's perception of the availability of social support may be of greater importance

than the actual support itself (Harris et al., 1999).

Several studies have examined the relationship between social support and the aetiology

and course of the illness. O'Connell et al. (1991) found a strong correlation between

poorer outcome in the course of bipolar disorder and low levels of social support. In a

retrospective study by Stefos et al. (1996) social support as well as other psychosocial

variables, but not clinical variables such as age or illness duration, predicted the

occurrence of a major affective episode. Johnson et al. (2003) rated 94 stabilized patients

using two social support questionnaires. Patients with low social support were more

likely to relapse over a I-year prospective follow-up period. In addition, significantly

lower social support was found in those who made a partial recovery compared to those

who made a full recovery. Having a partner was also found to contribute to interepisodic

recovery. Cohen et al. (2004) also found an effect of social support on relapse, reporting

that lower levels of perceived support significantly contributed to the recurrence

prospectively over I year. However, other studies have not found support for such a

relationship. Kulhara et al. (1999) found that social support and life event related stress

were psychosocial correlates of lithium response. Staner et al. (1997) found that social

support was not a predictor of new affective episodes.

Polarity specific effects have been found in the relationship between social support and

course of bipolar disorder. Johnson et al. (1999) found that as well as high social support

being associated with quicker recovery from mood episodes, it is associated with a

decrease in the likelihood of depression, but not mania. Other studies have supported

this finding suggesting a polarity effect similar to that discussed with EE and highlights the
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possible utility of different interventions at different times (Johnson et al., 2000).

However, this polarity effect is not consistently found (Johnson et al., 2003).

Social support has also been shown to affect psychosocial outcome in bipolar disorder.

Hammen et al. (2000) found that presence of a good quality supportive relationship was

the strongest predictor of work functioning, more so than clinical factors. Wilkins (2004)

also found that likelihood of employment was significantly greater for bipolar individuals

with higher levels of social support. It would appear from these findings that having (or

perceiving to have) a good source of social support may help to reduce the negative

impact that the disorder has on work functioning.

A number of possible explanations seek to elucidate the relationship between low social

support and relapse. One theory is that lack of social support leads to a vulnerability to

relapse, through a lesser threshold for stressors. However, Cohen et al. (2004) found

that there was no moderating impact of social support on stress. Equally another

possibility is that the disorder itself leads to the inability to interact in an adaptive fashion.

Goldstein et al. (2006) examined social skills deficits among a small group of adolescents

with bipolar disorder and controls. They found that the bipolar group displayed

significantly more deficits than the control group in terms of social skills performance, but

the two groups did not differ significantly with regards to social skills knowledge. This

suggests that bipolar adolescents are able to understand information regarding

interpersonal tasks and social rules similarly to healthy controls, yet somehow lack the

ability to exert control over their behaviour in order to achieve interpersonal aims. This

could, in part, also explain the lower levels of social support found in bipolar patients

compared to controls. This is pertinent to psychological intervention aimed at improving

interpersonal relations.
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Other possible explanations of the relationship between low social support and relapse

include personality factors underlying the course of the illness and the degree of social

interaction, or patients underestimating their social support (Johnson et al., 2003). Social

support may be a significant correlate of response to medication, meaning that people

with good social support are likely to comply with their medication regime, as in Kulhara

et al.'s (1997) study. A related concept that has been studied is social adjustment. In one

study of predictors of recurrence, social adjustment was found to be the strongest risk

factor in the prediction of new affective episodes, whereas social support was not a

significant risk factor (Staner et al., 1997). However, this was a relatively small sample and

unipolar and bipolar patients were not separated for analysis.

Social support can be examined from a more systemic view by including research into

relationships from relative's points of view. Spouses of patients with affective disorder in

remission have been found to score their marital relationship lower on qualities such as

unity and affection than spouses of controls (Levkovitz et al., 2000). An older study

found that couples with one partner with bipolar disorder showed higher levels of marital

disharmony than control couples (Hoover & Fitzgerald, 1981). Furthermore, the patients

reported significantly more conflict than their spouses, which may have implications for

perceptions of conflict and support. Increased rates of divorce and separation have also

been noted in bipolar disorder (Suppes et al., 2001; Wilkins, 2004).

Measures of social support and social adjustment have been found to have relationships

with other key clinical variables. Bauwens et al. (1991) found that in bipolar individuals,

who scored lower on measures of social adjustment than controls, scores were partly

related to the number of lifetime episodes and current residual symptoms. Romans &
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McPherson (1992) found that euthymic participants reported less social support than a

control group. Social interaction decreased as a function of age and duration of illness and

mania had a negative effect on relationships compared to depressive episodes. However,

other researchers have not found support for the relationship of social support and age

and duration of illness (Stefos et al., 1996; Johnston et al., 2003).

A methodological point to be debated is whether social support should be measured by

perception of the patient, or by a more objective measure. Many of the assessment tools

used in the above studies lack an objective measure of support availability and quality.

Beyer et al. (2003) found that both older and younger patients with bipolar disorder

perceive their social support to be inadequate. For the older patients, there was no

difference in the number of interactions or amount of support that they received.

However, in younger patients there was a decrease in number of social interactions.

Given the suggestion that the person's perception of the availability of social support may

be of greater importance than the actual support itself (Harris et al., 1999), there may be

merit in assessing the discrepancy between the two, and perhaps using this as a focus for

psychosocial intervention.

One last note of caution is that it is likely that measures of social support overlap with

measures of self-esteem. Johnson et al. (2000) found that self-esteem was the most

important predictor of change in depression across a 6 month period, but acknowledge

that there may be an overlap in the concepts of self-esteem and social support.
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2.6.8 Family factors

It has long been recognised that bipolar disorder is characteristic by substantial

impairment in family functioning (FF). Families of patients in acute episode have been

shown to score more poorly on FF ratings than those of normal controls (Friedmann et

al., 1997). Specific aspects of family functioning which impact the course of illness include

expressed emotion and negative family affective style (Miklowitz et al., 1988). Expressed

emotion will be examined as a factor in its own right in the next section.

The McMaster Model of Family Functioning (MMFF; Ryan et al., 2005) permits systematic

evaluation of patterns of family functioning across multiple domains (Weinstock et al.,

2006). The model assesses family functioning across the dimensions of: problem solving;

communication; roles; affective responsiveness; affective involvement; behaviour control;

and overall general functioning. Lauren Weinstock and colleagues (2006) used this model

to attempt to reveal unique patterns of family impairment associated with bipolar and

unipolar disorders. The overall results showed that the two groups were more similar

than different in their patterns of family functioning. Both groups showed a significant

improvement in FF from acute episode to recovery. Despite this improvement they also

found that mean scores at recovery continued to range from fair to poor in both groups.

This finding suggests that whilst FF is to some extent state-dependent, it is still present to

a sizable degree during recovery suggesting there is potential for family work during all

phases of bipolar illness.

Uebelacker et al. (2006) examined whether global family functioning was associated with

mood episodes concurrently and in the subsequent 3 months. Using the Family

Assessment Device (FAD, Epstein et al., 1983) and the McMaster Clinical Rating Scale
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(MCRS, Miller et al., 1994) to measure family functioning, they found a relationship

between concurrent mood state and FF. This highlights that family therapy could be a

vital form of intervention. However the study found no association between FF and

change in episode status. It is perhaps the case that only specific aspects of family function

(such as EE) are associated with course of illness. It is also of note that the patients

enrolled in this study were part of a family-treatment trial (Uebelacker et al., 2004, with

two thirds of the sample receiving FFT. However treatment group was not found to

moderate the association between family functioning and episode status.

2.6.9 Expressed Emotion

Within the comprehensive discussion of the concept of social support, expressed

emotion is often referred to as one of the most qualitative aspects of social attachment,

particularly in connection with how psychological and schizophrenic disorders take their

course. The term "Expressed Emotion" (EE) is meant to describe the mutual emotional

reactions and behavioural traits of family members in the same household. In this

context, the marked level of negatively affected attitudes of family members towards

patients, such as a high level of criticism, dismissive demeanour or over-involvedness,

turned out to dramatically increase the danger of having a relapse.

The concept was originally introduced by Brown & colleagues (1958, 1962, 1972). They

observed that schizophrenic patients who returned to live with their parents or partner

after being discharged were more likely to suffer a relapse than those who lived with

siblings or had little contact to their relatives. Furthermore they were convinced that

social factors that play an important role in causing relapses for schizophrenics must also

be present in day-to-day family interactions.
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Social interactions can be interfering, intrusive or extremely critical. The effects of such

relationship models were examined in connection with relapses of schizophrenic patients

and extent of the relatives' expressed emotion (Vaughan & Leff, 1976). Three important

factors emerged that help to predict relapses:

• Critical comments

• Hostility

• Emotional over-involvement

Vaughan and Leff (1976) showed that high levels of EE represent a better predictor of

schizophrenic relapses than negative compliance of medication. This is true for patients,

who come from a family environment, in which weekly contact between family members

exceeds 35 hours. This is also virtually the case for depression too, in which high relapse

rates occur in patients who are exposed to family surroundings with a marked level of

EE, although here the amount of critical comments proved to be pivotal. For depressed

people, a low level of direct contact was associated with a negative outcome, whereas

less direct contact acts as a protective barrier for schizophrenics.

A number of studies confirm how EE can be seen as a causal variable of relapses in

schizophrenic disorders (Kuipers & Bebbington, 1988), regardless of culture and language

(Kuipers, 1992).
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2.6.10 Operationalisation of Expressed Emotion

Expressed emotion is often determined by assessing the recording of semi-structured

interviews with relatives, the Camberwell Family Interview (CFI). It allows one to pick

out the subjective attitudes of feelings of the relatives towards the patient. The interview

covers the initial phase of problem development, such as illness development, disputes,

shared activities etc, focusing on the time frame of a month before the interview and

includes other aspects of the relationship, such as huffishness and inter-subjective

tensions. The interviewer asks particularly about specific symptoms and coping strategies.

A timetable of a typical week is also created, in order to get an impression of how and

how long contact occurs for. The final rating will be made according to what is on tape.

This comprises not just statements made but also linguistic aspects such as voice pitch,

strength and intonation, as well as observations to do with non-verbal aspects such as

gestures and facial expressions. In doing this, it is possible to assess emotional viewpoints

without drawing on the relevant content. This EE procedure uses the individual behaviour

of a relative under the artificial conditions of the CFI to work out in advance the

probability of future relapses by patients living with these relatives. This is possible,

according to general opinion, because the significant and constant features seen in the

interview illustrate the interaction between patients and relatives, or the coping

strategies of relatives.

Aside from the time-intensive CFI, it is also possible to measure EE by using the Five-

Minutes Speech Sample -FMSS (Magena et al., 1986). In this method, the original,

complete, semi-structured interview is replaced by a five minute verbal appraisal of the

relatives - how they come to terms with the patient and what sort of person he or she

generally is. In FMSS, only the two original dimensions of EE are considered: emotional
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over-engagement and criticism. The concurring assessments of EE by the CFI and the

FMSS are judged well in corresponding validation studies. In cases where there was a lack

of congruity, the findings from the FMSS tended to underestimate the degree of EE

(Magena et al., 1986; Leeb et al., 1993). Since then there are now self-report scales to

bring together analogous EE factors about the assessment of patients themselves

(Kazarian et al., 1990; Shields et al., 1992). These managed a satisfactory correlation with

the CFI in validation studies, and above all made a predictive evaluation of the frequency

of relapses, comparable to the other measures of EE, possible (Hooley & Teasdale, 1989;

Franks et al., 1992; Cole & Kazarian, 1993; Shields et al., 1994).

Investigations, which consider EE as the causal variable of relapses in schizophrenic

disorders, are based largely on a comparable design. As a rule, a group of patients are

supervised for specific period time after having recovered from an active phase.

Correspondingly, an interview with the relatives is carried out at the time when the

patient is discharged (CFI), in order to record the original degree of expressed emotion.

The patients are then re-examined after nine months or a year for signs of possible

relapses. In some cases this is determined by how many relevant symptoms can be seen

and how strong they are, or in other cases simply by the re-admission to a psychiatric

institution. There are several methodical flaws to be noted in a number of these studies.

Firstly, most of illness periods were not checked properly. Secondly, the criteria often

drawn up to measure "re-hospitalisation" or "relapses" are not operationalised in a

uniform way, which may restrict how much they can be compared. However, the relative

robustness of the findings, and the prognostic value of the EE variables speak against

these objections. A further methodological point of criticism is to be seen in the

prevalent dichotomisation of the EE variables.
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It was relatively early on that discussions about the genesis of the recorded behaviour of

close relatives (Expressed Emotion) became more pronounced. Thus it may be that EE is

only predictive because relatives react to patients in specific ways that have a negative

prognosis for other reasons. In the first exemplary-planned study of EE (Brown et al.,

1972) the influence of positive characteristics of symptoms was monitored. Nevertheless,

EE held onto its predictive nature. Birchwood and Smith (1987) argued that a high level of

EE and the associated behaviour of several close relatives are developed as a means of

coping with living together with a schizophrenic person. They give reasons for their

statements, insofar that high levels of EE in a family member, who experience the illness

of a relative for the first time (in contrast to those who experience several repeated

illnesses), are rarer. Very little can be said against this model when it says that different

ways of coping are developed through the course of living with a psychologically ill

relative, as it would be difficult to imagine how EE could develop except from in the

interactions between a patient with their family. This does not preclude however the fact

that these ways of coping have a negative influence on the further process of recovery.

In table 2.3 a number of research studies have been put together that suggest a

relationship between high expressed emotion and certain other psycho-social aspects and

characteristics of families or comparable cohabitation. Some are strictly speaking not

closely linked to another, although they can nevertheless appear together in isolated

families. The compilation is structured according to three points of view: characteristics

of relatives with high levels of EE, features of patients who live with high EE relatives, and

signs of interaction patterns between these relatives and the patients.
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Table 2.3: Studies into various behaviour and attitude characteristics of

families with high levels of EE

Family relatives:
Direct criticism (Rutter & Brown, 1966)
Difficult family atmosphere to appraise (MacCarthy et al., 1986)
Anxieties and fears (Greenley, 1986)
Negative affect styles (Miklowitz et al., 1989)
Poor listening (Kuipers et al., 1983)
Ineffective ways of coping (Bledin et al., 1990)
Avoidance, ignorance and resignation (Birchwood & Cochrane, 1990)
non illness related attributes (Brewin etal., 1991)
Attribution of bad courses (Brewin et al., 1991)

Patients:
Critical towards relatives (Strachran et al., 1989)
Little autonomy (Strachran et al., 1989)
Small social competences (Barrowclough & Tarrier, 1990)

Interaction::

Negative family model of escalation (Hooley, 1986)
Negative emotional environment (Hubschmitt & Zemp, 1989)
Conflict-ready structures (Hubschmitt & Zemp, 1989)
Rigid model of integration (Hubschmitt & Zemp, 1989)

Over the past few years, research into EE has experienced an interesting enlargement by

taking into consideration EE in other relative contact persons, such as professional care

workers. Moore et al. (1992a, 1992b) found that health care workers show an above-

average level of EE with regards to their patients. In an interaction study of care workers

and patients (Moore & Kuipers, 1992) it was shown that workers with high levels of EE

usually made fewer supportive comments, whereas care workers with lower levels were

more in the position to get away from their own negative feelings (should there be any)

and thus not to concentrate too much on the negative behaviour of their patients. This

then allowed constructive interactions that aided recovery.
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Although certain behaviour patterns or disorder-specific characteristics of patients

represent a burden for family relatives, and thus to suboptimal coping strategies (i.e. high

degree of EE), it is plausible that these reactions do not necessarily follow as possible

forms of interaction. Bertrando et al. (1992) have shown that there is no consistent link

between the relatives' EE and the EE of the corresponding care workers of a patient. It

can thus safely be said that model of behaviour patterns typical of high EE and common

relapses does not represent a linear causality, but rather a spiral characterised by

different interactions. Once this vicious circle has set in, EE represents a remarkably

stable feature in the families. MacCreadie et al. (1993) found a notable stability of EE

measures over a period of five years. In both studies, there was only a small number of

relatives in which EE values fluctuated between high and low levels. These variations point

the finger however to a group of family members that show typical EE reactions

particularly when under stress. The relapse rate in this group of fluctuating levels of EE is

interestingly enough similar to the group with consistently high levels of EE, whereas both

groups differ significantly in their relapse rates to the group with consistently low levels

of EE.

Expressed emotion addresses the quality and the style of interactions in family units that

are necessarily complex. Living together with relatives who have high levels of EE

presumably poses a constant stress factor for psychiatric patients. In this sense, relatives

with low levels of EE are not just neutral but are associated with high levels of supportive

behaviour and a positive attitude (Hubschmitt & Zemp, 1989) and are capable of defusing

conflicts rather than letting them escalate (Hooley, 1986). Social surroundings that are

labelled as having low EE lack not only negative aspects, but also have the potential to

positively influence the patients. Similarly, frequent contact with low EE relatives has a

protective effect on patients who are not being treated with medication i.e. those who
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are particularly vulnerable (Tarrier et al., 1988). In this context, the convalescent effect of

social support and the negative effect of social burden and stress factors presumably

overlap.6 Thus, with simultaneously low levels of EE and high levels of social support, the

relapse rate fell from 22% to 9%. This form of 'non-intervention' social support offers

help as a reaction to the needs of the patient, without the patient feeling pressurised not

to refuse. This form of support has a negative correlation with 'emotional over-

involvement' (Brown et al., 1972; also Kavanagh, 1992).

An additional form of construct validation of the concept of EE can be found in studies

that incorporate psycho-physiological variables in order to support the effect of high EE

surroundings as constant stress factors (e.g. Tarrier et al., 1979; Sturgeon et al., 1981). In

a replicated study, Tarrier (1989) found different autonomic forms of agitation in active

interactions between schizophrenic patients and high versus low EE attachment figures.

While patients with low EE relatives adapted quickly to interactions with them, patients

exposed to high levels of EE demonstrated a higher level of skin conductance, as well as

increased blood pressure. High levels of EE in a close attachment figure act as direct and

constant stress factors when regularly exposed to it.

2.6.1 I Expressed Emotion and Psychological Health

Traditionally, EE was mainly examined in connection with the probability of relapses in

schizophrenics. Subsequently it was considered to reliably predict relapses, as well as a

meaningful starting-point for preventative intervention against relapses. However the

common framework of the EE concept, in which psycho-social strain factors (mainly

6 Even in the original study by Brown et al. (1958) comparable relapse rates were to be seen
in patients who lived alone, as well as in patients who live with high levels of EE. This led
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forms of interaction in the patients' families) are contemplated in connection with the

developing of psychological disorders, suggests that these factors play an equally

important role for other disorders. Particularly in the context of questions put forward

by this study in conjunction with other psychological influences (of social networks and of

social support), it is advisable to question how the specific behaviour or patterns of daily

interaction drawn from EE are featured in the strength of appearance of the different

disorders. Similarly it should be questioned how the corresponding programmes of

intervention are thus attuned.

There is a number of prospective studies that confirm the link between EE and the

development of and recovery from an illness, as well as the high value of EE in

schizophrenic prognoses.

In an overview of 27 studies that examined the relapse rate of patients influenced by the

EE status of their families, Kavanagh (1992) points to an average relapse rate over all

results of 21% for low EE surroundings and 48% for high EE families. This effect does not

come back to possible confounding influences such as how chronic the disorder is, but is

however dependant on the application and restrictions of the concept. In this way, these

studies are at their best when using a complex interactive model of relapse i.e.

interactions between symptom-induced behaviour, other stress factors and Expressed

Emotion. Another factor that contributes to an increased relapse rate is the frequency of

contact with high EE relatives. Although not all the studies' findings are confirmatory

(several summary studies are replications), the newer results are above all consistent.

the authors to conclude that a lack of potential support could have just as negative an
effect as tense and stressful relationships.
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In a meta-analysis from 25 worldwide studies (N=I346), Bebbington and Kuipers (1994)

were able to confirm the strong effect of EE as a predictor for relapses in schizophrenic

disorders. The global relapse rate here stands at 50% for high EE families and 21% for low

EE surroundings. In total, the proportion of cases with EE values stands at 55%, in

accordance with the customary cut-off. When comparing EE, medication and relapse

rates, results show that EE has a more potent effect than medical therapy, whereby the

extent of the link between EE and relapse rates is comparable in groups with medication

(high EE44.3%/ low EE 18.4%) and groups without the aid of medication (57.7%/ 27.9%).

Similarly, the general prospective role of EE (being able to determine relapse frequency)

is seen equally in men and women. Moreover the association of EE with relapses more

evident in families that show a higher contact frequency with the patients (58.8%/ 41.7%),

whereas families with low levels of EE contact (18.3%/ 23.9%) seem to have a

prophylactic effect.

The proven connection between informal emotional environments in cases of

schizophrenic disorders and other illnesses was comparatively under-researched, after

original confirmations of two relatively early studies (Vaughn & Leff, 1976; Leff & Vaughn,

1980) to do with depression.

The only studies that actually made a direct comparison of relapse rates of schizophrenic

and depressed patients exposed to either high or low levels of EE are those carried out

by Vaughn & Leff (1976) and Leff & Vaughn (1980). In 1976 this happened especially with

the viewpoint to also examine the influence of EE on the probability of relapses of

depressed persons, which had previously only been proven for schizophrenic psychoses.

The later study was designed to make a comparison of the two disorders.
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The study of 30 unipolar depressed patients and 37 schizophrenics by Vaughn & Leff

(1976) showed that 67% of depressed patients who lived with families with high levels of

EE suffered relapses within nine months, whereas only 22% fell ill again who lived with

low levels of EE. Similar results were found for the group of schizophrenics, in that 50%

of patients in a high EE environment suffered relapses, and only 12% of patients in low EE

surroundings. For the depressed patients a particular result was noticeable in that it was

exclusively the EE dimension "criticism" which marked the high EE families, whereas for

schizophrenics both "criticism" and "emotional over-involvement" were involved. The

authors traced this state of affairs back to the fact that over-involvement is particularly

indicative of parental relationships, and depressed persons live more often with partners

than with their parents, as compared to schizophrenics. Leff & Vaughn (1980) replicated

and broadened these findings in that they highlighted critical life experiences from the

same 30 depressed and 37 schizophrenic people, in addition to EE in the families. It found

that the relapses of schizophrenic patients in high EE surroundings were not preceded by

any critical life experiences, whereas those of patients in low EE surroundings were.

Relapses of schizophrenics are thus due to either high levels of EE or the occurrence of

critical life experiences. Results for depressed patients turn this pattern on its head. For

most patients in this group, it is the occurrence of a critical life experience together with

a high EE environment that was linked with a renewed phase of depression. Consequently

a vulnerability model can be affirmed for depressed persons, while there seems to be a

direct influence of EE or external stress factors on the occurrence of illness for

schizophrenic patients.

In a study by Hooley et al. (1986) similar results were shown in the relapse rates of

depressed persons in high EE environments. Hooley et al. examined 30 clinically

depressed patients and their partners. Altogether 59% of patients with partners with high
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EE values suffered relapses, whereas no cases of relapses were found in partnerships with

low EE values. Above all, the negative, critical behaviour patterns of partners are similar

to the results of Vaughn & Leff (1976), which encouraged relapses in high EE conditions.

As has already been confirmed above, a positive link can be determined between

criticisms or over-involvement ascertained in interviews (CFI) and how the illness

develops i.e. the risk of relapse in cases of depressive disorders.

Originating from the criticism that EE reflects above all the attitudes of relatives towards

the patients, it was pointed out that, particularly within the scope of depressive

disorders, the actual family interactions and in particular the interactions with the partner

represent significant factors in assessing levels of EE. In two studies by Hooley & Teasdale

(1989) and Hooley and Hahlweg (1989) similar results were found in that marital stress

and frequent arguments are associated with high EE values and contribute independently

to relapse rates. Moreover, on the one hand, conversations by couples with high levels of

EE often descend into a vicious circle and on the other hand, the patients participate

actively in this process through their interactive behaviour. In a study that observed

groups of patients and relatives in connection with EE, Florin et al. (1992) discovered that

there is a high level of reciprocity between patients and their partners with regards to EE

and that in relationships with high levels of EE the patients, as well as the partners, show

a high measure of negative behaviour. An increased correlation between the degree of

depression and the EE values of the patients and their partners can also be shown. As a

result, depression, or the appearance of depressive symptoms, has to be considered in

itself a possible confounding factor. This is in the sense that more depressed persons

cause or set off EE-related behaviour in each of their relatives as compared to less

depressed or normal persons. Alternatively, that relatives' behaviour typical of high levels

of EE depends on other forms of the manifestation of depressive symptoms. The
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prevalence of a partner's EE status for depressed patients stands with 65% just as high as

the values mentioned above.

In a large-scale longitudinal study, Fiedler et al. (1994) emphasise particularly the two-way

character of the Expressed Emotion construct in depressed patient groups. In a pairing of

EE analyses of patients and partners with an interactions analysis, highly negative patterns

of interaction and communication were found in couples with high levels of EE. However

in this case these seem to be independent of the manifestation of depressive disorders.

Altogether it is noticeable that in social environments which are marked by a high degree

of EE and are shown to have stress- and relapse-inducing effects, an interactive

framework exists particularly for depression, in which numerous patient variables have

influence. In order to intervene effectively, it would be necessary to observe the existing

patterns of interactions between patients and relatives, along with the relatives'

behaviour, and to positively influence them where needed.

2.6.1 2 Psycho-social intervention based around the EE concept

An area where research into Expressed Emotion shows most effect is that of

intervention. Here measures and concepts of EE serve to structure and evaluate psycho¬

social forms of treatment with families.7

There are now a number of successfully monitored studies of intervention with a two

year follow-up (e.g. Leff et al., 1989, 1990a; Falloon et al., 1982, 1986; Tarrier et al., 1988,

7 An overview of intervention studies can be found in Lam (1991) and Kavanagh (1992).
Detailed manuals of this form of family intervention, which link mostly EE-specific forms
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1989.) In these studies, the relapse rates of the intervention group were no higher than

those that could be expected from patients with low EE families, whereupon success

could not be solely traced back to an improved family atmosphere, but also to an

increase in the patients social competencies (Hogarty et al., 1986) and the reduction of

intra-subjective strains (Falloon & Pederson, 1985). However, effective interventions

were only sometimes linked to a direct reduction in EE or negatively affecting behaviour

(Leff et al., 1982, 1990a; Hogarty et al., 1986). Furthermore, less successful studies could

not reduce the level of EE in relatives, which leads to the conclusion that reducing

Expressed Emotion represents an evaluative, but not a necessary part of recovery or

reduction in the relapse risk.

There have however been a number of common factors or goals, over and above various

programmes that make a difference to the success of intervention:

• Positive attitude towards the relatives. Do not incriminate the family or blame

them.

• Clarification: offering a comprehensive set of instructions is a prerequisite of

future intervention.

• Problem-solving: offers of problem-solving and communication strategies, which

are relevant to current problems in the family.

• Emotional ways of coping: sometimes also called cognitive-behavioural strategies,

which should allow a way of dealing with different situations of stress, strain and

anger.

• Medication: All programmes try to help patients to maintain an optimal level of

medication while they receive psycho-social treatment.

of intervention with parochial psychiatric practices and structures include Falloon (1985),
Anderson et al. (1986), Barrowclough & Tarrier (1992) and Atkinson & Coia (1995).
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However, the original hope that a purely psycho-educative form of intervention would be

sufficient to positively influence the development of psychiatric disorders in the long-term

could not be fulfilled. The corresponding findings show that clarification is an important

start to subsequent interventions and represents a high value for relatives, but cannot

influence long-term results as a lone measure (Tarrier et al., 1988: Lam, 1991). Changes

with regards to a single aspect can be helpful, but the most successful programmes are

those that modify the behaviour of both the relatives and the patients in interactions. In

this way studies that only highlight one viewpoint, like social behaviour or negative

symptoms, do not necessarily also improve the family environment (Tomaros et al.,

1988) and vice-versa.

A small number of studies have investigated the relationship between expressed emotion

and outcome of bipolar disorder, particularly relapse. Low levels of EE in relatives have

been associated with lower rates of hospitalisation when compared with patients with

relatives with high EE (Honig et al., 1997). However we should be very careful in

interpreting findings based on rehospitalisation as admission to hospital may be

confounded by EE and may be not be a true indication of relapse. For example, relatives

with high levels of EE may be less tolerant of symptoms and less willing to manage the

patient at home than low EE relations (Hooley, 2007). Nevertheless, low levels of EE

have also been shown to be a predictor of better outcome and higher overall functioning

(O'Connell et al., 1991). Priebe et al (1989) found that individuals with bipolar and

schizoaffective disorder living with a high EE relative and taking lithium demonstrated a

poorer treatment response during a 3 year pre-interview period and that this trend

continued even more strongly in the 9 months following interview. In a study of 23

hospitalised patients with bipolar or schizoaffective mania, levels of negative EE within



Bipolar Disorders

families approached significance in the prediction of relapse (Miklowitz et al., 1988).

Family affective style was significantly predictive of relapse. A negative interactional style

(critical, intrusive and guilt-inducing statements) by relatives was significant in predicting

relapse. For those relatives scoring negatively on both measures, relapse rates were 94%.

As an extension to their studies of IFIT (Miklowitz et al., 2003b) and of FFT in the

Colorado treatment/outcome study (Miklowitz et al., 2003a), Kim & Miklowitz (2004)

considered the role that EE plays in moderating the success of a family-based

psychosocial intervention. They broke the concept of EE down into two types of

emotional distress: level of critical comments: and emotional involvement. They identified

patients undergoing family therapy as either high or low EE. There was no difference

between the two groups on relapse rates, nor was there any significant interaction

between the type of treatment and family EE status. During follow-up a relationship was

found between high EE families and high levels of depression unrelated to treatment

group; in particular there was a main effect of critical comments on depressive

symptoms. These findings were not replicated with manic symptoms.

Simoneau et al. (1998) investigated family communication in individuals receiving family-

focussed psychoeducation and crisis management. They found that treatment condition

and levels of EE contributed independently in positive family communications at I-year

follow-up. However, treatment did not have a significant impact on EE in family members,

or on the verbal behaviours of participants. However, our consideration of interactional

behaviours should perhaps be widened to include non-verbal behaviours, which were

found to moderate symptom improvement. Non-verbal behaviours improved significantly

following family therapy.
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Negative results have also been found in relation to EE and outcome, with Koenig et al.

(1997) finding a relationship between self-rated critical or intrusive relative's statements

and distress, but not with symptoms. Miklowitz et al. (2005) found that the severity of

relatives' critical comments did not predict symptomatology, but that distress caused by

criticism was associated with increased symptomatology and days unwell. The effects of

EE may also be mediated by other factors including personality traits, self-esteem and

dysfunctional attitudes (Yan et al., 2004). This may explain why the relationship between

expressed emotion and symptomatology is not always clearly defined.

A differential relationship of EE to depressive and manic symptoms, as found in Kim &

Miklowitz's study, was replicated in a I-year longitudinal study of 47 out-patients with

bipolar I disorder (Yan et al., 2004). EE, perceived criticism and negativity of a significant

other was measured. High EE relatives predicted depressive relapse but not manic, this

finding was maintained when hypomanic episodes were included and prior symptom

severity was controlled for. Patients experiencing high EE were 5 times more likely to

face depressive relapse. These findings add support to a polarity specific relationship with

EE, which has implications for intervention.

Impact upon EE can only be achieved through a holistic approach involving individuals

whose behaviour directly touches the patient. Family therapy developed from this

premise. As discussed above, family therapy has been found to be effective in improving

symptomatic outcome (Miklowitz et al., 2000), increasing time to relapse (Miklowitz &

Goldstein, 1990; Miklowitz et al., 2000; Rea et al., 2003), preventing hospitalisation (Rea

et al., 2003), and improving medication compliance and functioning (Clarkin et al., 1998).

In a trial of family therapy for bipolar disorder, Honig et al. (1997) assessed levels of

expressed emotion. Multi-family psychoeducation was provided for 29 families over 6 bi-
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weekly sessions. Treatment focused on the provision of illness related information,

methods of coping more effectively with illness, and recognition of the need for support

for both patients and family. Though not directly focusing on EE it produced a significant

reduction in the levels of EE in participating families compared to a waiting list control

receiving no intervention. A psychoeducational intervention for relatives consisting of

two four hour sessions, following group therapy for the patients, was followed by

significant reductions of EE at I year follow-up (Bernhard et al., 2006). However, a causal

link cannot be ascertained as it may be that changes in the patients' behaviour lead to this

reduction.

The mechanisms by which expressed emotion affects the individual with bipolar disorder

are still relatively unknown, as are the ways in which it develops in relatives of patients. It

has been suggested from studies examining the interchanges between the bipolar patient

and relatives, that there is 'reciprocal negativity' in the interactional patterns of the family

of these patients (Simoneau et al., 1998). Similarly, Rosenfarb et al. (2001) in a 9-month

prospective follow-up found that patients' unusual thinking and relatives' harsh criticism

was more likely to be correlated when patients relapsed, so that residual symptoms had

an effect on the interactional style of the relative. Miklowitz, Goldstein & Nuechterlein

(1995) found an association between negative affective style of relatives, based on

observer ratings, and an oppositional style in outpatients at a hospital. The authors

concluded this may reflect residual symptoms rather than a habitual style of interacting. It

may be then, that relatives are reacting at least in part to residual symptoms of the

patient. Wendel et al. (2000) found that relatives with high expressed emotion were

more likely to believe the patient has control over his/her symptoms. They also tend to

have a more internal locus of control for their own behaviour than do low-EE relatives

(Hooley, 1998). Wendel et al. (2000) hypothesise that this attribution leads to more
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criticism, in attempt to bring the behaviour under control, thus leading to increased

stress and contributing to symptomatic deterioration. A study of a group with mixed

diagnoses lends more support to the attribution hypothesis - i.e. relatives having higher

expectations of their family member leads to high EE. Heikkila et al. (2006) interviewed

42 first-episode patients with schizophrenia-related psychoses and mood disorder with

the five-minute speech sample method (Gottchalk & Glaser, 1969). Stepwise regression

analyses were used to analyse the relationship between EE, sociodemography, cognitive

performance and psychopathology. Premorbid childhood adjustment and cognitive

variables were the only variables significantly associated with EE.

Hooley & Gotlib (2000) propose a diathesis-stress model of EE to explain both the

development of EE in relatives and the impact of high EE on the course of patients'

disorders. Their paper, which focuses on clinical outcome in schizophrenia, depression,

and borderline personality disorder, recognises EE as a relational variable i.e. a product of

the interaction of both patient and relative characteristics.

Criticism has been aimed at the methodology of expressed emotion studies, including the

small samples and heterogeneity of diagnoses and treatment methods. Research on

expressed emotion has also been criticised for using criteria inferior to the DSM-IV and

not distinguishing between depressive and manic relapse (Yan et al., 2004). In addition,

most research on EE in bipolar disorder has assessed the presence or absence of EE on

the basis of observer ratings of family interactions. Koenig, Sachs-Ericsson & Miklowitz

(1997) found that while observer ratings of harsh and benign criticisms correlated with

patient ratings, there was a difference in the way in which observers and patients viewed

intrusive and supportive statements. It could therefore be fruitful to include assessment

of the patient's perception of the interaction.
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Further caution should be exercised in drawing conclusions about the causal role EE plays

in relapse. Although it is plausible that high levels of EE may cause vulnerable patients to

relapse, it is also conceivable that some of the characteristics of relapse-prone patients

might provoke criticism in family members (Hooley, 2007). Thus the direction of causality

should not be assumed, if indeed a causal relationship exists at all. However studies in

schizophrenia do not support this assumption. The literature suggests that EE is not just a

reaction to specific characteristics of patients. The fact that different relatives within the

same family can have different levels of EE further supports this (Weissman et al., 2000).

In future research there may be merit in examining the types of critical remarks made in

order to aim at specific targets for intervention. This could explain the polarity specific

effect of EE. In a study by O'Brian et al. (2006) on adolescents at risk of developing

psychosis, it was found that the majority of critical remarks were made about negative

symptoms and irritability/aggression. It may be that in bipolar disorder the majority of

critical remarks are focused on depressive elements of the illness. This could prove

important in the development of specific therapies targeting the nature of critical

remarks.

Finally, it is interesting to note that whilst the relatives of patients with schizophrenia

tend to be parents, in mood disorders it is more likely to be spouses that patients return

home to live with. Emotional overinvolvement, a key element of EE, is more commonly

noted in parents than it is in spouses (Goldstein et al., 2002). This offers a potential

explanation as to why EE is more pronounced in families of patients with schizophrenia,

although the small number of studies in bipolar disorders makes conclusions difficult to

derive.
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2.6.13 Social Support and Expressed Emotion

In both of the concepts discussed above, i.e. Expressed Emotion and social support, it is

about trying to encapsulate social living environments and, to a limited extent, psychiatric

and parochial psychological discourses and to make more accessible. On both sides,

social factors with different focal points are implicated in the development of

psychological disorders, whereby the common ground shared by both projects consists in

the fact that both approaches do not deem individual-centric factors to be central in the

formation and development of psychological disorders. Instead, they basically observe the

individual's interaction and social environment, emphasising here the significant influence

of psycho-social stress factors. Further commonalities exist between the concept of

"critical life experiences" and other significant socio-economical factors.

In the context of Expressed Emotion mainly negative and burdensome aspects of social

relationships are highlighted. These may consist of rejection, excessive demands and a

lack of distance, but not the healing effects of social attachments. In previous research,

the potential effect of social support or the negative influence of high levels of EE were

observed mostly only when clearly separated. These two aspects were only seldom

analysed in their interdependence and mutual overlapping. In recent years, however,

research into social support has paid more attention to the negative and burdensome

aspects of interactions. For instance, a search for literature in the psycLIT database

carrying the keywords Expressed Emotion and social support found only 8 studies

between 1974 and 1996. In fact only two of these studies really deal with both concepts

and then only one compares them with regards to their influence on psychological health

(Franks et al, 1992; Hahn et al., 1995). These findings become more understandable when
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the different research traditions of both concepts are taken into consideration. The EE

concept is normally applied in a context of family therapy with regards to a specific and

serious disorder, schizophrenia. Conversely, the concept of social support has its roots in

primarily epidemiological studies on critical life experiences and social networks with

"normal" people. Whereas EE is normally used with regards to forms of development or

relapses in clearly defined disorders or clinical conditions, social support is associated

more with other aetiological or epidemiological problems.

Aside from the findings of EE research, results on the burdensome effect of negative

aspects of social support advocate that social strains in the sense of negative interactions

make an independent contribution to the understanding of psychological disorders. In

some cases, it is even in the position to account for more variance than factors of

positive social support alone (Firoe, 1983; Rook, 1990, 1992; Sommer & Fydrich, 1989;

Coyne & Bolger, 1990). It is also presumed in research, which concerns the connection

between family structures and psychological health that it is more the presence of

negative interactions, which separates the durable relationships from the dysfunctional,

than the absence of positive or negative interactions. Moreover, aversive and negative

relationships have a more forceful influence on psychological well-being than supportive

ones, and that the absence of negative support explains a lot about the link between

social support and psychological health (Franks et al., 1992). As an example, in a large,

epidemiological study of depression, single or divorced people, most of whom do not

have a close confidant, have double as high values of depression as those who are happily

married. However those in an unhappy partnership reached an approximately 25 fold

increase in their levels of depression (Weismann, 1987).
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Furthermore interesting results are to be found when observing the social surroundings

of psychiatric patients. For example, Sarason & Sarason (1982) considered the link

between perceived social support and general attitudes to psychological disorders.

Relatives questioned and primary contact persons of psychiatric patients, who themselves

show a high perceived level of social support, seemed more congenial to people with

psychological disorders compared to relatives with low levels of perceived social support

and were generally critical of long periods of hospitalisation. Similarly, differences were

found in the stances taken on psychologically ill people, connected with EE. Thus relatives

with high levels of EE are generally of the opinion that the patient has considerable

control over his or her behaviour and is responsible for their illness. Those relatives with

low levels of EE however show a higher level of understanding of patients, and attribute

undesirable behaviour as well as the illness itself more to external factors (Leff & Vaughn,

1981).

Franks et al. (1992) examined 83 patients from a doctor's surgery that had all been

treated for heart-circulation problems. They measured in essence the perceived EE,

perceived social support, negative life experiences in the last three months and gauges of

psychological health, above all depression. The values of depression were correlated

positively with perceived criticism, EE, (r=.38). The result was an inverse correlation with

the measures of perceived social support (r=.39). Additional regression analyses showed

that critical life experiences and social support clarify a substantial part of the variance of

depression measures (R2=29%), that once under the umbrella of the EE variables, the

share of explained variance increased (R2=38%) and that the variables of social support

were no longer significant i.e. played no more role in clarifying variance. To the exclusion

of life experiences gathered, the same pattern emerges i.e. the role of social support did

not become significant and the share of explained variance of EE measurements dropped
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to R2=I8%. The style of interaction recorded in families with EE gauges were described

by Franks and colleagues as negative social support and conclude, in accordance with

their regression analyses, that the absence of this negative social support is more

significant than the presence of more positive social support. The specific quality of the

relationships in the family, primarily whether they are critical or over-involved, has a

stronger influence on psychological health than the social support received does.

The second study by Hahn et al. (1995) that considered the connection between EE and

social support had a fundamentally different design. 20 alcoholics and their partners were

studied, as well as 21 control couples. For all participants, the EE indices were obtained

using the Five Minute Speech Sample, perceived social support and psychological

symptoms with a symptom checklist. The EE status of partners of alcohol-dependant

patients differed significantly from partners in the control group, and a clear correlation

between the EE status of the alcoholics and their partners (r=.38) emerged. Similarly, the

alcohol-dependant patients report a lower level of social support and a significantly higher

level of partnership strain than the control persons. At the same time, in the context of

EE and social support, a substantially negative correlation between the EE status and

generally perceived social support for the group of alcoholics on the one hand (r=-.59)

and on the other a significantly positive correlation with the measure of social strain

(r=.50). Patients with high levels of EE felt correspondingly less supported and more

under strain than patients with a low EE index. The same goes for the EE status of

partners. Patients with partners who have high levels of EE feel correspondingly less

supported and more under strain from the respective partner. Similarly comparable

correlations were also to be found in the control group, in that male control persons

with high levels of EE report a heavy social strain from their partner (r=.62). In the same

way, women with high EE indices demonstrated a negative connection to perceived social
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support (r=-.60) and a significant positive correlation with subjective partnership strain

(r=.48). However, no links to measures of psychological health were reported. It can still

be said that there is a significant mutual dependence or overlapping of perceived social

support or partnership strain and EE status, even if nothing about the type of links within

this design can be shown i.e. whether the perception of social support is influence by

behaviour linked with high levels of EE or vice-versa.

The discussed examples suggest that both concepts of perceived social support and

received Expressed Emotion represent, in many areas, self-enhancing and self-overlapping

features of social attachments and living environments that cannot be isolated from

another. The specific type of support, source of support, characteristics of the support

and the respective personal situation are vital in deciding how supportive or burdensome

social relationships are experienced or come across.

Regarding psychological health of groups with increased levels of vulnerability, the

constancy of remissions, the seriousness of symptoms and the probability of relapses are

heavily influenced by positive and supportive aspects of social interactions, as well as

negative and burdensome ones. In the context of research in the field of EE, results

showed that social relationships can be so burdensome that they have a negative effect

on the course of the illness or psychological well-being. It can be assumed that in this way

a negative family atmosphere also has an influence on the scale of the social support

offered and perceived. Moreover patients will judge actual help more negatively or

experience subjectively less emotional support. Conversely, high EE relatives will also

regards the patient as more of a strain, which in turn affects their reactions towards the

patients and their social network. At the same time families with low levels of EE are

characterised rather in that the patients are proven to have a lower rate of relapses and
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longer remission phases. However up to now it has not been shown which behaviour

traits distinguish low EE relatives and have healing effects. This is because it has been

shown that low EE relatives who at the same time display an emotional indifference

towards the patients greatly increase the vulnerability of the patients to stress factors

outside the family unit (e.g. Leff & Vaughn, 1980). Presumably results here show similarly

important conceptual overlaps between helpful dimensions of social support or

describable supportive behaviour patterns.

In any case, the magnitude of Expressed Emotion seems to present a useful possibility to

understand negative or burdensome aspects of attachments and structures of interaction,

in connection with the concept of social support alongside the healing capabilities of

social networks. Consequently it is conceivable that both these aspects of social

environments i.e. negative and positive qualities, are related to the same variables

influencing the psychological health of high risk patients, such as psychiatric patients. In

order to find out more about the respective processes of disorder formation, course and

recovery, it would also be a good idea to consider these two aspects in cases where EE

or features of social support are implemented in interventions or preventative

programmes with patients groups of increased vulnerability and high risk of relapse.

2.7 Psychological Factors

2.7.1 Dysfunctional Attitudes

As with other psychosocial and psychological factors, it is difficult to establish the

direction of causality with cognitive variables and bipolar illness. Whilst it is possible that
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cognitive differences are a consequence of prolonged illness, it is also likely that they are

part of the cause of illness onset

Research has progressed into establishing a pattern of cognitive deficits in individuals with

bipolar disorder. The presence of dysfunctional attitudes in affective disorders has been

investigated in accordance with Beck's cognitive therapy (1976) and cognitive model of

affective disorders. One set of studies has focused on dysfunctional attitudes in euthymic

individuals. Scott and Colleagues (2000) simultaneously examined a range of cognitive

factors taken from Beck's model of cognitive vulnerability (1976). They compared 41

euthymic bipolar patients with 20 healthy controls. Despite the patients being euthymic

they showed significantly higher levels of dysfunctional attitudes, as measured by the

Dysfunctional Attitudes Scale (DAS, Weissman & Myers, 1978); particularly on the

perfectionism and approval sub-scales. The significant finding was independent of IQ and

depression level. Previous studies have also found this increased perfectionism and have

associated it with poor acceptance of the disorder and poor adherence to medication

(Scott, 1995).

As cognitive abnormalities are present in euthymic periods it implies that patients do not

achieve full functional recovery even when symptom free. Support for Scott's findings

came from Lam and colleagues (2004) who also found that dysfunctional attitudes are still

prevalent in euthymic bipolar patients. They identified a subscale within the DAS which

targeted goal-attainment behaviours, when an individual has unrealistic beliefs about

having to be happy all the time and having to excel at all things without excessive effort.

They suggest dysfunctional attitudes are a risk factor for a bipolar episode as this subscale

was positively correlated with past number of hospitalisations and number of previous

bipolar episodes. Rosenfarb et al. (1998) found that women with bipolar who were either
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depressed or remitted were more self-critical than controls. The authors suggest these

findings are evidence of self-criticism as a relatively stable personality trait. These studies

do not rule out the possibility that dysfunctional attitudes emerged as a result of the

disorder. Hollon, Kendall & Lumry (1986) found that remitted bipolar patients had no

evidence of elevated depressogenic processes. These different findings may reflect

differences in definition of the beginning of euthymic periods.

Scott & Pope (2003) examined differences in cognitive patterns in different phases of

bipolar disorder. They investigated dysfunctional attitudes, self-esteem and personality

style in remitted, depressed and hypomanic patients. They found euthymic patients had

the lowest score for dysfunctional attitudes and sociotropy. Depressed patients had the

highest number of dysfunctional attitudes and the hypomanic patients fell in between

these two groups. The study however was limited by its small sample size. Following

research that suggests that dysfunctional attitudes change in accessibility depending on

mood, Wright et al. (2005) deliberately improved or worsened mood in 120 individuals

with remitted bipolar I disorder, remitted unipolar depression, and a control group. The

results showed that increasing mood reduced dysfunctional attitudes less in the bipolar

group compared to the other two groups. These results fail to support the mood-

dependency theory, which suggests that high mood activates manic schema. The

suggestion here is that despite high mood, bipolar individuals have an inability to relax

unhelpful assumptions which may then interact with elevated mood to further increase

mood levels. This failure to return mood to baseline levels appears to fit with the

behavioural activation system theory.

The next set of studies examined cognitions specific to the manic phase. Lam, Wright &

Sham (2005) developed The Sense of Hyper-Positive Self Scale (SHPSS), which measures
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the extent to which bipolar patients value themselves and perceive themselves to possess

attributes such as persuasiveness, productiveness and dynamism. In all 51 patients

received Cognitive Therapy and 52 entered the control group who received mood

stabilisers plus regular psychiatric outpatient care. In regression analysis which included

the Mania rating scale, Beck Depression Inventory and the DAS goal attainment subscale

as independent variables, Sham (2005) found that the DAS goal attainment subscale

contributed significantly to SHPSS scores. Individuals receiving CT were significantly less

likely to experience bipolar episodes and spent significantly fewer days in bipolar episodes

than the control group. Patients with high SHPSS scores were significantly more likely to

relapse, and that also such patients found cognitive therapy to be less effective. Thus,

goal-attainment appears to be linked to attributes found in individuals experiencing a

manic episode. Goldberg et al. (2005) also examined dysfunctional attitudes in mania.

They compared cognitions of 23 bipolar manic or hypomanic patients, 28 patients with

unipolar depression and 24 normal controls using the Cognition Checklist for Mania

(CCL-M) which measures maladaptive cognitions and beliefs associated with mania.

Unsurprisingly the total CCL-M score was significantly higher for the bipolar manic than

the unipolar depressed patients. However, there were differences in the subscale scores

of the bipolar and unipolar patients with bipolar patients endorsing cognitions and beliefs

about excitement and past and future memories significantly more than unipolar patients.

Two studies have investigated attributions and underlying information processing in the

manic phase. Thompson and Bentall (1990) found a relationship between hypomania in a

healthy population and the tendency to make excessively global attributions to both

positive and negative events. The authors hypothesise that if hypomania were a defensive

stance against negative events, one would expect a pattern similar to depression, i.e.

excessively global, stable and internal attributions in relation to negative events, which
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was not found. Lyon, Startup & Bentall (1999) found that manic patients showed a self-

serving bias and endorsed more positive than negative traits for self, the same as healthy

individuals. However, they also showed slow colour-naming for depression related and

not euphoric words, and recalled mainly negative words. The authors take this as being

broadly consistent with Neal's (1998) account of the manic defence, where individuals

become defensive in response to negative stimuli.

Jones et al. (2005) compared dysfunctional attitudes in individuals with bipolar 1 disorder,

unipolar and controls. Those with major recurrent depression showed the highest level

of dysfunctional attitudes, followed by bipolar disorder, with the least being shown by

controls.

However not all studies show a relationship between dysfunctional thinking and bipolar

illness. Using a prospective study design, Tzemou & Birchwood (2006) found that when

mood symptoms and phase of illness were controlled for, bipolar patients were largely

indistinguishable from controls on measures of dysfunctional thinking.

It has been proposed that negative cognitions predict the course of bipolar depression.

One longitudinal study found that cognitive style (including dysfunctional attitudes)

interacts with stressful life events to predict depressive and manic symptomatology in

unipolar and bipolar undergraduates with no prior treatment history (Reilly-Hamilton et

al., 1999). However, other prospective studies looking at dysfunctional attitudes and

automatic thoughts and their relationship to bipolar symptoms found that cognitive scales

were related to current and predicted depression, but not mania (Johnson & Fingerhut,

2004). Safford et al. (2007) suggest that underlying negative cognitive style may account

for the stress generation effect often found in depressed individuals (that depressed
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patients generate more negative life events). They propose that addressing cognitive

patterns in treatment may not only reduce depression, but following the stress

generation theory, may also reduce the likelihood of experiencing negative events.

A review of psychosocial predictors of bipolar disorder by Alloy and colleagues (2005)

concluded that there is consistent evidence that cognitive style predicts the onset and

recurrence of bipolar episodes, and that this seems to be mediated by life events. One

methodological point is that people may experience different accessibilities of cognitions

at different times e.g. negative cognitions difficult to access in periods of remission. There

will also likely be problems with distractibility in periods of mania (Lyon, Startup &

Bentall, 1999).

2.7.2 Self esteem / Self concept

Evidence for the importance of self-esteem in bipolar disorder comes from studies

looking at levels of self-esteem at various phases of the disorder, and those exploring a

relationship between self-esteem and relapse. Significant differences have been found in

measures of self-esteem between depressed individuals and remitted or healthy

individuals. Hypomanic individuals show a level of self-esteem in between the two which

consists of combined positive and negative self-esteem (Scott & Pope, 2003). Shapira et

al. (1999) found that individuals in remission from bipolar disorder for 12 months

reported poorer self-esteem than matched controls. Blairy et al. (2004) found in a sample

of 144 patients with bipolar disorder, that their self-esteem was significantly less than

controls after at least three months in remission. These findings have been supported by

other studies (Seretti et al, 1999; Himmighoffen et al., 2003; Serretti et al, 2005).

However other studies have found no significant differences between the self-esteem
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scores of bipolar patients and normal controls, (Bauwens et al, 1991, Pardoen et al, 1993;

Scott, 2000, Daskalopolou et al., 2002).

One study examined the different components of self esteem in affective disorder

compared to those without affective disorder. Serretti et al. (2005) examined levels of

self esteem in bipolar disorder, major depressive disorder and controls. Self esteem of

euthymic individuals with affective disorder was significantly poorer than controls.

However, following the factor analysis, the self-esteem profile of bipolar and upipolar

individuals was found to be identical, with both self confidence and self deprecation being

significantly lower than controls. In a subgroup with low self-esteem, bipolar and unipolar

patients had a lower level of self-confidence but a similar degree of self-deprecation. The

authors suggest that those with affective disorder lack the self attribution of positive

characteristics. These findings were supported by Jones et al. (2005) who found that both

bipolar and unipolar individuals had poorer self esteem than controls, but were not

significantly different from each other, when current levels of depression were accounted

for.

One difficulty in defining the relationship between self-esteem and bipolar disorder, is the

number of overlapping concepts related to self-esteem. Pardoen and colleagues (1993)

found a tendency to socially conform in individuals with bipolar disorder and suggested

social adjustment as a mediating factor. This hypothesis is supported by Staner et al.

(1997) who found that the relationship between self esteem and new bipolar episodes

was confounded by the effect of social maladjustment (Staner et al., 1997). This

relationship has also previously been found in unipolar patients (Pardoen et al., 1993).

However, Shapira et al, 1999 found that although adjustment difficulties of unipolar

patients were associated with poor self-esteem, social adjustment was impaired in bipolar
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individuals with no self-esteem deficit. Winters & Neale (1985) suggest that individuals

with bipolar disorder do have negative feelings about the self, but that explicit measures

of self-esteem don't elucidate these feelings. However when more implicit measures of

social desirability and self deception are carried out they score much higher on measures

of low self-worth. Scott & Pope (2003) also support the view of the 'manic defence',

where threats to self-esteem are kept away by grandiose thoughts, and result in high

scores on explicit measures of self-esteem. In support of this view, Bentall & Thompson

(1990) found that individuals with hypomanic traits took longer to name depressive

related words than people without hypomanic traits. They also were more likely to have

higher scores on the Beck Depression Inventory. It appears that self-esteem may be

interrelated with a number of concepts. Hayward et al. (2002), in an exploratory study,

found that individuals with bipolar disorder and low self-esteem were also more likely to

feel stigmatised by their illness. They suggest a dual relationship where low self esteem

increases feelings of stigmatisation, and vice versa.

As levels of negative self-esteem increase it is thought to be a risk factor for relapse into

bipolar depression (Scott & Pope, 2003). It is also associated with a greater risk of suicide

(Daskalopoulou et al., 2002). It is unclear whether low self esteem is caused by

depression or whether low self-esteem causes an underlying vulnerability to depression.

However, since low self-esteem has been found in remitted individuals, it would suggest a

more stable characteristic (Blairy et al., 2004). Longitudinal studies would be required to

show a causal relationship.

Information processing may have a part to play in maintaining high or low self-esteem.

Murphy et al. (1999) found that manic patients show an affective bias for positive stimuli,

whereas depressed patients show an affective bias for negative stimuli.
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Other factors may affect self-esteem, for example alcohol, particularly in females (Salloum

et al., 2001). Self-esteem was found to be a mediating factor in the relationship between

low social support and changes in depression in those with bipolar disorder (S.L. Johnson

et al., 2000).

In order to interpret studies of self-esteem correctly it is important that they take

account of current levels of symptomatology (Scott et al., 2005). Even when participants

are judged to be clinically euthymic, results may be confounded by sub-syndromal

symptoms.

In summary, the evidence highlights the importance of self-esteem management in the

long-term course of bipolar disorder.

2.7.3 Affect and emotion related personality traits

Research has examined the differences in the bipolar personality structure from normal

controls. Roy (1990) found that depressed patients, including unipolar patients, scored

higher for introversion, neuroticism, hostility, and significantly lower on measures of self-

esteem. In contrast, other studies have found there to be no differences in personality

traits from healthy controls (Clayton et al, 1994). Most research has studied bipolar

individuals in different stages of their illness, making it difficult to establish causality or to

make a comparison with non-affected individuals.

Comparisons have been made between the personality of individuals with unipolar and

bipolar illness. Bech et al. (1980) found that there were more similarities than differences
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between the personality patterns of unipolar and bipolar patients. This study was unusual

in drawing both the unipolar and bipolar samples from 'manic-melancholic patients'. Bech

and colleagues point to the high number of lithium responders within the unipolar sample

as a possible explanation for the similarities between unipolar and bipolar individuals.

Bagby et al. (1996) examined unipolar/bipolar differences in relation to the Five-Factor

Model of Personality (Digman, 1990). The results showed that euthymic bipolar

individuals scored significantly higher on the Openness (O) dimension and the positive

emotions facet of the Extraversion (E) dimension than did euthymic unipolar individuals.

The authors suggest that bipolar patients are therefore more likely to experience positive

emotions and be sensitive to positive and negative emotions. Odegaard et al. (2005)

compared type A behaviour pattern (characterised by time urgency, impatience,

irritability and competitiveness) in a group of bipolar I and unipolar patients. They found

that those individuals with bipolar I were more likely to be impatient, hurried, quick¬

tempered and easily irritated than unipolar individuals, and that this appeared to a stable

trait.

A number of studies have compared personality traits of bipolar individuals in remission

with a control group. Both Hirschfeld et al. (1986) and Solomon et al. (1996) selected

four clusters of personality: emotional strength, interpersonal dependency,

extroversion/introversion, and a miscellaneous scale, measuring energy, dominance,

neediness, inflexibility and perfectionism. The first study, which also included a unipolar

group, found that the bipolar group had less emotional strength (which included

neuroticism) than the never ill control group. The authors found there was a gender split

with regards to extraversion. Bipolar men showed normal levels of extraversion whereas

bipolar women were more introverted. Bipolar women and men showed increased

interpersonal dependency, compared to the never ill control group. Solomon et al
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(1996), obtained similar results, finding bipolar individuals to be more "needy". Mattusek

& Feil (1986) assessed personality in remitted unipolar, bipolar and a non-depressive

control group. The authors found that the bipolar group differed from the other two

groups with regards to higher neuroticism than controls (although not as high as the

unipolar group), hypomanic features, an obsessive-compulsive character, and a drive for

success and achievement. Lastly, Scott et al (2000) using the Sociotropy-Autonomy Scale

(Beck et al, 1983) found that euthymic bipolar individuals had higher levels of sociotropy

(characterised by greater dependence on relationships with others) and autonomy

(characterised by greater emphasis on independence) than healthy controls.

A group of studies has assessed personality vulnerabilities and risk factors in the course

of the disorder. Research carried out by Lozano and Johnson (2001) looked at

personality traits related to depressive and manic symptoms. They found that high

neuroticism predicted depressive symptoms over time, and high conscientiousness in

respect of achievement striving predicted manic symptoms over time. However, this

small sample was not fully remitted and some characteristics may have been mood-

related. Akiskal et al (1995) created a profile of individuals with major depression who

would switch to bipolar disorder. They assessed the personalities of 559 patients, whom

they followed up for a period of up to II years. Their newly created factors of Mood

Lability, Energy-Activity and Daydreaming best described those who converted to bipolar

II disorder. The authors suggest these are underlying traits, creating vulnerability to

switching. Mood Lability may even "represent the very mechanism that underlies the ease

with which switching into hypomania occurs." Clinical characteristics also marked out

Bipolar II switchers, such as high rates of substance abuse, educational, marital and

occupational disruption, and minor antisocial acts prior to hypomanic episodes. In

contrast, Bipolar I converters were distinguished only by greater acuteness, severity and
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psychotic symptomatology. Other authors have studied the personality traits underlying

the familial diathesis of bipolar disorder (Hantouche & Akiskal, 2005). It was found that

mood dysregulation or "rapid shifts in mood and energy" held the biggest risk for a

positive family history of bipolar.

In their review, Najt et al. (2007), identify impulsivity as being frequently associated with

bipolar patients regardless of the phase of the illness. Impulsivity is described by Moeller

et al. (2001) as a predisposition toward unplanned reactions to internal or external

stimuli, without regard to the negative consequences. Among bipolar features, impulsivity

tends to undermine mood stability, aggravate behavioural problems associated with mood

lability, and can result in acting without forethought.

Further work needs to take place to elucidate the relationship between personality and

bipolar illness. Personality measures may be picking up on subsyndromal symptoms, or on

the other hand, may sample more permanent traits which act as risk factors for the

illness itself. Given the research that has been mentioned on social rhythms, research

could examine the relationship between personality and social rhythm instability. Meyer

and Maier (2006) found that individuals with a hypomanic personality (as measured by the

Hypomanic Personality Scale) and rigidity (a subscale of the Munich Personality Test) had

a higher variability in sleep patterns. The study did not however go on to assess manic

and depressive episodes, so could not assess how this variability in sleep affected

aetiology. Other authors have linked personality characteristics such as extraversion and

achievement striving with regulation of the Behavioural Activation System (Depue &

Collins, 1999).
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2.7.4 Impulsivity

Not strictly recognised as a personality trait, rather a 'complex behavioural construct'

(Swann et al., 2005), impulsivity has been identified as a prominent and measurable

characteristic of bipolar disorder. It has been observed to undermine mood stability in

bipolar disorder and exacerbate behavioural problems (Henry et al., 2001; McElroy et al.,

1996). It is associated with considerable morbidity, psychosocial impairment, accidents,

suicide, and violence (Hollander et al., 2002). It seems to prevail during episodes of

mania, but is also observed during periods of euthymia and other mood phases (Moeller

et al., 2001; Swann et al., 2001, 2003). From their review of studies examining impulsivity

in bipolar disorder, Najt et al. (2007) conclude that impulsivity has both state-dependent

and trait-related features.

Swann et al. (2004) have shown impulsivity to be associated with substance abuse and

suicide (Swann et al., 2005), two factors which have been previously shown to be

associated with a poorer course of illness. Najt et al. (2007) conclude that further

understanding of the role that impulsivity plays in the psychopathology of bipolar disorder

could lead to improvements in the way we treat the illness.

2.7.5 Affect Regulation

Coping strategies may involve learning about self-regulation (of sleep, eating, exercise),

adherence management and self-monitoring (of mood, thoughts and behaviours) (Scott,

2001). Research has examined the relationship between life stressors, coping and bipolar

disorder. The process of coping is multi-faceted and may be linked with a number of

psychosocial factors such as social support, parental style and prior experiences

(Christensen & Kessing, 2005). Lam & Wong (2005) reviewed five randomized controlled
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trials that included the early detection of prodromes and teaching of adaptive coping

strategies. Four reported beneficial effects of delaying relapse, shortening episodes or

hospitalisations. As discussed above, evidence suggests that interventions which target

the identification of early warning signs and teaching patients coping skills to counteract

them can be helpful in reducing the risk of relapse. Given that the prodromes can

precede full-blown episodes by up to several weeks (Smith & Tarrier, 1992), such

interventions can be beneficial in nipping an episode in the bud (Watkins, 2003).

There have been few studies on coping skills in the bipolar population, although many

treatment trials have incorporated the teaching of coping skills, as previously discussed. In

a naturalistic study in which 40 bipolar euthymic patients were interviewed, coping skills,

along with current level of depression and ability to detect prodromes, were associated

with level of social functioning (Lam & Wong, 1997). There have been other studies that

indicate high levels of denial coping and low levels of acceptance coping are associated

with poorer medication compliance and poorer outcomes in bipolar disorder

(Greenhouse, Meyer and Johnson, 2000). These studies have been naturalistic in nature

and as such causality cannot be deduced. In addition, coping strategies may be state-

related (Christensen & Kessing, 2005) and therefore may be affected by subsyndromal

symptoms.

A differential ability to detect prodromes has been detected, according to the type of

relapse Lam & Wong (1997). A significantly higher ability to detect manic prodromes was

reported than depressive prodromes. (7.5% could not detect manic prodromes versus a

quarter for depressive prodromes). However, this difference finding was not replicated in

a further study by Lam et al. (2001). However, the authors did find that patients reported

difficulties in identifying depression prodromes, and that these prodromes were more
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diverse and consisted of a mix of behavioural, cognitive and somatic symptoms, as

opposed to manic prodromes which were mainly behavioural symptoms. Smith & Tarrier

(1992) in a retrospective study found that individuals recruited from a self help group

were slightly more able to identify depressive than manic prodromes. More depressive

prodromes were also identified by participants of a prospective study (Keitner et al.,

1996). The participants reported more insight in a depressive episode, as the 'good

feelings' associated with mania may be misattributed to well-being, or accepted as a

welcome respite from depressive symptoms.

It is important for prevention of relapse that individuals identify the content and meaning

behind particular prodromes. Research suggests that individuals are able to identify

idiosyncratic prodromes (Smith & Tarrier, 1992; Keitner et al., 1996). Type of prodrome

may be different for depressive and manic relapses. One study found unusual thought

content to be a reliable prodrome for mania, and conceptual disorganisation for

depressive relapses (Altman et al., 1992). However, this study was based on a small

sample of recently hospitalised patients. Lam, Wong & Sham (2001) reported that

differential use of strategies at the prodromal stage predicted relapse when mood levels

at baseline were controlled for. How well individuals coped with prodromes also

predicted manic symptomology and social functioning. More individuals using stimulating

coping strategies had a manic relapse, whereas those using passive coping strategies were

more likely to have a depressive relapse.

There is paucity of research about the mechanisms involved in coping. Lam & Wong

(1995) suggest a two-part process. The first part of coping is appraisal of the situation,

prior to problem solving, or engaging available resources. This appraisal is key to the

recognition of bipolar prodromes. Teaching patients how to cope with bipolar
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prodromes is one element of therapy that is present in a number of approaches, such as

Psychoeducational, Cognitive Behavioural, and Family Therapy. Furthermore, it is

extremely difficult to establish the temporal precedence of diagnosis and poor coping

skills and longitudinal studies would add to our knowledge in this matter.

2.8 Psychological Models of bipolar disorder

2.8.1 Model of behavioural activation and behavioural inhibition

The Behavioural Activation System (BAS), is described as a core vulnerability in bipolar

disorder (Depue and lacono, 1989). This model is based on a general theory of appetitive

and aversive motivation originally developed by Gray (1976, 1982). BAS is conceptualised

as a neural system that regulates appetitive motivation, positive affect and approach

behaviour in response to cues of incentive or reward. Fowles (1987) described the BAS

as "a reward-seeking or approach system that responds to positive incentives by

activating behaviour" (p.418). Both conditioned and unconditioned stimuli which are

perceived as rewarding activate the BAS. Depue and Collins (1999) suggest that this

incentive motivated behaviour is "associated with the unipolar dimension of positive

affect" (p.7).

Both Gray (1975) and Depue and colleagues (1987) have suggested that mania is tied to

increased activity within the behavioral facilitation or behavioral activation system (BAS).

Manic symptoms are expected to emerge when bipolar persons have high activity in this

system. The BAS is conceptualized as a neural system that regulates appetitive motivation

(Gray, 1975), and the dopaminergic ventral tegmental tract (VTA) is hypothesized to be
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the central neurobiological substrate of the BAS system (Depue & Collins, 1999). As a

motivational system, the BAS is believed to regulate a broad range of behavioural and

emotional systems to facilitate responses in the context of cues of incentive. When BAS

sensitivity is high, individuals are expected to demonstrate a wide range of responses to

cues of incentive, including positive affect (elation and hope), increased energy, and

increased psychomotor activity.

Fowles (1993) suggested that activity in the behavioral inhibition system (BIS) also

influences the course of bipolar disorder. The BIS regulates avoidance behavior in

response to cues of threat. Fowles suggested that BIS might limit the expression of manic

behaviour.

in contrast the BIS regulates anxiety and withdrawal behaviour in response to signals

non-reward or threat (Gray, 1976). The aim of the BIS is to inhibit behaviour that could

lead to pain, punishment or other negative consequences. The affective component of BIS

activation is thought to be negative affect (Carver and White, 1994), which promotes

apprehension, vigilance, anticipation and nervousness, all of which promote escape

behaviour upon threat (Fowles, 1987).

Studies of BAS in students have shown that BAS sensitivity is related to positive affect

and reward seeking behaviour. In an interesting set of longitudinal diary studies Shelly

Gable and colleagues (Gable et al., 2000), used hierarchical regression analyses to show

that individuals with higher BAS sensitivity experienced higher levels of positive affect

over time than those with low sensitivity. Furthermore, those with higher BAS sensitivity

were also more likely to experience positive daily events and to rate those events as

more important. She suggested that this was evidence of the approach-orientated nature
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of the BAS in seeking out rewarding or pleasurable experiences. Elevated BIS sensitivity is

associated with anxiety disorders and depression, whereas elevated BAS sensitivity is

associated with mania, ADHD, drug abuse and alcoholism (Fowles, 1993; Fowles, 2001;

Johnson et al„ 2003).

For bipolar disorder specifically it has been suggested (Depue and lacono, 1989; Depue

and Collins, 1999) that BAS dysregulation is directly related to the onset and

maintenance of manic mood states. This hypothesis is largely based on the

phenomenological similarities between clinical manifestations of mania and extreme

behavioural activation; in terms of psychomotor activity, hyperactivity, high energy and

decreased need for sleep, reward incentives, desire for excitement, elated mood, and

cognitive characteristics of inflated confidence and grandiosity. By analogy, depression in

bipolar disorder results from an absence of BAS activation (Depue and lacono, 1989),

manifest in increased hopelessness, inactivity and lack of pleasurable activity.

Meyer and colleagues (Meyer et al., 2001) set out to test the hypothesis that vulnerability

to extreme mood states in bipolar disorder is linked to BAS activity and an under

regulation of that system. They found in a sample of 59 remitted bipolar I patients that

BAS sensitivity was associated with manic symptoms over a six month period. They

further found that BAS sensitivity was a stable and trait like feature that showed little

variation over the course of their study. The same research group also showed that

elevated BAS sensitivity was associated with concurrent symptoms of mania in a small

non-clinical high risk sample of students with elevated scores on a measure of hypomanic

personality (Meyer et al., 1999).
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Johnson et al. (2000) put forward the argument that BAS activation is directly associated

with the onset of mania following goal attainment events. In a study of 43 bipolar I

patients they found that over the course of 2 months independent goal attainment events

were predictive of manic symptoms. They argued further from these findings that with

BAS activation manic patients continue to experience related symptoms that in turn

promote increased reward seeking reinforcing manic characteristics that easily develop

into a clinical episode of mania. Apart from reward seeking and activation of manic

phenomenology in bipolar patients BAS activation is further associated with increased

negative affect in response to frustration and other stressful situations (Carver, 2004),

characteristics that are also often part of the phenomenology of mania.

2.8.2 Circadian and social rhythms in bipolar disorder

Generally circadian rhythm instability has long been associated with mod instability with

early descriptions going back to Hippocrates (Jones, 2006; Goodwin & Jamison, 2007).

More specifically daily rhythm disturbances as well as seasonal variations have been

repeatedly associated with mood instability in bipolar disorder and its inherent cyclical

nature (Coryell, eta/., 2003; Leverich et al., 2003; Post et al., 2003). In that circadian

rhythm characteristics are directly linked to symptomatic manifestation in bipolar

disorder, sleep disturbance and reduction of activity and interest in depression and a

decreased need for sleep and increase in goal directed behaviours in mania. Longitudinal

diary studies of bipolar patients have also showed that reduced sleep is significantly

predictive of future hypomania (Leibenluft et al., 1996), and sleep reduction has been

described as a "common pathway" to mania (Wehr et al., 1987).
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In the context of a clinical approach to stabilising of social rhythm and social zeitgebers in

bipolar disorder Ehlers and colleagues (Ehlers, et.al., 1988) developed a psychological

treatment for bipolar disorder that is focused on the effort to regulate daily routines and

daily rhythms, in terms of sleep wake cycles, regular eating and activity patterns as well as

social interactions. Ehlers et al., further suggested that life events with a big impact on

daily routines such as unemployment, birth of a child, etc., can cause lasting disruption in

social rhythms and lead to an increased vulnerability to mania. In line with this hypothesis

Malkoff-Schwarz and colleagues found in a series of retrospective studies that periods

prior to manic episodes have significantly more social rhythm disrupting events compared

to control periods. Furthermore, manic patients' pre-onset periods are characterised by

increased disrupting events compared to the pre-onset periods of unipolar depressed

patients (Malkoff-Schwartz et al., 2000).

Recent research in the circadian rhythm instability in bipolar disorder has employed

actigraphic assessment of sleep and activity using wrist actigraphy (Jones, 2006). A

number of these studies confirmed the association of bipolar symptomatology with

activity pattern, e.g. Teicher et al., (1997) or Millar et.al., (2004). Jones et al. (2005),

found that in remitted bipolar patients no sleep differences were found when compared

to age matched controls, however they did find that patients had significantly less stable

activity across days and more variable activity within days. The authors suggested this

indicated a weaker coupling to the external environment and greater fragmentation of

rhythmicity. The above evidence seems consistent with the overall instability hypothesis

also suggesting that instability in bipolar individuals is not limited to acute episodes.

This suggests that bipolar individuals have an inherent vulnerability to social rhythm

disturbance and dysregulation that is observable independent of current symptomatology.
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In line with this vulnerability hypothesis Meyer and Maier (2006), in a study of 56 students

found that students who scored highly on a measure of behavioural risk of bipolar

disorders reported less regularity in the timing of activities and more variable sleep

duration compared to controls.

Jones (2006) highlighted that circadian rhythm disruption is present in a range of

conditions, in unipolar depression (Souetre et al., 1989), Alzheimer's Disease (Harper et

al., 2005) and schizophrenia (Martin et al., 2001), but mania is not commonly reported in

these groups. This highlights the importance to look at the underlying psychological

mechanisms of the specific effect of circadian rhythm disruption in bipolar disorder. He

argues that it seems probable that both instability of circadian functioning and a

dysfunctional interpretation of circadian disruptions are critical in bipolar disorders

(Jones, 2001, 2006). Developing from the earlier work of Healey and Williams (1989),

Jones uses a multilevel approach to cognition and emotion to explore how circadian

rhythm disruption may lead to clinical manifestations of bipolar disorder. Central to this

model is the interpretation of these symptoms in a positive self-dispositional manner

which increases the likelihood of positive affect and leads to behavioural responses which

exacerbate the initial disruption. He described this interpretive style as the "hypomanic

interpretation" and gave a theoretical account of this assertion within a multi-level model

of emotion, the SPAARS model (Schematic Propositional Analogical and Associative

Representation System) (Power and Dalgleish, 1997). In this model Jones integrates

circadian and psychological factors in the genesis of mania and depression (Jones, 2001).

The SPAARS model suggests that there are two routes to emotion. External events are

fist processed analogically on a physiological or sensory level, and then processing at a

propositional level introduces semantic information, this level of processing is associated
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with current goals and belief systems, resulting in an overall schematic model. Emotional

outputs occur via schematic and associative levels. Schematic processes include

information from all other processing systems into a level "beyond verbally expressible

propositional concepts" (Power et al., 1997). It is the totality of information in the

schematic model which produces emotion. Thus, feedback from the analogue and

propositional levels which is consistent with current goals would lead to positive affect

whereas incongruent information may produce negative affect. In contrast to traditional

cognitive models there is no direct route from propositional representations to emotion.

These can only give rise to emotion via schematic models or through past associations

between these thoughts and emotions. The associative route provides a direct link

between experience and emotion through either repetition or salience. Emotional

generation via this route does not require schematic appraisal to generate emotions.

In line with the SPAARS model Jones (2001) suggests that circadian disruption is

integrated into the analogical stage of processing. So, the physiological (analogical) effects

of increased stamina, energy and cognitive alertness may trigger an internal attribution

bias and lead to hyper-positive propositional thoughts ("I am full of energy and ready to

take on the world") (Jones, 2006, p. 104). He suggests that on a schematic level this

positively orientated (propositional) conception of the self, together with the

physiological information, will be associated with beliefs about the self as powerful, others

as inferior and the world as full of opportunities. It is this schematic model which is linked

to mania terms of elevated mood and initiation of behaviours such as increased risk

taking, reduced sleep and increased activity. Referring to the associative link to

emotional experience and expression Jones further argues that any further bipolar

episodes could be triggered by more minor rhythm disruptions or life events; this is

consistent with the kindling hypothesis of recurrence in bipolar disorder (Post et al.,
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1986; Ramana eta/., 1995). Mixed states in this model are explained by the conflicting or

simultaneous outputs from different levels of processing.

Similarly Jones (2001) suggests that an adapted SPAARS account of depression implicates

a similar internal attribution for physiological feelings. For example, slight circadian

disturbance may produce the analogical effects of lethargy and fatigue. These negative

symptoms, in the absence of any obvious causal factors, would be internally attributed

and interpreted in terms of self-deficiency and would give rise to propositional

statements, e.g. "I'm weak". This is consistent with the work of Lyon et al. (1999) who

suggested that bipolar patients do not exhibit a "normal" self-serving bias. The negative

analogical and propositional information would be appraised at the schematic level in

terms of the self as ineffective or helpless, resulting in dysphoria and poor coping (e.g.

sleep loss, inactivity) which prevents the natural reparation of the original disruption

(Healey and Williams 1989).

Overall this model suggests that individuals suffering from bipolar disorder are more

prone to circadian rhythm instability and that these disruptions are exacerbated by the

initial changes and their attributions triggered by such instability (Jones et al., 2006).

2.8.3 A CBT model of Bipolar Affective Disorder

Many authors have argued that there is a marked lack of a coherent psychological model

of bipolar disorder (e.g. Scott 2001a; Jones 2001). Recent research, however, highlighted

the role of cognitive and psychosocial factors in the development and course of bipolar

disorder, and first treatment manuals were published in recent years delineating the

application of CBT principles to bipolar disorders (Basco & Rush, 1996; Lam, et al., 1999;
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Scott, 2001b; Newman, et al., 2002). A body of research focused on cognitive factors

such as attributional styles (Alloy, et al., 1999); perfectionism, deficits in problem-solving

skills and elevated scores of sociotropy and autonomy (Lam, et al., 2000); and

maladaptive schemata (Young, et al., 1999). These factors appear to play a significant role

in the interaction of considerable changes in behaviour, reactions to and the creation of

significant psychosocial stressors, disruptions in chronobiological functioning and varied

responsiveness to psychotropic medications. One of the reasons for the complex

pattern of factors influencing phenomenology and course of the disorder for each

individual is the huge variability in the spectrum of bipolar disorders ranging from chronic

cyclothymic presentations to episodic manifestations of severe depression and mania

including psychotic features.

Overall, the cognitive behavioural model aids our clinical understanding of the

psychopathology of bipolar disorder and the ways in which specific problems and

interactions can be targeted; it does not, however, offer any further aetiological

clarification of this disorder. Researchers suggested that comparable cognitive structures

and biases underlie both unipolar and bipolar depression (Alloy, et al., 1999; Reilly-

Harrington, et al., 1999; Lam, et al., 2000), particularly in terms of systematic attributional

errors and sensitivity to personal failure or interpersonal rejection. Specific to individuals

suffering from bipolar disorder is the extreme valence shift in the content of their

thinking. A cognitive model of bipolar disorder needs to integrate the variability in the

stress responses of individuals. In other words, depending on type of stressor or

circumstance individuals with bipolar disorder can respond with the development of

depressive symptoms or with the development of manic responses, this can vary between

individuals or over time. The model also needs to take into account that bipolar

individuals display trait like thought processes in form of long-standing predispositions
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and state like responses to environmental triggers and physiological activation. Further it

needs to take into account the specific effects of significant life events and environmental

stressors on individuals' affect regulation, in line with a diathesis-stress model of mood

disorders (Lam, et al., 1999). In particular the fact that only certain life events appear to

be able to predict mania, while others do not (Johnson, et al., 1999). A clinical working

model of bipolar disorder therefore needs to encompass biology, individual beliefs, and

behavioural reactions, interpersonal functioning, environmental triggers and life events,

and the individual's idiosyncratic conceptualisation of these events.

Beck's (1979) cognitive behavioural model suggests that depressed mood is mediated by

particular patterns of thinking that accentuate mood shifts. Individuals who are

depressed become more negative in how they perceive themselves, others, and the

world in general, as a result they are prone to systematic cognitive distortions in that

they tend to over generalise, self-blame, jump to negative conclusions, and tend to view

things in black and white terms. The avoidance of social contacts and other safety

behaviours often result as an interaction of mood shifts and negative thinking patterns.

These cognitive styles of depression are thought to arise out of early learning

experiences. Beck suggested in his cognitive model that mania is a mirror-image of

depression, determined by a hyper-positive triad of self, others and the future. Scott and

colleagues (2000) found that individuals with bipolar disorder demonstrated lower levels

of self-esteem, overgeneralised memory, poorer problem solving skills, and higher levels

of dysfunctional attitudes, particularly related to need for social approval and

perfectionism. They further found that these vulnerabilities persisted between episodes

in patients who were adherent to prophylactic treatment. Beck and colleagues worked

on a reformulation of the original linear cognitive model for bipolar disorders (Beck,

1996; Newman, et al., 2002). This recent re-conceptualisation includes the notion of
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'modes'. Modes are understood as integrated 'cognitive affective behavioural networks'

of powerful combinations of schemata, overlearned behaviour pattern and intense,

difficult to modulate emotions. When schemas and modes are activated by specific life

events, chronobiological disruption or other such triggers, the bipolar individuals'

predispositional reactions become expressed by extremities in emotional and behavioural

functioning. They argue that individuals' belief system interact with their inherent

perception of current stressors and events. This activation of long-standing beliefs and

schemata determines their affect and behaviour, and influences their information

processing by directing the individual towards information consistent with the schema. In

this way a negatively valenced schema is activated during a depressed phase, directing

memory retrieval towards events of loss and rejection and focusing current attention to

the possibility of failure. In a manic phase, a positively valenced schema is activated, and is

likely to lead to problematic decision-making by selectively ignoring the need for adaptive

caution and inhibition.

Clinically, a reliable understanding of the individual's cognitive assumptions and core

beliefs that encompass his or her perception of themselves, the world and the future,

helps the therapist to demonstrate an accurate understanding of the individual's

experiences and to focus on the assumptions and beliefs that cause most distress and

dysfunction. It is therefore important to assess individuals core beliefs independent of

their presenting symptom pattern. A grandiose and manic individual might have the same

core schema of "unlovability" and "incompetence" as a depressed patient. Bipolar

individuals appear to maintain consistent maladaptive core beliefs and schemata that shift

polarity in their manifestations. The successful modification of these beliefs through

cognitive therapy should result in the reduced amplification of the dysfunctional mood

swings of the bipolar client.
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Apart from the reformulation of the cognitive model for bipolar disorder by Beck and his

colleagues, other alternatives have been formulated to capture the complex interactions

between thoughts and emotions. Teasdale & Barnard (1993) differentiated between

propositional and implicational "schematic" levels of information processing. They argue

that propositional-level cognitions, or direct appraisals of any given information, do not

directly activate emotional reactions, but are mediated on a level of implicational meaning

by a process of schematic appraisal, in the context of present and past propositional

information. Power & Dalgleish (1997, 1999) support this model and add an additional

direct or associative route to emotions. This model has several clinical implications by

disentangling the rational or schematic processes of change that appear to be primarily

focused on by classical cognitive therapy approaches from the associative or direct

associations of certain cues and emotional reactions. Jones (2001) utilised this multilevel

approach to emotion and cognition to investigate the vulnerability of bipolar individuals

to mood changes following disruptions in their circadian rhythms. Following this model

in individuals with bipolar disorder schema change is achieved through associative links

through behaviour modification and corrective experiences, rather than rational cognitive

techniques such as the challenging of automatic thoughts and restructuring. Patients

should therefore be encouraged to experience subsyndromal mood changes and

stimulation utilising adaptive coping strategies with the subsequent absence of prodromal

symptoms.
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2.9 Summary

To different degrees, the psychosocial factors discussed here have all been found to have

some influence on the course of bipolar illness. Each individual patient will have his or her

own particular set of factors influencing outcome, coupled with an idiosyncratic set of

risk factors making the disorder as a whole a complex one to treat. A couple of themes

have permeated the discussion of risk factors, one being the difficulty of studying so

called euthymic patients. The criteria for the length of time individuals must have been

euthymic differs from study to study. Secondly, the methods used to assess psychosocial

phenomena vary, again making it difficult to compare studies. Nevertheless, psychosocial

factors have consistently been shown to shape various outcomes in bipolar disorder, with

some studies (e.g. Hammen et al., 2000) finding that psychosocial factors were

significantly stronger contributors to outcome than psychiatric symptoms, frequency of

episodes and hospital admissions.

More research is required looking at the delineation between those factors influencing

outcome and those that are risk factors for the disorder. Alloy (1999) suggests that the

criteria for a risk factor are as follows: I) it must temporally precede mood episodes or

symptom exacerbations and 2) it must exhibit some stability independent of

symptomatology. Kleindienst et al. (2005), in a systematic review of 9 psychosocial and

demographic variables believed to be related to outcome under lithium, found that high

social status, social support, compliance and dominance were protective factors, whereas

stress, high EE, neurotic personality traits , unemployment and high number of life events

were risk factors. It is also important, particularly in the study of psychosocial factors that

measures are taken to ensure that studies are methodologically sound. In particular,

more longitudinal studies with an appropriate sample size and using validated measures
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are needed. Researchers must give tentative conclusions with regards to direction of

causality unless studies satisfy certain criteria. An understanding of risk factors and

factors influencing outcome would assist the clinician in the selection of appropriate

therapy, at the appropriate time.

Understanding when therapies are effective i.e. what cycle of the disorder is the most

important time for intervention, is essential. Little focus has been given in the literature

to the optimum time to administer the interventions described in the first section of the

review. Timing of interventions is also complementary to the idea of combinations of

therapies. It may be that when a patient is euthymic and more receptive then

psychoeducation may be appropriate, in order for the information to be better absorbed

and understood. When the patient is experiencing an acute episode of depression it may

be more important to provide CBT. Some studies show that patients suffering from a

mild depressive episode can usually gain benefit from psychoeducation as well (Michalak

et al., 2004), but the presence of (hypo)manic symptoms limits its impact (Rouget &

Aubry, 2007). Indeed in the 2-part Life Goals Program, de Andres et al. (2006) found that

participants who had higher depression scores at inclusion were more likely to continue

with the second phase of the program. They suggest that patients with higher depression

scores are more motivated to seek help. Bieling et al. (2003) further suggest that

individuals suffering from bipolar disorder and borderline personality disorder would

benefit from psychotherapy not just as a maintenance phase adjunctive treatment but also

in the acute phase of treatment. CBT and IPSRT have been identified as being useful in

reducing subsyndromal mood symptoms and aiding functional recovery (Zaretsky, 2003).

The growing evidence showing a relationship between residual symptoms and prodromal

symptoms (Fava, 1999), and shortened time to relapse (Perlis et al., 2006), signal the

value of identifying these symptoms and intervening at this level (Watkins, 2003).
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Basco et al. (2007) propose that there is no absolute rule for when to begin

psychotherapy, although it is generally accepted that patients need to be relatively free of

intense psychotic symptoms and stable enough to tolerate interaction without becoming

agitated or irritable. In the early stages patients may be too ill to benefit from or tolerate

therapy. However they suggest that during this early phase, useful work can be done with

families. Falloon (2003) concurs that early family-oriented intervention when mood

symptoms first emerge may prove successful in preventing major episodes, associated

social morbidity and potential suicide risk.

As mentioned frequently throughout the review, it is only recently that studies have

begun to look at different groups and subtypes within the bipolar spectrum. Often

exclusion criteria exclude the more chronic and difficult to treat patients from studies

e.g. patients with comorbid disorders, rapid cyclers, the elderly and the young. This has

left us to question whether the interventions examined are only effective in the less

serious cases. However studies on subgroups are now emerging, and research programs

are beginning to find results with more clinically relevant samples. It could be that

different therapies and psychosocial factors play differing roles across the bipolar

spectrum. Certainly it would appear that future interventions will be tailored and subtype

specific rather than generic therapies.

Despite largely trying to focus on a fairly homogenous (albeit largely unrepresentative)

sample, conclusions drawn from the studies described above are still based on the

collective data from groups of diverse individuals. Bipolar disorder covers a broad

spectrum of symptoms and individuals suffering from the disorder can vary in the range of

symptoms they experience and their severity. Although all will share diagnostically similar

124



Bipolar Disorders

fluctuations in mood, the illness itself has an idiosyncratic manifestation. In the studies

examined in this review, individuals may share a common diagnosis, but they may vary

considerably in other features that underlie and characterise their distress e.g.

behavioural patterns, life circumstances, coping skills, comorbid conditions, and chronicity

of problems (Henin et al., 2001). This variability should be taken into account and

individuals ought to be treated as unique. Henin et al (2001) acknowledge this and

propose flexibility strategies in the application of cognitive behavioural treatment so that

the therapist can individualise therapy sessions around the issues specific to each patient

while maintaining a reproducible format for treatment.

It has also been suggested that specific elements of the therapeutic process or

characteristics of the patient are responsible for a good outcome e.g. the setting of the

therapy, motivation (Leff et al., 1989), method of therapy: discussion versus behavioural

rehearsal (Tarrier et al., 1988). Future research could perhaps concentrate on narrowing

the gap between experimental and comparison conditions, in order to find the essential

active ingredients (Goldstein & Miklowitz, 1995).

Emphasis is being drawn away from the efficacy of a treatment being measured by

changes in symptom levels, relapse rate and hospitalisations. The research to date has

shown that therapies, be they pharmacological or psychological, have been inadequate in

eradicating symptoms permanently or preventing relapse indefinitely. All of the therapies

mentioned have shown some evidence in reducing time to relapse. Therefore striving for

therapies that don't appear to exist rather than focusing on refining the therapies that we

have may be wasteful. Combining therapies such as has been done with IFIT appears to

be promising in terms of increasing time to relapse and reducing depressive symptoms

(Miklowitz et al., 2003).
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Measures of outcome should reflect improvement or decline appropriately. When

working with psychosocial interventions it appears more appropriate to consider

outcome through changes in the variables that the intervention focuses on, for instance

family therapy producing changes in EE. However changes in these psychosocial variables

need to show changes in the outcome for the individual. However symptom severity and

relapse are inappropriate markers for outcome and recovery in bipolar disorders. There

is a need for measurement of outcomes which reflect clinical realities (Geddes &

Goodwin, 2001). A more valid outcome and one that reflects reality for individuals with

bipolar disorder is tangible changes in quality of life. Quality of life has been increasingly

highlighted as an important outcome measure for psychosocial intervention in bipolar

disorder, in looking at quality of life we can analyse quantifiable changes in individuals'

perceptions of well being and functioning as a consequence of their illness (Robb et al.,

1997). Reducing the impact that repeated episodes have upon domains of functioning and

improving inter-episode functioning appears to be a sensible and more appropriate route

to approach treatment of bipolar. This is the major focus of psychosocial intervention.
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III Psychological Interventions for Bipolar Disorders

3.1 Scope for psychological intervention & preventative strategies

Pharmacotherapy remains the first-line and mainstay of treatment for bipolar disorder,

used to treat symptoms in the acute, stabilisation, and maintenance phases of the

disorder (Miklowitz & Otto, 2006). However psychological interventions have seen an

increase in interest in the last 20 years and now appear in recent expert

recommendations such as the NICE Clinical Guidelines 38 (National Institute for health

and Clinical Excellence, 2006), the SIGN Guidelines (Scottish Intercollegiate Guidelines

Network, 2005), the Canadian Network for Mood and Anxiety Treatments (Yatham et

al„ 2005) and the American Academy of Child and Adolescent Psychiatry Practice

Parameter (McClellan et al., 2007).

Psychological interventions are largely used as adjuncts to pharmacological treatment.

Their publicised role has been to improve treatment outcomes by increasing medication

compliance. Indeed the bulk of the literature to date relates to studies of compliance

augmentation. Lithium remains the drug of choice for pharmacological treatment of

bipolar disorder. However compliance of individuals maintained on lithium is low

(Jamison et al, 1979; Scott & Pope, 2002), side effects are prevalent, and efficacy is

questionable. Relapse and sub-syndromal symptoms often continue even with regular

medication use (Gitlin et al., 1995; Maj et al., 1996). In one study 20% of patients

maintained on lithium continued to experience moderate or severe impairment

(O'Connell et al., 1985). Another found that patients taking lithium after a manic episode
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did not differ in symptomatology or overall adjustment to those who did not (Harrow et

al., 1990). Recent evidence has also suggested that medication compliance is unrelated to

relapse (Yan et al., 2004) suggesting efficacy of psychosocial interventions may be based

on different mechanisms. Given these problems with non-compliance, high relapse rates,

side effects, and residual symptoms, an ample need for additional treatment strategies has

been recognised (Otto et al., 2005).

This review examines the development and rationale of a range of psychological therapies

and the outcomes of studies that have examined and validated them. The review will

explore Psychoeducation, Cognitive Behavioural Therapy, Family Therapy and Inter-

Personal Therapy/Inter-Personal and Social Rhythm Therapy.

3.2 Assessment & psychological formulation

3.2.1 Psychoeducational approaches

Psychoeducation occupies a key position in psychological approaches to bipolar disorder

(Rouget & Aubry, 2007; de Andres et al., 2006). Qualitative research has suggested that

individuals suffering from bipolar disorder have been found to have reduced educational

attainment (Glahn et al, 2006) and major educational needs (Pollack, 1995). These needs

range from basic understanding of the disorder to how to live effectively in society and

relate to self and others.

Fundamentally, psychoeducation provides the patient with information about their illness.

In a broader sense, it aims to provide patients with strategies to improve their illness
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management skills "through the bidirectional sharing of relevant information" (Callahan &

Bauer, 1999). Indeed a recent psychoeducational program The Life Goals Program'

(Bauer & McBride, 2003) claims to go "beyond one-way information transfer and

stimulates active self-management and collaborative activities" (Bauer et al., 2006a). Such

illness management may include identifying symptoms and implementing relapse-

prevention procedures (e.g. emergency medication); promoting drug adherence

(Gonzalez-Pinto et al., 2004); minimising risk factors (e.g. substance abuse, interpersonal

stress); maximising protective factors (e.g. regular sleep/wake cycles) (Miklowitz &

Johnson, 2006); diminishing stigma; and increasing acceptance of the illness (Zaretsky,

2003). It involves a series of sessions built around a biopsychosocial medical model. This

provides a theoretical framework for the patient that helps them build a practical

approach to coping with the disorder (Colom et al, 1998).

The effects of psychoeducation have been investigated in several studies and in various

formats: individual; group; with partners; and in families. Studies which examine

psychoeducation in the context of the family will be discussed under Family Therapy,

since this is the focus of the intervention. In some studies psychoeducation is delivered

alone, whilst in others it is administered in combination with other therapeutic

approaches. Almost all cognitive-behavioural approaches have a psychoeducative element

to them. Two recent studies have incorporated psychoeducation into a multicomponent

intervention program (Bauer et al., 2006a, b; Simon et al., 2006). Traditionally

psychoeducation focuses on interventions in times when the individual is euthymic, in

order to ensure a better assimilation of the information bestowed (Vieta, 2005; Rouget &

Aubry, 2007). However not all studies take this approach.
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Early trials focused upon simple education, with the level of intervention varying between

studies. One study provided a package including a videotaped lecture, a written handout

providing information about lithium and a follow-up home visit to 30 outpatients in

remission. They were compared to 30 controls who received lithium treatment alone.

Increases in knowledge surrounding lithium were found (though these didn't reach

significance) and significant increases in positive attitudes to medication adherence; with

the intervention group having significantly better adherence to lithium (Peet & Harvey,

1991). This method of measuring efficacy has been criticised by other researchers for

being indirect (Colom et al., 2003a).

Conversely, a retrospective study of 43 individuals in group psychoeducation did not find

any difference in medication adherence, but did find a reduction in symptomatology,

relapse, hospitalisation, and increased social functioning (Cerbone et al., 1992). The

facilitators in this group were also providing medical management, which could have

decreased the response time to prodromes. The fact that medication levels did not

change significantly before and after the group suggests that compliance is not necessarily

linked with good outcome, and perhaps psychoeducation has greater benefits than simply

improving outcome by increasing medication compliance. However the retrospective

nature of the study suggests caution in the interpretation of results.

Psychoeducation was also investigated in a group format by Bauer and colleagues (1998)

who created the Life Goals Program (Bauer & McBride, 1996). This intervention included

both Bipolar I and II patients. The two aims of the program were to increase participation

in the medical model by providing education on the disorder, and to assist the patients to

achieve social, occupational or leisure goals that have not been reached due to disruption

caused by the disorder. It also included identification of individual prodromes and
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adaptive coping strategies. This initial pilot found that the program increased knowledge

about bipolar disorder and that around half of the original sample achieved their goal.

Following the release of a French version (Bauer & McBride, 2001), The Life Goals

Program was used in a specialised bipolar outpatient clinic in Switzerland. An open study

was conducted by de Andres et al. (2006) with the main focus to measure patient

satisfaction with the program. Altogether 45 bipolar patients entered phase I of the

program which consisted of 6 highly structured psychoeducational sessions; and 36

patients completed phase I and of those 17 entered phase 2 which was a year-long

behaviourally structured program focused on goal identification. Over 80% of patients

said they were 'very satisfied' with the information delivered during phase I. After

attending phase 2, patients reported subjective improvements in mood stability, relapse

prevention strategies, and coping with relapse. However this was an open study and with

no control group the results are difficult to draw clear conclusions from.

Learning to identify early warning signs of affective change is a specific aspect of

psychoeducation, not always included in the early trials. It allows idiosyncratic profiles to

be developed often including aspects such as sleep, appetite and interpersonal

disturbances. These profiles can then be monitored by both the individual and the family.

A study by Perry and colleagues (1999) in a controlled trial taught individuals currently in

remission to identify early warning signs and seek prompt treatment. It focused on time

to relapse and changes in social functioning to assess the efficacy of the intervention.

They were successful in increasing time to first manic relapse but not depressive, possibly

due to manic prodromes being easier to observe than depressive. Manic early warning

signs (EWS) are thought to be qualitatively different from other interepisodic symptoms

and fairly consistent from one episode to the next. Meanwhile, depressive EWS are
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qualitatively similar to other interepisodic symptoms, but are more severe and frequent

(from Morriss symposium - original source not cited). Furthermore the onset of mania is

typically more acute than depression, which develops more insidiously, which may help

explain why manic prodromes are easier to recognise. Altman et al. (1992) found that

conceptual disorganisation is a key prodrome for depression, which may be difficult to

identify in oneself. In addition, without the skills to cope with depressive episodes,

greater awareness is ineffective. In the Perry et al. study, significant improvements were

found for social functioning and employment which may be related to greater feelings of

self-efficacy when coping with relapse. Anti-depressant use increased in the experimental

group. This further suggests that medication compliance is not a relevant outcome for

psychological treatment, as individuals may, through increased awareness, seek out

additional medications.

Although increasing adherence to drug treatment is often a goal of psychoeducation, it

can also be a confounding factor in assessing the efficacy of psychoeducation. It is difficult

to determine what the underlying mechanism of change really is. Colom et al (2002,

2003a,b) proposed that psychoeducation goes further than simply improving outcome by

increasing medication compliance. The authors were interested in why patients keep

suffering relapses even when they follow their prescribed drug treatments.

Colom et al (2002) assessed the usefulness of psychoeducation in fully compliant patients,

therefore controlling for the effects of drugs. 50 bipolar patients were randomised into

two groups, one receiving psychoeducation (N=25) and the other not (N=25). Both

groups also received naturalistic pharmacological treatment but no further psychological

treatment was given. At the end of the two-year follow-up, 60% of patients in the

intervention group had relapsed compared to 92% in the control group. The number of
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relapses and the number of depressive episodes were also significantly lower in the

intervention group. Psychoeducation seemed to show its efficacy in preventing relapses

beyond the enhancement of drug treatment adherence. The authors theorised that the

action of psychoeducation "may lay on a tripod model composed by lifestyle regularity

and healthy habits, prodromal signs detection and early intervention and treatment

compliance."

The main limitation of the above study was the small sample size, so the same

researchers followed this study up with a larger randomized controlled trial of a

structured group psychoeducation intervention (Colom et al. 2003a). They compared 60

currently euthymic patients with Bipolar I and II receiving structured group

psychoeducation combined with standard psychiatric and pharmacologic treatment with

60 patients participating in weekly non-structured group meetings rather than

psychoeducation. Again patients were followed up for 2 years. With recurrence as the

primary outcome measure, during treatment 60% of control group relapsed compared to

38% of the treatment group. This difference was significant and was maintained to 12

month follow-up. They also found the treatment group had significantly greater time to

relapse. Unlike other studies which found interventions only to be protective of manic

and hypomanic episodes (Perry et al, 1999), this intervention was found to protect

against all polarities of episode. This trial included teaching on the detection of

prodromes and lifestyle regularity, the latter of which has been developed through

Interpersonal and Social Rhythm Therapy and will be discussed later. Including the social

rhythm aspect may have had a protective effect against depressive episodes that pure

psychoeducation and teaching of prodromes did not.
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Colom and colleagues (2003b) followed the above studies with a further exploration of

the mechanisms of psychoeducation. In a single-blind, randomised, prospective clinical

trial they investigated whether the impact of psychoeducation was simply based upon

increased medication compliance. The patients were 50 euthymic Bipolar I individuals

who were fully compliant to their medication regimes. The psychoeducation regimen was

the same as the above study; the patients were followed up for 2 years on a monthly

basis. The primary outcome measure was recurrence. During the therapy and at the end

of the 2 year follow-up the psychoeducation group experienced significantly fewer manic

and depressive recurrences. The findings again indicate an effective role for

psychoeducation above and beyond compliance. The authors suggest that the detection

of prodromal syndromes may play the most important role. The sample used was

however very severe and complex therefore there may be generalisation problems.

The relationship between adherence to lithium and treatment attitudes and knowledge

was examined more recently by Rosa et al. (2007). 106 bipolar patients participated in

monthly psychoeducational groups. The package of psychoeducation included written

information about the disorder, monthly meetings with a psychiatric nurse, occasional

discussions with invited speakers and encouragement to join the local bipolar disorder

patients association. They found that level of knowledge about lithium and bipolar

disorder was directly correlated to treatment adherence. They proposed this was

because psychoeducation facilitates acceptance of the disease and maintenance therapy.

This is a view shared by Strauss & Johnson (2006) in their study examining the role of

treatment alliance in the management of bipolar disorder. They also found that stronger

treatment alliances predicted less negative attitudes about medication and less stigma

about the disorder.
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Trials of psychoeducation in bipolar disorder appear to be limited across various

contexts. Most studies involve patients with bipolar I disorder and trials including patients

with comorbid disorders, different subtypes, rapid cycling, and the young and old

populations are rare. Nevertheless, the benefits of psychoeducation have been extended

to bipolar patients with personality disorder in at least one study. Colom et al (2004)

randomised individuals with Bipolar I and any personality disorder to either group

psychoeducation or a non structured intervention. Recurrence, time to relapse and time

spent in hospital was significantly lower for those in the psychoeducation group. This is a

promising result, albeit with a small sample, given that the intervention was not altered to

focus on the specific needs of this group.

In most of the above studies there has been an emphasis on medication compliance,

symptom measures and recurrence rates to determine efficacy of the intervention.

Nevertheless, some researchers have started to highlight that effective treatment may be

more importantly measured on the basis of functional recovery and not on

symptomatology. Michalak et al. (2005) assessed the impact of a time-limited

psychoeducation group therapy upon perceived quality of life (QOL) among bipolar

patients. Altogether 57 euthymic or mildly symptomatic bipolar patients took part in a

standardised 8-week group psychoeducation course and completed QOL questionnaires

at baseline and at the end of 8 weeks of therapy. The group found that bipolar patients

continue to show impaired quality of life even when euthymic, highlighting the need for

interventions to target this issue. In particular recent depression was significantly

associated with lower baseline scores, in keeping with another study (Ozer et al., 2002).

Group psychoeducation was associated with an increase in quality of life scores, with two

particular domains (physical functioning and general satisfaction) increasing significantly.

This increase in QOL is perhaps more striking when one considers that the sample were
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relatively asymptomatic at baseline, and although still showed impaired QOL, may have

been less likely to exhibit large change scores. Thus the potential impact of

psychoeducation on quality of life may be underestimated. However this study was not

without considerable limitations. Retrospective chart review was used to help assess

treatment effects, there was no control group for comparison, and medication was not

controlled for.

There appears to be a growing trend for psychoeducation to incorporate elements of

other therapies, or to be part of larger more integrated therapies. Such multicomponent

programmes are discussed later in this review. Bernhard et al. (2007) examined the

efficacy of a psychoeducational programme integrating cognitive behavioural elements. 40

bipolar patients were randomised into an intervention group or waiting list control. 3-

month follow-up data showed that the intervention group did significantly better than the

control group on all variables (knowledge of the disorder, symptoms, social functioning,

quality of life, medication compliance), although only trends rather than statistically

significant results were noted. Perhaps, if the study follows the tendency of other studies

to show increasingly significant results over a longer time period, the data at 6, 9 and 12-

month follow-up, yet to be published, will yield more significant findings.

3.2.2 Cognitive therapy approaches

Early investigations of CBT techniques in bipolar disorder focused almost solely on the

adherence to medical treatments. Main examples of this particular CBT application are

Benson 1975 and Cochran 1984. Benson (1975) reports a retrospective analysis of 31

bipolar disorder patients who were all in a manic phase at the start of treatment,

receiving a combination treatment of Lithium and psychotherapy. Comparisons were
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made between relapse in this group of people with a diagnosis of bipolar disorder and

previous reports of relapse rates with Lithium alone. He reports that 14% of his patients

relapsed compared with reported mean relapse rate of 34% with Lithium alone. He

suggests that psychotherapy is important to keep the patient motivated to continue

Lithium, to provide basic therapeutic support and to monitor patient's mood as a way of

early detection of falling serum lithium levels. Cochran's (1984) study is probably the

most cited paper is in the context of cognitive therapy for bipolar disorders. She

evaluated the effectiveness of a preventative treatment adherence intervention with 28

outpatients with a diagnosis of bipolar disorder who have recently started Lithium

treatment. The intervention consisted of six sessions of a modified cognitive-behavioural

treatment aimed at cognitions and behaviour that seemed to be interfering with

treatment adherence. Comparison was drawn with a control group who received

standard outpatient follow-up, at the end of treatment and after 6 months follow-up.

Neither the patient self-report nor the lithium levels showed an effect of the

intervention, solely the psychiatrists' observation showed better perceived adherence in

the treatment group after therapy. At 6 months follow up, patients in the treatment

group showed significantly less hospitalisations and affective episodes. The intervention

as described does not seem to take into account symptoms and other manifestations of

the disorder, but only pays attention to compliance with pharmacological treatment.

A number of studies since focused predominantly on relapse prevention and the

identification of prodromal symptoms and early signs of relapse. Perry and colleagues

(1999) investigated 69 patients with a diagnosis of bipolar disorder who had had a relapse

in the previous 12 months. Subjects were randomised into two conditions; 7-12 sessions

with a research psychologist plus routine care or routine care alone. The CBT

intervention consisted of teaching patients to recognise early symptoms of manic and
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depressive relapse and producing and rehearsing an action plan. By comparison the

treatment group experienced significantly longer intervals until manic relapse than the

control group. They further found significant improvements on measures of social

functioning and employment in the treatment group compared with the control group 18

months after the baseline assessment.

Several more comprehensive studies utilising a CBT framework focused not only on

treatment adherence, relapse prevention, and reduction of symptomatic distress but also

on psychosocial functioning. Palmer and colleagues (1995) describe a psychoeducational

and CBT programme in a group format for people with a diagnosis of bipolar disorder,

currently in remission. Four participants attended 17 weekly group sessions. At the end

of treatment 3 out of the 4 participants showed significant improvements in depressive

and manic symptoms. Three out of the 4 of the participants showed significant

improvement in their social adjustment at end of treatment and 2 at follow-up. Zaretsky

and colleagues (1999) designed a cognitive behavioural intervention focusing on the

treatment of acute symptoms rather than relapse prevention. They demonstrated, in a

matched case controlled design, the effectiveness of a 20 session CBT intervention for

acute depression in the context of a bipolar disorder compared to the effectiveness in

recurrent unipolar depression by comparing both groups in parallel. They found that

depressive symptoms in eight bipolar and eight unipolar patients were significantly

reduced after CBT intervention. Lam and colleagues (2000) describe a cognitive therapy

approach for a total of 12 bipolar patients. The treatment consisted of 12-20 sessions

over six months. On a global symptom level (over 12 months) the treatment group had

significantly fewer episodes and fewer hospitalisations compared to the control group.

The monthly self-report and observer ratings of manic and depressive symptoms

confirmed that there was significantly lower level of manic and depressive symptoms in

138



Psychological Interventions

the treatment group over the course of the 12 months. The therapy group performed

significantly better on medication compliance, social functioning, self-controlled behaviour

and coping with mania and depression prodromes. Patelis-Siotis and colleagues (2001)

reported outcomes of a 14-session adjunctive group cognitive behaviour therapy

treatment for patients suffering from a bipolar disorder. 49 outpatients with a diagnosis

of bipolar disorder currently maintained on a stable mood level on medication treatment

participated in a CBT group therapy programme focusing on psychoeducation and

cognitive behavioural intervention strategies. The results indicate no significant changes in

mood related symptoms between baseline and end of treatment, however, they found a

significant increase in psychosocial functioning. Scott and colleagues (2001a) report

outcome of a randomised controlled study testing the feasibility and potential benefits of

cognitive therapy for people with a diagnosis of bipolar disorder. Following assessment,

patients were randomly assigned to immediate cognitive therapy or 6 months waiting list

control condition. Both groups contained 21 subjects. Patients were followed up at 6

monthly intervals for a maximum of 18 months. In comparison with the waiting list

control groups the CBT group showed significant reductions in symptoms and

improvement in global functioning. They also found that significantly fewer subjects met

criteria for relapse after CBT than before and hospitalisation rates were significantly

lower in the year after CBT intervention.

Cognitive Behavioural Therapy (CBT) for unipolar depression has been adapted for

illnesses such as schizophrenia and bipolar disorder. The advantages of Cognitive

Behavioural Therapy over other models is that it works on dysfunctional interpretations

and underlying dysfunctional beliefs, in tandem with learning new skills to help prevent

relapse (Scott, 2001). New skills may be recognising and dealing with psychosocial

stressors, increasing coping skills or learning new strategies to deal with cognitive or
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behavioural problems. Some controlled trials of CBT for schizophrenia have resulted in a

reduction of psychotic symptoms (e.g. Tarrier et al., 1998). Others (e.g. Barrowclough et

al, 2006) found that whilst group CBT is less likely to have an impact on hallucinations

and delusions, it may have important benefits including feeling less negative about oneself

and less hopeless for the future. The authors stress the importance of these changes in

view of the role that hope and empowerment have in models of recovery (e.g. Resnick et

al, 2005). With a focus on improving psychosocial function, a single case study by David &

Lysaker (2005) showed CBT to be effective in improving work behaviours and symptoms

of emotional discomfort in a patient with schizophrenia. Studies of CBT in unipolar

depression have led to prevention of relapse (Evans et al., 1992; Bockting et al., 2005) and

increased functioning (Ravindran et al, 1999). Research also uncovered the relatively long-

term effect of cognitive therapy in preventing relapse in depression compared with

medication as an acute treatment (Evans et al, 1992).

Since then CBT strategies have been developed specifically for bipolar disorder. Most

cited in the literature is the pioneering work of Basco & Rush (1996) who developed a

cognitive-behavioural model proposing that changes in mood and cognition in bipolar

disorder are accompanied by behavioural changes, which in turn have a negative impact

on the individual's psychosocial functioning. An example of this is an individual's mood

shifting towards depression. A typical change in the process of cognitive functioning may

be a decrease in speed of thought and in content it may be an increase in negative

thoughts. These changes may be accompanied by behavioural changes such as a decrease

in activity. These changes may, in turn, have an impact on the individual's psychosocial

functioning such as neglect of family responsibilities, or slowed work functioning. Stress

related to these psychosocial problems can cause symptoms to worsen and as symptoms

further alter functioning, new stressors are consequently created. Based upon this model
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Basco & Rush (1996; 2005) developed CBT to target cognitive, affective, and behavioural

changes in depression and mania. The main components of the treatment are: (I)

expanding patient's knowledge about the disorder; (2) development of an early warning

system that allows them to anticipate the onset of a mood swing and respond

accordingly; (3) management of the illness e.g. improving and maintaining adherence to

drug treatments, psychosocial interventions, and lifestyle changes. Their approach

however has never been subjected to a systematic study of its efficacy or effectiveness.

More recently Brondolo & Mas (2001) developed a cognitive behavioural program

designed expressly for improving medication adherence in bipolar disorder. The therapy

consists of behavioural, cognitive, and interpersonal interventions and focuses on three

goals: prevention of suicide; mood stabilisation; and achievement of individual personal

and occupational goals. In more depth, the behavioural interventions include: goal setting,

which is a collaborative process providing an agenda for treatment; task analysis, which is

used to identify the skills needed to achieve a particular goal and the symptoms which

might impede the realisation of that goal; and self-monitoring, which helps the patient

recognise their symptoms and the impact the symptoms have on their functioning.

Together these interventions provide the framework for therapy. Cognitive interventions

are aimed at addressing the emotions and feelings e.g. shame, defensiveness and fear,

which can hinder treatment. Such interventions include identifying and evaluating

maladaptive or unhelpful patterns of thinking and addressing patients' misconceptions

about their illness. Finally the interpersonal relationship between the patient and therapist

provides the context in which the interventions take place.

Like the early psychoeducation studies, early studies of CBT were weak in their

methodology, lacking controls and with small sample sizes. Statistical significance of
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findings was at times left undiscovered. The earliest study of CBT for bipolar disorder

was carried out by Cochran (1984). It was a 6-week short-term preventative approach to

aid medication compliance of patients treated with lithium. The premise is that

dysfunctional attitudes and beliefs inhibit compliance. The author adapted a cognitive-

behavioural approach that had been developed for depression (Beck et al. 1979). During

the sessions the therapist worked to help alter cognitions and behaviours that disrupt

compliance, through developing an understanding in the individual that thought affects

behaviour, while encouraging more adaptive thinking. Participants in the intervention

group had better composite adherence scores (as assessed by medication compliance,

appointment attendance, and lithium levels) than the control group during treatment and

at 6-month follow-up. The intervention group were also significantly less likely than

controls to have major compliance problems, terminate lithium treatment against medical

advice and to be hospitalised. This treatment in this study employed specific cognitive and

behavioural techniques, rather than using case formulation (Gutierrez & Scott, 2004). It

has been argued that the intervention was psychoeducational rather than cognitive in

nature (Zaretsky, 2003). Furthermore the issue of using compliance as a measure of

efficacy is debatable.

Palmer & Williams (1995) were the next to show interest in CBT. They carried out an

exploratory study with 4 participants in conjunction with pharmacological treatment. All

participants received 17 weekly group sessions of 90 minutes duration with 6 follow-up

sessions monthly. Outcome was measured more directly than the Cochran study through

changes in symptom levels, NHS resources used and social functioning. There was also a

shift in focus away from medication compliance with increased focus on early

identification of changing mood states and the development of coping strategies at these

times. As the outcomes were considered separately for each individual and there was no
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control group, conclusive findings are difficult to draw. However the benefits of group

therapy for sharing ideas and support were expressed.

Satterfield's (1999) case study of cognitive-behavioural therapy for a rapid cycling bipolar

case compared the individuals' symptomatology when being treated with pharmacology

alone to when he was treated with both pharmacology and CBT. The rationale behind

the intervention was based upon the disruption of biological rhythms by stress, life events

or disrupted social rhythms or 'zeitgebers' (Ehlers et al., 1988). This disruption in

biologically vulnerable individuals is thought to lead to biological deregulation which in

turn can form a bidirectional relationship with the above factors initiating a self-

perpetuating cycle. The therapy focused on the prediction, prevention, and treatment of

affective episodes and areas covered included early warning signs profiles, protective

behavioural and cognitive coping mechanisms, social regularity and increased autonomy.

Although the author failed to investigate statistical significance, he stated a decrease in

frequency and intensity of affective episodes, decreases in hopelessness and anxiety, and

an increase in global functioning.

Very few other studies have looked at CBT for rapid cycling bipolar disorder, despite this

group being particularly in need of effective, adjunctive treatment. Reilley-Harrington &

Knauz (2005) present a further case study illustrating this treatment approach and

describe specific obstacles and considerations in treating this challenging population.

Cognitive Behavioural Therapy can be applied during different phases of bipolar illness,

although many studies indicate that efficacy is higher during periods of euthymia, and for

bipolar depression rather than mania. Studies of CBT have not been limited to remitted

individuals and trials have included individuals in various phases of the illness. Indeed
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some authors feel that the short-term nature of CBT interventions makes them appealing

for treating patients in acute episodes (Basco et al., 2007).

Zaretsky et al. (1999) carried out an early pilot trial of individual CBT modified for

bipolar disorder (Basco & Rush, 1996), combined with concurrent treatment with mood

stabilising drugs. They compared individuals with bipolar disorder who were in the

depressive phase to those with unipolar depression, also currently depressed. They found

a significant decrease in pre- to post- scores on the Beck Depression Inventory for both

groups. They did not find any significant changes in the underlying dysfunctional attitudes

of the bipolar group, suggesting that more intensive treatment is required. It is also

suggested that work be continued into euthymic periods when the individual is more

receptive. The study was limited however by its small size which may account for the

findings, and for its lack of a bipolar control. There was no assessment of changes in

functioning.

Lam and colleagues (2000) investigated the outcome of CBT for those currently in

remission. A pilot study of individualised CBT consisted of 12-20 sessions of CBT for

Bipolar I individuals, not in acute episode. The treatment group showed significantly

fewer bipolar episodes, less manic and depressive symptoms at 12-month follow up,

better coping strategies for manic and depressive bipolar prodromes, and increases in

social functioning. This study controlled for medication level to ensure that the effects

seen were not a result of increased medication prescription. There were, in fact,

significantly less neuroleptics prescribed in the therapy group for the 6 months post-

therapy.
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A small open trial conducted by Fava et al. (2001) of 15 remitted bipolar I patients with a

2- to 9-year follow-up found a significant reduction in residual symptomatology which is

thought to increase vulnerability to future episodes (Fava et al., 1999). This provides

some hope for the lasting effect of cognitive-behavioural strategies on symptoms in

Bipolar Disorder. However, without a control group it is impossible to say whether the

positive effects were due to the therapy itself.

A further randomized controlled study of cognitive therapy carried out by Lam et al.

(2003) in remitted individuals showed positive results with significantly fewer individuals

in the treatment group experiencing depressed, manic or mixed episodes; and when

these episodes are experienced they were of shorter duration and with decreased

chance of admission. The cognitive therapy group also had higher social functioning.

Additional follow-up data presented after 2 years (Lam et al, 2005a) showed that the

effect on relapse was most marked in the 6 months of therapy and the following 6

months, and there was no significant effect over the last 18 months. Effects on relapse

were significant on depression only, but it was found that during the 30 month period of

the study, individuals continued to have shorter bipolar episodes. In addition, the

experimental group had better coping strategies for dealing with manic and depressive

prodromes at month 24 of the study. Goal attainment was reduced, which the authors

identified as a vulnerability factor for future relapse. The increase in social functioning

lasted until the 2 year follow-up, falling to below significance after this.

A group CBT study carried out by Patelis-Siotis et al. (2001) focused on the premise that

bipolar disorder results in significant impairments which move beyond those expressed in

symptomatology, and that are apparent in interepisode periods. They highlight a delay in

functional recovery following treatment and suggest that it is essential to target
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treatments at these periods. 49 bipolar I and II mildly depressed or euthymic individuals

took part in this open trial. There were significant improvements in the psychosocial

functioning of the individuals but no change in symptomatology. However this is perhaps

not surprising given that the patients were relatively asymptomatic at baseline. Due to

limitations of the study, for instance a lack of control group, it is difficult to decipher

whether findings were a result of the CBT or the group format. Low level of symptoms

in the treatment group may also have masked any changes. Nevertheless the results still

suggest that group CBT interventions may be of value for improving quality of life and

maintaining symptom stability.

Scott et al (2001) carried out a pilot study of CBT with a focus on relapse prevention. 21

bipolar I and II individuals in all phases of illness received cognitive therapy immediately,

with a further 21 acting as a waiting list control. The inclusion of patients with comorbid

personality disorders and histories of medication non-compliance made this a more

clinically relevant group of patients compared to other studies. The treatment was

broken down into education regarding bipolar disorder and introduction to the cognitive

model of bipolar disorder, with individualised formulations. Cognitive and behavioural

approaches to management of symptoms and dysfunctional attitudes were then

introduced. Unlike the Patelis-Siotsis and colleagues' (2001) study, Scott et al. found a

significant decrease in symptomatology in the intervention group after 6 months of CBT.

There was also a significant improvement in functioning, with a tendency for symptoms

and functioning to deteriorate immediately after therapy. Relapse rates showed a

significant reduction at 18-month follow up, with depressive relapse decreasing the most.

Scott and colleagues warn that while cognitive therapy for bipolar disorder helps

individuals manage their early warning signs, it will not prevent episodes from occurring.

Interestingly, after 6-months observation, the control group were then given CBT to
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assess within-person change. This group also showed similar improvement in symptoms

and functioning from pre- to post-CBT and had significantly fewer hospitalisations in the

12 months post-treatment compared to their 6-month waiting list period.

However, in a more recent RCT, Scott et al. (2006) were unable to replicate these

positive findings. They compared adjunctive CBT to treatment as usual in 253 participants

across five treatment sites. This time no significant differences were found between the

groups in recurrence rate, medication adherence, or symptom control. Further analysis

found that CBT was more effective in increasing time to recurrence in patients with

fewer than 12 previous episodes than in those with more than 12 episodes. The authors

of the paper suggest that CBT is not as useful for those at a late stage of the illness.

However considering that interepisode length often shortens as duration of illness

lengthens (Goodwin & Jamison, 1990), this finding may simply reflect the greater

chronicity of bipolar disorder over time (Basco et al., 2007).

New therapies with amendments to the traditional cognitive model are emerging. Ball et

al (2006) reported on a randomised controlled trial of cognitive therapy with emotive

schema focussed elements drawn from Gestalt therapy. The therapy is felt to be more

suitable for more rigidly held beliefs, self-defeating behaviours and avoidant coping styles.

In all 52 patients received either cognitive therapy or treatment as usual, the latter

consisting of usual GP or psychiatrist appointments. Results showed that the CT group

had a greater time to depressive relapse, although this difference was not significant at 12

month follow up when depression at baseline was controlled for. Depressive symptoms

decreased significantly at baseline but not at 12 month follow up. Manic symptoms

decreased over time but not significantly. It cannot be established from this design

whether the emotive techniques were of additive value. Compared with promising post-
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treatment results, the follow-up results suggest that benefits gradually diminished once

cognitive therapy was withdrawn. The authors suggest a need for booster sessions to

maintain the beneficial effects of therapy.

Vasile et al. (2007) were particularly interested in examining CBT used as an

augmentation strategy for bipolar depression. In a small trial 18 bipolar patients who

were currently experiencing a depressive episode serious enough to warrant admission

were randomly allocated into groups to receive CBT+ drug treatment or drug treatment

alone. Over 5 month follow-up the CBT group performed significantly better on various

measures including depression scores and global functioning. Also the onset of

antidepressant action was observed earlier in the CBT group (10.5 days compared to

17.5). The findings suggest that CBT is an effective adjunctive treatment when

administered during the depressive phase and not just during periods of euthymia,

although it is unclear which particular CBT strategies were employed.

Much like the psychoeducative studies, one difficulty in interpreting the results of these

trials is in the relative lack of external validity. Many of the studies are comparative

assessments of treatments in homogenous samples of patients, thus are not broadly

representative of clinical samples. Comorbid disorders are prevalent among individuals

with bipolar disorder, however rarely do studies examine the efficacy of psychological

treatments for dually diagnosed patients. In fact, comorbid disorders are often an

exclusion criterion for patients entering studies as they are thought to confound

treatment effects. However research has begun to emerge which takes into account the

complexity of this clinical population.
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Group CBT has been found to be useful for individuals with concurrent bipolar disorder

and substance dependence. Weiss et al. (2000) found in an open trial with Bipolar I and II

that those attending an "Integrated Group Therapy" were more likely to stay abstinent

from drugs and alcohol longer than those who did not attend. This is important as those

individuals with concurrent substance abuse have a poor prognosis. Past studies show

that in this group lithium response is poorer, suicide attempts are increased, length to

stabilization during hospital stay is longer, need for inpatients admission is increased,

relapse is higher, relapses are more severe, and non-compliance of medication is high

(Schmitz et al. 2006). The participants of the group decreased significantly in manic

symptoms and severity of alcohol-related problems, but these differences were not

maintained when age was controlled for. 12-20 weekly group sessions were offered.

Actual drug and alcohol use decreased but did not reach significance, suggesting a more

intensive therapy is required for this group. It was also unclear whether the patients fared

better because of integrated group therapy-specific content or whether they benefited

from sharing their experiences in a group format.

A similar group of researchers (Weiss et al., 2007) followed this study up with a

randomised trial of integrated group therapy versus group drug counselling for patients

with bipolar disorder and substance dependence. Integrated Group Therapy employs a

cognitive behavioural relapse prevention model which simultaneously addresses the two

disorders, whilst group drug counselling focuses on substance use alone. The study

compared 20 weeks of integrated group therapy or group drug counselling with 3

months post-treatment follow-up. Analysis revealed significantly fewer days of substance

use for integrated group therapy patients during treatment and follow-up. No significant

differences were found between the groups in the number of weeks ill with bipolar

disorder during treatment and follow-up. Interestingly, integrated group therapy patients
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had more depressive and manic symptoms than group drug counselling patients, a

somewhat paradoxical finding given that the major difference between the groups was

the integrated group therapy focus on mood. Several explanations have been offered to

account for this finding. It is suggested that the differences may reflect an increased level

of awareness of sub-syndromal mood symptoms among the integrated group therapy

participants rather than true changes in mood. It seems plausible that the group therapy

patients may have been able to identify and admit to these symptoms more readily since

part of the therapy stresses the importance of early recognition of mood symptoms. An

alternative explanation is that a reduction in substance abuse may worsen mood

symptoms in the short-term.

An outcome study carried out by Schmitz et al. (2002) evaluated the efficacy of CBT in

conjunction with pharmacotherapy for patients dually diagnosed with bipolar disorder

and substance use disorder. 46 outpatients were randomly assigned into 2 groups to

receive either medication monitoring (MM) and individual CBT or MM alone. The

medication monitoring was designed to resemble standard outpatient clinical practice for

the maintenance phase of bipolar disorder. It consisted of 4 clinic visits over 12 weeks to

adjust drug doses, refill prescriptions, and discuss compliance, side effects, drug use, and

mood symptoms. CBT consisted of 16 I-hour sessions aimed at reducing the probability

of relapse into a manic or depressive episode, substance abuse, or both by increasingly

the patient's self-awareness and ability to cope with high-risk situations. Almost double

the percentage of patients in the MM + CBT group completed treatment compared to

the MM group, with significantly higher session attendance in the MM + CBT group.

Although the 2 groups did not differ on substance use outcomes during treatment,

improvements were noted in the MM + CBT group with regards to medication

compliance and mood symptoms. However the compliance improvement did not reach
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significance and the mood improvements were not significant at every time period. The

authors blame high attrition rates for reducing the power to evaluate post-treatment

functioning.

Based on the encouraging results of studies into CBT for bipolar adults, Danielson et al.

(2004) formulated a model for CBT for adolescents with bipolar disorder, intended to be

used in conjunction with pharmacological treatment. Drawing on previous treatment

manuals, each weekly session followed the same structure including symptom and

homework review, agenda setting, teaching of new skills, and assigning new homework.

Over the course of 12 weeks the treatment also included aspects of psychoeducation and

family therapy. This intervention was later tested in a pilot study of 16 adolescents (aged

10-17) with bipolar disorder, with 8 enrolled in the CBT program and the other 8 in a

control group (Feeny et al., 2006). Results supported the feasibility of additional

psychosocial intervention. However sample size was too small to detect statistical

differences in efficacy.

3.2.3 Interpersonal approaches

Inter-personal and Social Rhythm therapy (IPSRT) was yet again developed as an adjunct

to long-term maintenance pharmacology. IPSRT adds a component targeting regularity in

social rhythm to interpersonal psychotherapy for unipolar depression. The basis for this

intervention was taken from Interpersonal Therapy for unipolar depression (Klerman et

al., 1984) and from the proposals of Goodwin & Jamison (1990) that suggested 3 routes

to acute episodes: i) medication non-compliance; ii) social rhythm disruption; iii) stressful

life events (Frank et al., 1997). There was also consideration of the role of social and

environmental 'Zeitgebers' in the development of episodes (Frank et al., 1999).
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Zeitgebers were proposed as persons, social demands or tasks that set the biological

clocks, and along with 'zeitstorers' (time disturbers - either physical, chemical or

psychosocial events) are proposed as having an influence on the course of the disorder

(Ehlers et al., 1993). One example of this would be of sleep loss and increased exposure

to light, which can trigger manic and hypomanic episodes (Wehr, 1989). The therapy

teaches patients about the relationship between mood and life events, while trying to

help individuals overcome denial and accept the lifelong recurring nature of the disorder.

It encourages individuals to develop stability in their daily routines. Monk et al. (1994)

found, in a sample of the public, that lifestyle regularity was associated with fewer sleep

problems and a stable circadian rhythm. Therapy should promote an understanding that

life stress and the environment impact upon the onset of mood disorder symptoms, and

that mood disorder symptoms in turn impact upon life stress and the environment. IPSRT

aims to develop ways of maintaining standardised daily routines, particularly sleep/wake

cycles when stressful events arise. At the same time it also addresses sources of

interpersonal stress, in the same way as interpersonal therapy would do. Wulsin et al.

(1983) described the difficulty that individuals often have in maintaining relationships and

in negotiating conflict.

IPSRT combines interpersonal and environmental factors, thus covering a number of

psychosocial risk areas. IPT has been found to be effective in lengthening the time

between episodes (Frank et al., 1990) and in reducing relapse in the maintenance of

recurrent depression (Frank et al., 1991). In a randomised controlled trial in individuals

with dysthymia comparing the anti-depressant Sertraline, IPT and the Sertraline and IPT

combined found that the Sertraline alone and combined groups showed more

improvement in depressive symptoms than the IPT alone group. (Browne et al., 2002).
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In a randomized controlled trial of IPSRT (Frank et al., 1997) 38 acute Bipolar I patients

participated. In total 18 participants received IPSRT intervention and a standard Clinical

Status and Symptom Review Therapy (CSSRT), and 20 received CSSRT alone. CSSRT

incorporated intervention aimed at treatment adherence including education on

mechanisms of action, side effects and importance of regularity. No specific methods of

self-management are discussed in the paper. Over the 52 weeks of treatment all patients

completed the social rhythm metric. Scores from the metric were analysed. Individuals

receiving CSSRT showed no significant changes in the stability of their social rhythms

implying that simply monitoring social rhythms is not sufficient. Those receiving IPSRT

however showed increases in their social rhythm stability. No differences were found

between the two groups in symptomatology. So although impacts were made upon social

rhythm stability, these changes did not impact significantly upon symptom levels.

A randomized controlled trial of IPSRT as a maintenance therapy was conducted (Frank

et al., 1997, 1999). Patients either received IPSRT or intensive clinical management (ICM).

Initially patients were enrolled in one of the two therapies while they were experiencing

an acute affective episode. When individuals were stable they were reassigned to either

IPSRT or ICM preventative therapy. Medication was provided, initially in the acute phase

a mood stabilizer was started, and other medications added as necessary. When the

patient was stabilized if possible all medications bar the mood stabilizer were withdrawn.

Preventative treatment included bi-weekly sessions over a period of 12 weeks, then

monthly sessions for 2 years. Due to the dual randomization process it was possible that

patients could either maintain the same therapy they had in the acute phase or switch.

They found that participants who experienced switches in their treatment were

significantly more likely to experience a recurrence than those who maintained the same

treatment. There was no measure of outcome other than symptomatology and
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recurrence. Members of the IPSRT group recovered more quickly from a depressive

episode relative to those receiving crisis management, however there were no

differences in relapse rates between the groups staying with the same therapy in both

phases, i.e. those that received either ICM for both phases, or IPSRT for both phases.

Increases in stability of routine were used as explanations for outcome; however there

was no measurement of this.

Rucci et al. (2002) carried out a similarly designed 2-phase study examining the efficacy of

pharmacotherapy with adjunctive IPSRT. Again pharmacotherapy was guided by an

algorithm with the goal of reducing the use of all drugs other than lithium in the

maintenance phase. The main outcome measure in this study was rate of suicide

attempts. Overall 175 patients with bipolar disorder entered the study during an acute

episode. Participants were treated acutely with a combination of pharmacotherapy and

one of two levels of psychotherapy: IPSRT, which included help in regularising daily

routines; or ICM, involving regular visits with empathic clinicians. Like the above study,

participants were treated in the acute phase until stabilised, then were randomly

reassigned so they could maintain the same therapy they had in the acute phase or

switch. Data on prior suicide attempts were obtained retrospectively from interviews.

Patients experienced significant reductions in the rate of suicide attempts during both the

acute and maintenance treatment phases compared with the pre-treatment phase (3- and

17.5-fold reductions respectively). Of particular clinical relevance, no patient with a prior

history of suicide attempt made a suicide attempt during the trial, although 5 other

patients did make an attempt. Of these 5 patients, 4 were receiving ICM in the acute

phase and I was receiving IPSRT in the maintenance phase. These figures point towards a

proposal that IPSRT may have effects on suicidal behaviour over and above those of ICM.
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However the small number of suicide attempters yielded low power for analysis and

there were no significant mode-specific differences in the rates of suicide.

A more recently published account of a 2-year preventative maintenance phase of IPSRT

(Frank et al., 2005) followed on from their previous randomized controlled trial of IPSRT

for acute episodes. In total 175 patients received either IPSRT of Intensive Clinical

Management (ICM). They were randomized into four possible treatment strategies.

Patients either began IPSRT in the acute stage of their illness or ICM. Again they then

continued with the same treatment into the maintenance stage or changed to the

alternative treatment strategy. Participants were seen weekly in the acute phase until

stabilized. In the preventative maintenance phase patients were seen every other week

for 12 weeks, then monthly until the end of the 2 years. They found those patients who

received IPSRT in the acute phase of their illness had a significantly longer survival time;

being more likely to remain well for the two years of the preventative maintenance

phase. This positive effect of acute IPSRT appears to have been mediated by the stability

achieved through increased regularity of social routines. There was no significant effect of

treatment type in the maintenance phase. Interestingly the study also found there was a

negative effect of co-morbid medical conditions on time to remission, well time following

remission, and levels of inter-episode sub-syndromal symptoms. Frank and his colleagues

also found that patients with co-morbid medical conditions receiving ICM benefited more

than if they received IPSRT, possibly due to the increased focus on somatic problems.

A number of factors may influence the success of treatment. One mediator in treatment

success is quality and specificity of delivery. The more specific the IPT in recurrent

depression, the greater the time to relapse (Frank et al., 1991). Research is required to

investigate the effects of quality and specificity of IPT for bipolar disorder.
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A recurring criticism of trials of all the types of psychological interventions examined in

this review has been the lack of varied samples including e.g. comorbidities. Again for

IPSRT it is only recently that studies have begun to include more clinically relevant

subgroups. Swartz et al. (2005) recognised the unique challenges posed by patients with

bipolar disorder and comorbidities. They explored the potential benefit of IPSRT in

patients with bipolar I disorder and co-morbid borderline personality disorder (BPD).

Interestingly, this study enrolled patients who were currently in an affective episode

rather than a period of euthymia. The main outcome measure was time to stabilisation.

IPSRT was specifically chosen above other types of intervention because it incorporates

strategies specific to the management of acute affective episodes. In addition to this it is

designed to address many of the symptoms intrinsic to both bipolar disorder and BPD.

Overall 58 patients with bipolar disorder and 12 patients with bipolar disorder and BPD

received IPSRT and medication. Only 25% of the bipolar+BPD patients achieved

stabilisation compared with 74% of the bipolar-only patients. Those in the bipolar+BPD

group that did stabilise took 34, 96, and 97 weeks respectively to stabilise, whilst those in

the bipolar-only group took an estimate median time of 34.7 weeks. Both groups

improved in symptom severity over time. It is difficult to know what conclusions to draw

from the results of the study as many potential confounding factors were at play. The

dropout rate in the comorbid group was high for various reasons. The patients were all

experiencing at least their third affective episode making this a fairly chronic group. The

bipolar+BPD group had more depressive symptoms at baseline which may have

contributed to longer time to remission. This lack of a control group e.g. bipolar+BPD

patients receiving pharmacotherapy alone, makes the effect of IPRST difficult to evaluate.

However, the fact that despite not fulfilling criteria for remission many bipolar+BPD
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patients remained in treatment for a long period of time and improved significantly in

symptomology, the benefit of IPSRT is perhaps indicated. The authors suggest that a

hybrid psychotherapy designed specifically to address the needs of this population and

their unique characteristics may lead to better outcomes.

3.2.4 Family Therapy approaches

The development of family therapy like the other therapies was motivated initially to aid

medication compliance (Miklowitz & Goldstein, 1990). However it has also been

influenced by the research into Expressed Emotion (EE) in family environments. EE is

thought to consist of critical comments from relatives, hostility and emotional over-

involvement (Brown et al, 1958). EE has been highlighted as a psychosocial risk factor in

the development of Bipolar Disorder, and more broadly as a general predictor of

outcome in a number of psychiatric disorders, especially schizophrenia, where strong

relations between EE and outcome have been found (Butzlaff & Hooley, 1998). Research

into family therapy for schizophrenia has had good results, with decreases in

hospitalisation time, lower levels of family burden (Xiong at al., 1994), increases in

functioning and improved family attitudes (Glick et al., 1985; Haas et al., 1988), decreases

in expressed emotion, symptomatology and in relapse rates (Leff et al., 1982; Falloon et

al., 1982; Hogarty et al., 1986; Tarrier et al., 1988; Leff et al., 1989).

As discussed in more detail in Chapter 2 above, in bipolar Disorder higher rate of relapse

has been associated with higher levels of EE within a family, particularly in the post

discharge period (Miklowitz et al., 1988). The direction of causality is difficult to ascertain

and relapse could indeed be predictive of high EE rather than vice versa. (Reinares et al.,

2002). Honig et al. (1995, 1997) found that levels of EE decreased, although not
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significantly, in individuals taking part in a multi-family psychoeducational intervention.

Low EE was in turn associated with a lower rate of relapse and previous admissions,

suggesting that reducing high expressed emotion is an important goal of any family

intervention.

Family therapy is holistic and focuses on maximising positive communications within the

family, functioning within the family and coping following a bipolar episode. As a

consequence most family therapy treatments are psychoeducational in form; they teach

family members about the nature of the disorder, available treatments, and acceptance of

relapse, effective communication and problem solving (Miklowitz & Hooley, 1998). An

understanding of the extent of the burden that is placed on the families of individuals with

Bipolar Disorder is necessary. This burden is present in a number of domains including

social, leisure, and financial. Therapy not only aims to reduce relapse in the patients but

to be protective of the mental health of the family members (Reinares et al., 2002).

The relative success of Family Focused Therapy (FFT) with treatment as usual has been

the subject of research. Miklowitz & Goldstein (1990) first developed their family

treatment package from the model developed by Falloon and colleagues (1984) with

schizophrenia patients. It is a home-based psychosocial treatment built of

psychoeducation, communication skills and problem-solving skills. In Miklowitz &

Goldstein's (1990) study there were 21 one-hour sessions over 9 months in a home-

based setting. Outcome was measured on the basis of relapse. They found that I 1% of

the treatment group relapsed over the 9 month period compared to 61% in the control

group. The study was limited by its small sample size and unequal group sizes, making it

difficult to generalise the findings. Family therapy was more effective when it was more

flexible, less didactic and directed at higher functioning individuals.
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Clarkin and colleagues (1990) reported in a series of papers on a randomized controlled

trial of 'Inpatient Family Therapy' in addition to standard hospital treatment. (Haas et al,

1988; Spencer et al; 1988; Clarkin et al, 1990; Glick et al., 1991, 1993). Therapy was

designed to improve family attitudes towards the patient and towards their treatment,

thereby increasing treatment compliance. The study included 50 individuals who had a

variety of diagnoses under the general umbrella of major affective disorder. The

treatment group were compared with a group who received standard hospital treatment

only. Interestingly, at 6 months and 18 months after therapy, bipolar patients showed a

better outcome while unipolar individuals did better without it. It was hypothesized that

this finding was due to some similarities between bipolar illness and schizophrenia, the

latter of which the therapy was originally designed for. Analysis of mediating factors found

that psychosocial treatment compliance and reduction in family rejection of the patient

were both correlated with good outcome (Glick et al., 1991). The study must be

interpreted with caution, as this was a relatively small sample, with only 21 participants

having bipolar disorder.

Simoneau et al. (1999) compared a family-focused psychoeducational therapy with crisis

management with a naturalistic follow-up both with maintenance pharmacotherapy. They

specifically examined the effects of the intervention on family communication and

problem solving. FFT increased positive non-verbal interactions compared to the crisis

management group, but did not have a corresponding decrease in negative interactional

behaviours. Verbal behaviour was not affected. Symptomology improved in the FFT group

in comparison to the crisis management, an effect found to be mediated by the increase

in positive nonverbal behaviours. A later small randomised controlled trial of

psychoeducation with relatives (Reineres et al, 2004) found the treatment reduced the
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burden of the caregiver. Similarly, a trial of cognitive-psychoeducational therapy with

bipolar patients and their relatives reduced objective burden, high expressed emotion and

depressive symptoms of the relatives at I year follow up (Bernhard et al., 2006).

However, there have also been negative results. A trial of psychoeducational multifamily

group therapy in Bipolar I patients found no difference in time to recovery (Miller et al.,

2004). However, this study did not consider other outcomes such as functioning and

relapse.

Mikowitz and his colleagues reported on relapse rates in the same study (Miklowitz et

al., 2000) using the same 9 month Family focused treatment paradigm designed by

Miklowitz & Goldstein (1990). At 2-year follow up they found I-year survival rates

(without relapsing) of 71% in the Family focused treatment group and 47% for the

treatment as usual group. Family focused therapy was found to significantly reduce the

time to relapse. This improvement was maintained when severity and polarity of acute

episode at entry, inpatient status, the number of lifetime episodes and various

demographic variables were controlled for. There was a significant improvement in

symptoms in the treatment group, with individuals in depressive phases benefiting most

from the intervention. However when EE was used as a covariate there was still a main

effect of treatment but there was no main effect of EE and there was no significant

interaction. The study was limited as there was no control for the increased contact the

treatment group had with services. The study also required that the group had to be

compliant with medication and this compliant nature may have meant that the group was

not truly representative of the bipolar population. The above study was strengthened by

its consideration of long term outcomes. Outcomes over a further one year period were

looked at for the above study (Miklowitz et al., 2003a). Overall results suggested that
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manic and depressive symptoms may be influenced by different constellations of risk and

protective factors.

Interventions specifically for spouses have also been developed. Van Gent & Zwart (1991)

compared the outcome of five sessions of psychoeducation in partners of 14 bipolar

patients with 12 partner controls who did not attend therapy. The aims of psychotherapy

were stated as increasing partner's knowledge of the disorder, medication and social

strategies. Knowledge was found to increase, however measures of interactional problem

solving, psychosocial problems and patient's compliance did not change.

Similarly, Clarkin and colleagues (1998) allocated 19 patients to receive medication and

marital therapy and 23 received medication alone. The marital therapy was carried out

over I I months and consisted of 25 sessions. The content of the sessions was

psychoeducational in nature. The authors found those who received the therapy showed

greater improvement in overall functioning and greater medication adherence; therapy

did not improve symptom levels over and above the improvements due to the

medication. However the sample was small, consisting of a narrow group of bipolar

patients in their middle age who had been married for on average 17 years. The sample

may not have been representative of the bipolar population and may not have been likely

to benefit significantly from the intervention.

A pertinent question is whether family therapy, with its associated difficulties in

organisation and compliance, is superior to individual therapy? Rea et al. (2003) carried

out a study comparing family-focused and individual therapy. On the whole 53 families

participated with 28 in the family-focused treatment and 25 in the individual treatment.

The therapy was conducted for 21 sessions over a 9-month period, and a follow-up was
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conducted I year post treatment. They found 28% of patients in the Family-focused

treatment relapsed in the post-treatment year compared to 60% in the individual

treatment. They also found only 12 % of patients in the family-focused treatment were

rehospitalised compared to 60% in the individual treatment. The authors suggest a

protective effect of family therapy against hospitalisation at times of relapse. A further

finding during treatment suggested that Family Therapy protected individuals with poor

premorbid adjustment from relapse. Such protection was not found with individual

treatment. Findings from the study are supportive of family-focused therapy as an

effective psychosocial treatment for outpatient care. As with previous studies there was

no adequate control for increased contact and it did not include medication refusers.

Also in future studies it would be relevant to examine the levels of expressed emotion in

the families. It may be that family therapy is better for high EE families only. This is

certainly an area worthy of future investigation.

Few treatments have focused on the therapeutic needs of both the patient and family

needs. Aiming to reduce family burden and reduce expressed emotion in the family,

Bernhard et al. (2006) established a hospital based cognitive-psychoeducational program.

Sixty-two patients attended 14 sessions of group therapy, and 49 relatives received 2

psychoeducational workshops of 4 hours each. Most of the patients began the group after

an acute episode. There were significant improvements in patients' knowledge of bipolar

disorder, a significant reduction in symptom related burden after the intervention and at

I year follow-up, and in expressed emotion and objective burden at I year follow-up.

The results are limited by the lack of control group. As the authors state, minor

symptoms still present may have affected relatives' burden and attitude toward the

patient.
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A recent development has been the integration of individual family therapy with

interpersonal and social rhythm therapy; both therapies target important risk factors in

the development of bipolar disorder including EE, stressful life events and social rhythm

disruptions (Miklowitz et al., 2003b). One open-trial has been carried with patients

following an acute episode. It included up to 50 weeks of individual and family therapy

combined with mood stabilising medication. Comparisons were made with a group

receiving a standard community care package (2 family education sessions, mood-

stabilising medication and crisis management) from a previous study. They found

individuals receiving the integrated therapy had a longer time until relapse and greater

reduction in depressive symptoms over a I year period than those receiving standard

care. However the actual quantitative difference in relapse (30% in IFIT and 39% in CM)

was non-significant. It would be useful for the results of this study to be replicated with a

randomised controlled trial where amount of contact with services are controlled for.

Research into family therapy for schizophrenia has found that multi-family groups are

superior and more cost effective to individual family therapy in reducing relapse

(McFarlane, 1990, 1994). However in bipolar disorder the only study in the literature to

compare multi-family group therapy with individual family unit therapy (Miller et al., 2004)

found no differences between the groups in the proportion of patients who recovered or

in time to recovery. Nor did these two groups differ from the control group of

psychotherapy alone. It seems the outcome measures were insufficient to detect a

difference between the groups but perhaps additional measures such as psychosocial

functioning or quality of life may have drawn some more positive findings. Further

research is needed to compare the outcome of individuals attending multi-family groups

versus individual family unit therapy.
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Similar to the other therapies, it is once again the case that studies examining the role of

FFT in more diverse groups of bipolar patients are uncommon. However, in FFT there is

a body of research pertaining to children and adolescents with bipolar disorder; more so

than for other types of intervention. Perhaps this is because family therapy seems a

logical and appropriate treatment for these groups given that they typically live with

relatives who are responsible for their care.

Most of the work on FFT for childhood bipolar illness has been carried out by Fristad and

colleagues. Based on previous studies with adults, Fristad et al. (1996) developed

adaptations to family psychoeducation to make it developmental^ appropriate for families

of children and adolescents with mood disorders. This program was further developed

and tested by Fristad et al. (1998). Pilot data from families of 3 children and 6 adolescents

indicated a strong endorsement of the program. Family members reported increased

understanding of the disorder and drug treatments, increased awareness of family

interactions, and believed the sessions covered appropriate material well. It should be

noted that this small study included children and adolescents with all types of mood

disorder so the results are not related to bipolar disorder alone.

Fristad et al. (2002) followed this pilot study up with a randomised controlled trial

involving 35 children aged 8-1 I years and their parents. Families were randomized into

immediate Multifamily Psychoeducation Groups (MFPG) plus treatment as usual (TAU) or

wait-list plus TAU. Both groups contained children with bipolar disorder and major

depressive disorder. The group format allowed parents to meet other parents dealing

with the unique pressure of bringing up a child with a mood disorder and gain support

from each other. Clinical impressions suggested that combining families of children with

bipolar and depressive illnesses is feasible and potentially beneficial. Immediately and 4
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month-post treatment, both sets of families described having gained knowledge, skills,

support, and positive attitudes during treatment. Miklowitz et al. (2004) have also

developed a family focused treatment for adolescents with bipolar disorder. An open trial

with 20 bipolar adolescents found that FFT developed for adolescents and

pharmacotherapy was associated with improvements in depressive symptoms, mania

symptoms, and behavioural problems over I year.

Aside from the work carried out with children and adolescents, studies examining the

role of FFT in other subgroups of bipolar patients are rare. Miklowitz & Taylor (2006)

present a review of FFT in the treatment of suicidal bipolar patients. They describe how

the 3 elements of FFT (psychoeducation, communication skills training, and problem

solving) can be adapted to address the specific needs of suicidal bipolar patients. The

main goals of the intervention are to help the family to understand that suicidal feelings

and behaviours are part of the pathophysiology of the disorder but are also under

environmental control to a certain extent. The family are encouraged to become involved

in the development and implementation of a suicide prevention contract in which

environmental triggers are identified and what each person should do if a trigger arises.

They present a single case study to illustrate the application of their modified FFT but, to

date, no trials address this subgroup directly.

One of the particular benefits of FFT is that it can begin early on in the treatment of a

patient with bipolar disorder and can be continued during acute phases. During this time

the severity of the patient's symptoms may mean they are not stable enough to tolerate

much therapy, but much psychotherapeutic work can be done with the family (Basco et

al., 2007).
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3.2.5 Long term and psychiatric management issues

Although an attempt has been made in this review to examine the different types of

psychological interventions separately, many of the studies reviewed above integrate

more than one component in their approach. Psychoeducation in particular seems to

play a role in most interventions, whether the authors acknowledge it or not. Even in

studies of interventions clearly stated as psychoeducational, treatments delivered with a

large number of sessions probably incorporate other therapeutic elements (Rouget &

Aubry, 2007). This makes it particularly difficult to tease apart what is actually causing the

therapeutic effects. How do we know which processes are contributing and indeed what

their contribution really is? Rouget & Aubry (2007) concede that this issue cannot really

be resolved given the overlap of the various interventions. Their review is the only one in

the literature to examine the efficacy of an intervention (psychoeducation) by

distinguishing between different therapeutic targets, rather than classifying studies by the

type of approach.

Recent studies have introduced a multicomponent care program incorporating elements

adapted from several types of psychological intervention. Simon et al. (2002; 2005; 2006)

evaluated a multi-program care management program in a large sample with minimal

exclusion criteria. The program included five core elements of care planning, monthly

telephone monitoring, feedback, a structured group psychoeducational program, and

support, education and care coordination, all delivered by a nurse care manager. The

assessment and care planning involved the nurse care manager developing a collaborative

treatment plan including early warning signs of mood episodes and coping strategies for

responding to these signs. The telephone monitoring involved monthly calls to complete

ratings scales and support patients' self-monitoring. Following each call feedback was then
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given to the usual treating mental health providers (psychiatrists and psychotherapists).

The group psychoeducational program was adapted from Bauer and McBride's Life Goals

Program (Bauer & McBride, 2003) which included the creation of a self-management plan

with prodromes and coping strategies. Phase 2 of the Program involved a structured

problem-solving format to focus on accomplishment of specific life goals. The treatment

group was compared with treatment as usual. The intervention group had significantly

lower mania scores in the 12- (2005) and 24- (2006) month follow-up periods and spent

significantly less time in hypomanic or manic episodes. Depression declined over time for

both groups but the two groups did not differ significantly in depression scores across

the follow-up period. These polarity findings replicated those found by Perry et al. (1999).

The authors suggest that the incorporation of more specific cognitive and behavioural

content may be necessary to achieve improvements in depressive symptoms. This

randomised trial differed from others in the inclusion of patients with a range of baseline

symptoms, thus providing a more realistic idea of effectiveness in the clinical population.

However the benefits of the intervention program were limited to patients with

significant baseline mood symptoms suggesting that this level of input has limited benefit

to those who fare well with usual care.

Bauer et al. (2006a,b) identified a need for an intervention to (a) accommodate severely

ill patients with comorbidities, typically excluded from trials, (b) minimise variability of

care provided, and (c) minimise system-related barriers, allowing providers and patients

to come together for illness management. They created a care model based on the

lithium clinics of the 1970s and enhanced by principles of chronic care models for medical

illnesses. The intervention was team-based and consisted of three components to address

patient, provider, and system aspects of care. To improve self-management skills

participants were enrolled in psychoeducation, with focus on personal symptom profiles,
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early warning symptoms, and triggers. Simplified clinical practice guidelines were provided

to offer guidance to providers for drug treatment decision making and were regularly

updated. Finally a nurse care coordinator was used alongside the psychiatrist to improve

continuity of care and information flow.

An early pilot study (Bauer et al., 1997) showed promising results, with patients reporting

greater treatment satisfaction compared to baseline measures, high adherence to the

intervention program after one year, and reduced days spent in psychiatric hospital

compared to the year prior to treatment. In total 330 participants were randomly

allocated to the intervention group or treatment as usual in the larger study (2006a,b)

and outcome data was collected for 306. Follow-up over three years was completed by

80% of participants, with no difference between intervention and treatment as usual

groups. Results showed that the intervention significantly reduced weeks in affective

episode, primarily mania, consistent with the findings of the other multicomponent care

program (Simon et al., 2006). Broad-based improvements were demonstrated in overall

social function, mental quality of life, and treatment satisfaction, despite no significant

reductions in depressive symptoms. Two possible explanations are offered for this

finding. The first is that reductions in mania and modest reductions in depression were

sufficient for significant functional gains. However this is unlikely as studies indicate that

ongoing depression is the strongest correlate of functional deficits in bipolar disorder

(Bauer et al., 2001). The second explanation proposed is that the combination of

psychoeducation and facilitated collaboration with providers may have helped participants

to manage their lives more effectively despite ongoing depressive symptoms. The authors

purport that multiple components contributed to the findings. Treatment satisfaction was

also higher in the intervention group from six-months onwards. Interestingly, no
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significant positive effects on symptoms or general functioning were evident at the end of

year one, highlighting the long-term rather than short-term benefits of therapy.

Continuing the trend for multicomponent care packages, the Systematic Treatment

Enhancement Program for Bipolar Disorder (STEP-BD, Sachs et al., 2003) is a unique

public health initiative designed to examine the effects of various treatments and their

impact on bipolar disorder in the community. It represents the largest treatment study of

bipolar disorder ever performed. The overall program combines a large prospective

naturalistic study and a series of RCTs that share a battery of common assessments. It

explores the effects of psychosocial interventions on community samples of patients

followed naturalistically, thus meeting the challenge of being an effectiveness study in a

broadly representative sample. As well as ensuring wide heterogeneity of the bipolar

spectrum (with virtually no exclusion criteria for the overall program), this program was

designed to try and bridge the gap that can occur between RCTs and the treatment of

patients in clinical practice. The overall study design allows the results from methods that

enhance internal validity to be compared with those that enhance external validity (Sachs

et al., 2003).

All participants in the STEP-BD Program receive standard care pathway (SCP) treatment.

In addition, participants may also receive randomised care pathway (RCP) treatment with

one of three psychotherapies: CBT; FFT; or IPSRT. Randomised patients complete 30

sessions over 9 months in the care package, then return to SCP. Patients can only enter

each randomised intervention once, but remain eligible for other RCPs after they return

to standard care.
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As well as measuring treatment effectivenss, the program has the objectives of estimating

costs and quality of life outcomes of both acute treatment and long-term management

strategies. The study also aims to assess the prognostic impact of comorbid conditions

and examine various complexities within the illness itself. The program has so far yielded

numerous publications with promising results which have been examined throughout this

review (e.g Perlis et al., 2004, 2006). In particular, as noted by DePaulo (2006), the

outcomes reported in the Perlis et al. (2006) paper are better than those reported by

similar scale effectiveness studies of schizophrenia (CATIE, Lieberman et al., 2005) and

major depression (STAR*D, Trivedi et al., 2006).

The implementation of these large multicomponent treatment programs is evidence of a

shift in recent research from efficacy programs to effectiveness research in the bipolar

population. The consistency of findings between the studies led by Simon and Bauer,

conducted concurrently among different populations and systems, supports the feasibility

and effectiveness of such care models. Most importantly a shift has also occurred from

simply measuring outcome in terms of symptoms and medication adherence, to more

viable outcome measures such as functional recovery. However because of the various

psychological elements making up the intervention package it may be difficult to tease

apart the particular cause of improvement. One of the limitations of different

interventions being used together meant one cannot separate the respective efficacy of

each (Gonzales-Pinto et al., 2004).

3.3 Summary

There is consistent evidence in the literature supporting the role of psychoeducation,

cognitive-behavioural therapy, family-focussed therapy and IPSRT in the treatment of

bipolar disorder. They have targeted relapse, prevented hospitalisation, reduced
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symptoms, and improved functioning. However, authors have pointed to the variability in

outcomes as pointing to a need for further quality large-scale randomised controlled

trials (Gutierrez & Scott, 2004). It is not yet possible to say conclusively which type of

episodes each therapy best targets, and at what stage of the illness is the therapy best

used. However, CBT trials overall have been more successful at targeting depressive

episodes, and IPSRT/FFT at manic episodes. Miklowitz and Craighead (2001) suggest the

combination of these therapies would therefore make sense. Given the mounting

evidence that shows that residual symptoms are significantly associated with shorter time

to relapse, targeting subsyndromal symptoms in maintenance treatment may also

represent an opportunity to reduce risk of recurrence (Perlis et al., 2006; Paykel et al.,

2006).

In general there has been an over reliance upon symptom measures to determine efficacy

without considering the psychosocial and psychological theoretical concepts that have

influenced the development of the therapy. Also neglected are changes in general

functioning outcomes and quality of life.

Numerous studies have reported deficits in quality of life among individuals with bipolar

disorder (e.g. Cooke et al., 1996; Robb et al., 1997; Leidy et al., 1998; Arnold et al., 2000;

NacQueens et al., 2000; Vojta et al., 2001; Yatham et al., 2004; Sierra et al., 2005).

Quality of life encompasses those aspects of life that make it particularly fulfilling and

worthwhile (Akvardar et al., 2006). These extend beyond traditional symptoms and

include subjective feelings of wellbeing, satisfaction, functioning and impairment (Quilty et

al., 2002). Bipolar disorder can adversely affect most aspects of life, particularly physical

and psychological aspects as well as social, occupational, and economic status. Although

poor quality of life has been shown to have a strong relationship with depression (Vojta
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et al., 2001; Zhang et al., 2006), the long-term effects usually remain despite remission of

symptoms. Sierra et al. (2005) found that quality of life was significantly lower in a group

of euthymic patients compared to controls on all 8 subscales of the SF-36 questionnaire

(adapted for Spanish, Alonso et al., 1995; Original SF-36 by Ware et al., 1993). The 8

subscales encompass health concepts important to quality of life including physical

functioning, role limitations due to physical health, bodily pain, general health, vitality,

social functioning, role limitations due to emotional problems, and mental health.

Caryell et al. (1993) found that even when patients have been symptom free for up to 2

years, psychosocial impairment was highly apparent and not diminished by the symptom

free period. Furthermore, these residual quality of life issues may in fact be sufficiently

stressful to precipitate a relapse (Akvardar et al., 2006). The impact of quality of life

issues should not be undervalued, and psychosocial measures may be considered as more

viable outcome measures. Relapse is almost a rule but increases in ability to cope with

these relapses may reduce their impact and duration, thus increasing measures of quality

of life. Researchers have started to recognise that effective treatment may be more

importantly measured on the basis of functional recovery and not on symptomatology

(MacQueen et al., 2001; Miklowitz & Johnson, 2006).

There is a dearth of study targeting psychological interventions for prodromal individuals

at high risk of developing bipolar disorder. Henin et al. (2007) found that bipolar disorder

in adults is frequently preceded by childhood disruptive behaviour and anxiety disorders.

Many of these childhood disorders may persist into adult life and can complicate the

course of bipolar disorder in adulthood, although further investigation is required to

clarify their true impact. The authors of this study suggest it may be important to identify

and target childhood disorders as antecedent conditions or early manifestations of
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bipolar disorder. Increased knowledge of the early expression and development of the

disorder may help the development of specific preventative and early intervention

strategies. Given that many at risk individuals are adolescents this makes investigation of

family risk and protective factors i.e. EE, family functioning, particularly relevant to the

design of appropriate early interventions. Another high risk group of people are patients

who have experienced a depressive episode but have not (yet) attracted a diagnosis of

bipolar disorder as they have not had an episode of (hypo)mania. The polarity of first-

episode tends to be depressive (see introduction) and crucial work could potentially be

done in the pre-diagnosis 'waiting' period by investigating further developmental markers

and common prodromal features.

As well as the growing evidence that psychological interventions are effective for treating

bipolar disorder, it seems that they are gladly received by patients too. Surveys of patient

organisations in the US and the UK reveal that patients are keen to receive both self-help

and psychological treatments in addition to drug treatment (Lish et al., 1994; Hill &

Shepard, 1996). Psychological therapies are popular with many patients because they

promote self-efficacy — the patient is doing something themselves to increase control of

their problems (Morriss, 2006). Patients complain bitterly about side effects of drug

treatments and low compliance shows that alternatives are not just needed but are also

hugely sought after. The benefits of being an appealing treatment that patients strongly

desire may include increased compliance and subsequent enhanced effectiveness. On the

other hand, participation rates in some intervention programs are nevertheless

moderate, suggesting not all patients find this type of intervention appealing. Even et al.

(2007) investigated the characteristics of patients who were willing to participate versus

non-participants of a psychoeducation program. They found that the older, the less

educated, those who had less knowledge about their treatment, and those with a more
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external locus of control were less likely to take part. Paradoxically these are the patients

who perhaps need it most. It is important to note that all patients were euthymic when

approached to take part in the program so it is unlikely that mood symptoms affected

their decision to take part. The groups showed no significant differences in terms of

gender ratio, depression scores, duration of lithium treatment, attitude towards lithium,

or time since last episode. There is scope for further research to elucidate what factors

put people off from participating in intervention programs, and subsequent development

of methods to encourage them.

It should be taken into consideration that many of the interventions described in the

studies above involve extensive hours of therapy with highly trained therapists. This

evidently places high strains on NHS resources and restricts their potential availability.

Only recent studies have examined the cost-effectiveness of their interventions. Lam et

al. (2005b) found there was a high probability of cognitive therapy being cost-effective for

individuals with bipolar I disorder over a 30-month period. Lesser costs of treatment

were due to an increased number of illness free days, and therefore a lesser load on

standard psychiatric services. Bauer et al. (2006b) found their collaborative care

intervention to be cost neutral with costs of intervention again being offset by reductions

in inpatient costs. In a global study, Chisholm et al. (2005) measured the cost-

effectiveness of clinical interventions for reducing the burden of bipolar disorder. They

found that community-based treatment with Lithium and the addition of psychosocial

care was most cost-effective in both developing and developed sub-regions. Furthermore

this study confined the effects of psychosocial treatment to improving drug adherence so

the true cost-effectiveness of psychosocial intervention was perhaps underestimated.

However not all studies have investigated whether their interventions are so cost viable.

Lobban et al. (2007) highlight the need for interventions to be offered in more cost-

effective ways. They have devised a trial assessing the feasibility of training CMHT care

174



Psychological Interventions

coordinators to offer enhanced relapse prevention for individuals with bipolar disorder.

Results have not yet been published but the authors hope they will indicate that this is a

workable approach.

Another potential way to make interventions more widely available is the use of groups

in therapy. Group treatments could be a cost-effective alternative to individual therapy,

which requires many hours of therapist contact. Some patients benefit from group work

as it helps them to accept their disorder, interact together, and feel less stigmatised in

the company of others also dealing with the illness. They may also bounce ideas off each

other and acquire new ways of managing their illness through sharing their experiences.

This was confirmed by patients taking part in the Life Goals Program open study (de

Andres et al„ 2006) who acknowledged they were especially satisfied with the advantages

stemming from group interactions. The benefits of group therapy for sharing ideas and

support were also expressed in the Palmer & Williams study 1995).

Despite the benefits of group therapy, studies comparing group versus individual therapy

in most of the above interventions are limited and findings largely anecdotal. This is an

area of research open to future exploration, specifically, is either therapy more effective

than the other? What are the respective adherence rates? Which do patients prefer?

The interventions examined in this review focus on treating the affective symptoms of

bipolar disorder and the development of skills to deal with psychosocial stressors. To

date, no studies examine interventions specifically for psychosis in bipolar disorder.

Studies suggest that psychosis is present in up to 75% of manic patients (Tohen et al„

1990). There are studies which examine the role of psychological therapy in psychosis,

but not many differentiate between psychosis in the context of bipolar disorder from
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psychosis in a background of schizophrenia/schizo-affective disorder. It is debateable

whether this distinction in necessary and there is much discussion in the literature,

outwith the scope of this review, regarding the dichotomy versus spectrum debate.

Psychological services in particular have shown a trend for treating symptoms rather than

diagnoses. Numerous questions emerge, such as do patients with bipolar disorder

experience different types of psychotic symptoms? For example are they more likely to

experience mood congruent delusions/hallucinations? Given that patients are more likely

to experience psychotic symptoms when manic, are they thus related to affect? Are there

different mechanisms behind bipolar psychoses? Does this indicate a rationale for

different treatment? Macmillan et al. (2007) examined the proportions of all diagnoses in

people presenting to an early intervention in psychosis service in Norfolk and compared

symptoms and outcome between diagnostic groups. They found that bipolar disorder

accounted for around 20% of referrals, which they deemed a significant proportion.

Patients with psychosis and bipolar disorder showed significantly lower rates of negative

symptoms than other psychoses groups and better social functioning. Negative symptoms

were found to be the only significant predictor of outcome at I-year follow-up. They

concluded that diagnosis-specific early intervention treatments may be particularly helpful

to people with bipolar disorder with psychosis. The psychological treatment of psychotic

symptoms in bipolar disorder is certainly an area worthy of future research.

The psychological treatments examined in this review differ in their mechanisms of

action, when they are initiated, and in what format they are delivered. It appears that

while most results of these studies are encouraging, further research is required to

identify the specific mechanisms involved in such improvements (Scott, 2001), and to

which patient groups the findings relate.
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Table 3.1 offers an overview of all reviewed psychological intervention studies,

summarising design and definition of outcomes. This overview aids the direct comparison

of the methods, measures, and the variability of outcomes in psychological intervention

trials in bipolar disorders to date.

In the next section the different psychosocial and psychological variables that have driven

the development of the above therapies will be discussed in more depth. Attempts will

be made to try and build a picture of the interacting variables that influence long-term

outcome in bipolar disorder and the subsequent implications for effective treatments.
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Table3.1:CBTandIPSRToutcomestudies Author

Date

Title

TypeofStudy

Outcomes

CBT Cochran,S.D.

1984

Preventingmedicalnon¬ complianceintheoutpatient treatmentofbipolaraffective disorders.

RCT-standardcareversus standardcareplus intervention

Mainoutcomemeasure-complianceoflithiumevaluatedby ComplianceIndexRating(combinationofself-report,informant report,physicianreportandlithiumlevels) Otheroutcomemeasures-numberofaffectiveepisodesand numberofhospitalisations,assessedbychartreview. Participantsintheinterventiongrouphadbettercomposite adherencescoresasassessedbymedicationcompliance, appointmentattendance,andlithiumlevels,thanthecontrolgroup duringtreatmentandat6-monthfollow-up.Theintervention groupwerealsosignificantlylesslikelythancontrolstohavemajor complianceproblems,terminatelithiumtreatmentagainstmedical adviceandtobehospitalised.

Palmer,A.G., Williams,H.& Adams,M.

1995

CBTinaGroupFormatforBi- PolarAffectiveDisorder.
Exploratorystudy(n=4)
Outcomewasmeasuredthroughchangesinsymptomlevels,NHS resourcesusedandsocialfunctioning. Noconsistentchangeacrossthefourparticipants;nogeneralisable resultsbutindividualreportsofrelativeimprovementingeneral symptoms(ISS,SCL-90)andsocialfunctioning(SAS).

Hirschfeld-Becker, D.R,Gould,R.A., Reilly-Harrington, N„etal.
1998

Short-termadjunctivecognitive- behaviouralgrouptherapyfor bipolardisorder:preliminary results

RCT,psychoeducationand groupCBT(n=l5).Followup
at6,12&18months.

IntheCBTgroupsignificantlylongerperiodsofethymiaandfewer newepisodes,bothatendoftreatmentand18monthfollowup.
Zaretsky,A.E., Zindel,V.S.& Gemar,M.

1999

Cognitivetherapyforbipolar depression:apilotstudy.
Matched-casecontrol:bipolar patientsindepressedphase versusunipolarcurrently depressed

Outcomemeasures-HDRS,DAS,andBDI. Bipolarpatientsachievedsimilarlevelsofreductionindepressive symptomsfollowingCBTasunipolarpatients.Significantdecrease
inpre-topost-scoresontheBDIforbothgroups.Bipolar patientsshowed,onaverage,wellovera50%reductiononthe HDRS,comparabletothatobservedinthematchedunipolar patients. Howeveronmeasuresofmorepervasivedysfunctionalattitudes, bipolarpatientsdidnotimprovetothesamedegree.Although negativeautomaticthinkingforthebipolargroupwasreduced,
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scoresontheDASdidnotdecreasesignificantlyfollowingCBT, whereastheoppositewastruefortheunipolarsubjects.

Lam,D.H.,Bright,
J.,Jones,S„ Hayward,P., Schuck,N., Chisholm,D.& Sham,P.

2000

Cognitivetherapyforbipolar illness-apilotstudyofrelapse prevention.

N=I3euthymicbipolar1 patients.Randomallocationto CBTandTAUonly.Followup
at6months.

Outcomemeasures—MAS,InternalStateScale(ISS),BHS,MRC SocialPerformanceSchedule(SPS),Self-ControlBehaviorSchedule -CopingwithDepression,EarlyWarningandCopingInterview, MedicationComplianceQuestionnaire(MCQ). Episodes-Thereweresignificantlymoremanic,hypomanic, depressed,totalbipolarepisodes,andhospitalisationsinthe controlgroupthaninthetherapygroup.Afteradjustingfor gender,previousepisodes,previoushospitalisations,andsuicide attempts,theresultswerestillsignificantforhypomanicepisodes andtotalbipolarepisodes. Otheroutcomes-Allthemoodmeasures(BDI,BHS,HRSD,and MASsubscales)showedasimilartrend.At6and12monthsthe therapygrouphadlowermeanscoresthanthecontrolgroup, althoughnotsignificantlyso. BHS-Thetherapygrouphadsignificantlylowerhopelessness scoresat6monthsbutthesignificantdifferencedisappearedat12 months. SPS-Thetherapygroupdidsignificantlybetterat6monthsand 12monthsintermsofsocialperformance. SCBS-Thetherapygroupdidsignificantlybetterat6monthsand 12monthsintermsofcoping.Thetherapygroupdidsignificantly betterwithcopingwithprodromesofmaniaat6and12months, butonlyat12monthswithprodromesofdepression. ANCOVAshowedthesamepatternofresultswiththebaseline differencescontrolledforallmeasuresexceptHRSD.WithHRSD thetherapygroupwassignificantlylessdepressedat12months. Monthlymeasures-Therapygrouphadsignificantlylowermean BHSscoresoverthe12monthsandsignificantlybetter compliance. BHSandMCQ-significanteffectover12monthsdueto significantlast6months-differencewasnonsignificantat6 months. TrendfortherapygrouptoscoreloweronISSsubscaleall
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throughthe12months.Differencewassignificantforfirst6 monthsbutnotforlast6months. Fluctuations-Thetherapygrouphadasignificantlylowermean ISSActivationfluctuationscore,asignificantlylowerISS Depressionfluctuationscore,andasignificantlylowerMCQ fluctuationscore. Medication-Thereweresignificantlylessneurolepticsprescribed
inthetherapygroupforthe6monthspost-therapy.

Weiss,R.D.,Griffin, M.L.,Greenfield, S.F.,Najavits,L.M., Wyner,D„Soto,
J.A.&Hennen,J.A.

2000

Grouptherapyforpatientswith bipolardisorderandsubstance dependence:Resultsofapilot study.

Opentrial.45patientswith bipolardisorderand substancedependence recruitedinsequentialblocks
toreceivegrouptherapy (employingacognitive- behaviouralrelapse- preventionmodel;n=2l)or assessmentsbutnotreatment (n=24).Norandom assignment,butsubjectscould notchooseeithercondition.

Outcomemeasures: Substanceuse-AddictionSeverityIndex(ASI),theTimeline followbackassessment,urinetoxicologyscreens,breathalcohol assessments. Moodsymptoms-YMRS,HAM-D Medicationcompliance-complianceinterview(adapted) Moodoutcomes: Integratedgrouptherapy(IGT)patientshadasignificantlygreater improvementinYMRSscoresthandidthenon-IGTpatients NobetweengroupdifferenceswerefoundforchangeinHAM-D scoresovertime. Otheroutcomes: Substanceuse-IGTpatientshadsignificantlybetteroutcomeson theASIdrugcompositescore,percentageofmonthsabstinent, andlikelihoodofachieving2or3consecutivemonthsabstinent. Compliance-AlthoughIGTpatientsreportedhighercompliance thannon-IGTpatientseverymonth,nosignificantdifferenceby IGTstatuswasfoundforchangeincompliancescoresovertime. Hospitalisation-Therewerenosignificantbetweengroup differencesinthenumberofpatientshospitalisedduringthestudy period,northemeanlengthoftimeperhospitalisation.Onenon- IGTpatientcommittedsuicideduringthestudyperiod. Relevant: Becausesubjectswerenotrandomlyassignedtotreatmentgroups,
itispossiblethatthosewithclinicalorsociodemographic characteristicsassociatedwithgoodoutcomesweremorelikelyto enterIGT.ComparisonofIGTandnon-IGTsubjectsshowedthat agewasnonrandomlydistributedbetweenthetwogroups.Thus, treatmentconditionandagewereenteredtogetherinmultivariate
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regressionanalyseswiththeoutcomemeasuresinwhichthere weresignificanttreatmentgroupdifferences.ForchangeinASI alcoholcompositescoreandYMRSscore,neithersignificant treatmentgroupdifferencewassustainedafteragewasaddedto themodel.

Fava,G.A., Bartolucci,G., Rafanelli,C.& Mangelli,L.

2001

Cognitive-Behavioural managementofPatientswith BipolarDisorderwhorelapsed whileonlithiumprophylaxis
Naturalisticopenclinicaltrial.

15patientswhorelapsed whileonlithiumweretreated withCBT.2to9yearfollow-
upwasperformed.

Outcomemeasures-survivalanalysis-timetorelapseandBPRS. Follow-upevaluationsrangedfrom24to108months. CBTwasassociatedwithasignificantreductioninresidual symptomatologyasmeasuredbyBPRSscores.Whileallpatients hadarelapsewithin30monthsofstartinglithium(pre-CBT treatmentperiod),only27%relapsedinthesametimeperiod followingCBTtreatment.

Patelis-Siotis,1., Young,L.T.,Robb, J.C.,Marriott,M„ Bieling,P.J.,Cox, L.C.&Joffe,R.T.
2001

Groupcognitivebehavioural therapyforbipolardisorder:a feasibilityandeffectiveness study.

Opentrial

Outcomemeasures: MoodsymptomswereassessedwiththeHDRSandYMRS.There werenosignificantchangesonthesescales.Howeverlevelsofpre- treatmentsymptomswerelow. ObjectiveandsubjectivefunctioningwasratedusingtheGAFand
theMedicalOutcomesSurveySF-36.Scoresonbothmeasures increasedsignificantlybytheendoftreatment(14weeks). Inparticularthevitalitysubscaleandtherole-emotionalsubscales oftheMOSdemonstratedsignificantimprovement.Therewasa trendforimprovementontheMOSsocialfunctioningsubscale.

Scott,J.,Garland, A.,&Moorhead,S.
2001

Apilotstudyofcognitive therapyinbipolardisorders
RCT,CBT(n=2l)versus6 monthswaitinglistcontrol followedbyCBT.Followup at6and12months.

CBTgroupshowedsignificantreductioninsymptomatologyand functioningaftertreatmentandfollowup. Reductionofdepressivesymptomsandtrendtowardsfewermanic symptoms. Significantlyreducedhospitalisationrates.

Schmitz,J.M., Averill,P.,Sayre,S., McCleary,P., Moeller,F.G.& Swann,A.

2002

Cognitive-Behavioural TreatmentofBipolarDisorder andSubstanceAbuse:A PreliminaryRandomizedStudy
RCT-Medicationmonitoring (MM)+individualCBTversus MMonly

Thetwogroupsdidnotdifferinsubstanceuseoutcomesduring treatment,buttherewassomeindicationofgreaterimprovement
intheMM+CBTgroupwithregardtooutcomesrelatedto medicationcomplianceandmoodsymptoms. Outcomemeasures-SADS-C,BDI,structuredMMinterview, urinedrugscreening,bloodsampling. Daysreportingdepressiveandmanicsymptomsweremeasured. Fordepressivesymptoms,univariateanalysesofvariancewere significantfortreatmentconditionat2weeks.Formanic symptoms,significanttreatmenteffectswerefoundat2,8,and12
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weeks. FortheMM+CBTgroup,changesformbaselinetoendof treatmentonmeasuresofmoodsymptomsrevealedimprovement ontheSADS-CandBDI.Thesedifferencesweresignificantfor everysubscaleoftheSADS-Cexceptanxiety.Thedifferencewas notsignificantfortheBDI. Onatreatmentsatisfactionsurvey,75%ofMM+CBTpatients ratedthecombinationofmedicationandtherapytobemost beneficialcomparedwitheachindividualcomponent.75%also perceivedthetreatmenttobemosteffectiveforboththeirbipolar symptomsandsubstanceuseproblems.

Lam,D.H.,Watkins, E.R.,Hayward,P., Bright,J.,Wright, K„Kerr,N.,Parr- Davis,G.&Sham,
P.

2003

ARandomizedControlled StudyofCognitiveTherapyfor RelapsePreventionforBipolar AffectiveDisorder

RCT-Cognitivetherapy versuscontrolgroup(minimal psychiatriccare).

Outcomemeasures-ISS,MRC-SPS,CPI,MCQ,DAS-24,MRS, BDI,BHS. Episodes-TheCTgrouphadsignificantlyfewerbipolarepisodes, daysinabipolarepisode,andnumberofadmissionsforthistype ofepisode. Moodquestionnaires-During12monthstheCTgroupshowed significantlylessmoodsymptomsonthemonthlymood questionnaires.BDIscoresoftheCTgroupdroppedacrosstime, whereasthoseofthecontrolgroupincreasedwithtime.No significantlydifferencesbetweenthegroupsinthemeantotalBDI, BHS,andISSactivationscoresduringthewholeyear,butscores weresignificantlylowerintheCTgroupatvariousmonthlypoints, loweroneachscale Moodfluctuations-TheCTgroupshowedsignificantlyless fluctuationinmanicsymptomsasmeasuredbytheSDoftheISS activation,BDI,andBHSscores. Socialfunctioning,coping,DAS(control)-TheCTgroupshowed significantlyhighersocialfunctioning.TheCTgroupcoped significantlybetterwithmanicanddepressedprodromesat6and 12monthsandwithmanicprodromesaloneat12months.The CTgroupalsoscoredsignificantlybetterontheDAScontrol subscaleat6months.

Danielson,C.K., Feeny,N.C.,

2004

PsychosocialTreatmentof BipolarDisordersin

Treatmentdevelopmentand casestudy

Outcomemeasures—InventoryofDepressiveSymptoms(IDS), YMRS,GeneralBehaviorInventory(GBI).
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11Findling,R.L.& Youngstrom,E.A.

Adolescents:AProposed Cognitive-Behavioural Intervention

Thepatient'ssymptomsdiminishedacrossallmeasures,withthe exceptionoftheYMRSwhichwaszeroatbothpre-andpost- treatment. At8-weekfollow-upthepatientdidnotreportareturnof symptoms(C-BGIscores)buthismotherreportedareturnof somedepressionandmanyhypomanicsymptoms(P-CBIscores).
Lam,D.H., Hayward,P., Watkins,E.R., Wright,K.&Sham,

P.

2005

RelapsePreventioninPatients WithBipolarDisorder: CognitiveTherapyOutcome After2Years

RCT(followuptoLametal. 2003study-seeabove)
Theeffectofrelapsepreventionwasmainlyinthefirstyear-CT hadnosignificantlyeffectinrelapsereductionoverthelast18 months. TheCTgroupexhibitedsignificantlybettermoodratings,social functioning,copingwithprodromes,anddysfunctionalgoal attainmentcognitionthatthecontrolgroup. TheCTgroupconsistentlyshowedatendencytoperformbetter thanthecontrolgroupateverytimepointonall6measures (MRS,HRDS,SocialFunctioningSchedule,CopingwithBipolar ProdromesSchedule-maniaanddepression,DASgoal attainment). DifferencesinDASgoalattainmentatmonth18,socialfunctioning

atmonth24,copingwithmaniaanddepressionprodromesat month24andmaniaratingsatmonth30reachedstatistical significance.

Scott,J.,Paykel,E., Morriss,R.,Bentall, R.,Kinderman,P., Johnson,T.,Abbott, R.&Hayhurst,H.
2006

Cognitive-behaviouraltherapy forsevereandrecurrent bipolardisorders

RCT-TAUversusTAU+22 sessionsofCBT

Timetorecurrenceofanepisode,basedonSCIDinterview. Therewerenobetweengroupdifferencesinratesofrecurrence
asawhole,orwhendepressiveandmanicrecurrenceswere consideredseparately.Therewerenosignificantdifferencesin durationofeachillnessepisodebetweentreatmentgroups. Severityofoverallsymptomlevels,basedontheLongitudinal IntervalFollow-upEvaluation(LIFE).TwoLIFEscoreswere included:maniaanddepression.Therewerenosignificant between-groupdifferencesonLIFEscoresover18months. Post-hocanalysisshowedasignificantinteractionbetween randomisedtreatmentandnumberofepisodesrecordedat baselineassessment.TAUresultedinaslightincreaseinthe proportionwhoexperiencedarecurrence(55%-66%),whereas theCBTgrouphadasteeperincrease(41%-81%).Asimilar interactionwasfoundwithamediansplitinnumberofprevious episodes-CBTwasonlyofsignificantbenefittosubjectswith12
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orfewerepisodes.

Ball,JR.,Mitchell, P.B.,Corry,J.C., Skillecorn,A., Smith,M.&Malhi, G.S.

2006

ARandomizedControlledTrial
ofCognitiveTherapyfor BipolarDisorder:Focusonthe Long-TermChange

RCT-CTversusTAU.CT modelledtoincludeemotive techniques.

Outcomemeasuresincluded: Relapserates,dysfunctionalattitudes,psychosocialfunctioning, symptomseverity,hopelessness,self-controlandmedication adherence. Assessments: SCID-IV,DIGS,Structuredself-monitoringmoodrecords,serum concentrations,adherenceself-reportmeasure,(Social PerformanceScale,GAF,SocialAdjustmentScale,HAM-D, MADRS,YMRS,BDI,BHS,ISS,ATQ,DAS,SCBS,CGI.
Atpost-treatment,CTpatientshadexperiencedsignificantlyless severedepressionscores(BDIandMontgomery-Asberg DepressionRatingScale)andlessdysfunctionalattitudes(DAS).A trendinthesamedirectionwasobservedfortheHAM-DandSPS. TheSPSapproachedsignificanceat6-monthand9-monthfollow-

upwiththeCTgroupexperiencinglowerlevelsofdisabilitydueto bipolardisordercomparedtotheTAUgroup,butthiswasnot maintainedorstrengthenedat12months. Bothgroupsimprovedonanumberofmeasuresoverthe18- monthstudyperiod(significantforBDI,BHS,YMRS,ATQ-Positive subscale,DAS,SCBS,SAS). Relapse-nosignificantdifferencesobservedbetweenthegroups fornumberofoverallbipolarepisodesorsingularepisodetypes. Aftercontrollingforthepresenceofmajordepressiveepisodeat baseline,therewasatrendtowardagreatertimetodepressive relapsefortheCTgroup.Thistrendwasnotobservedforoverall bipolarepisodesormanic/hypomanicepisodes. At12-monthfollow-up,theCTgroupshowedatrendtoward lowerYMRSscoresandimprovedbehaviouralself-control(SCBS). TheClinicalGlobalImpressions-Improvementscale,comparingthe
18monthspriortotreatmenttotheseverityofillnessstatusat follow-up,showedasubstantialdifferencebetweengroupsin favourofCT.At12-monthfollow-uptheCTgrouphad significantlygreaterimprovementsintheseverityoftheir
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depressivesymptomsandoverallbipolarsymptomscomparedto theTAUgroup.Thedifferenceformaniasymptomsapproached significance.Therewerenodifferencesbetweenthegroupswhen improvementinillnessseverityoverthe18-monthperiodofthe studywascomparedtoillnessseverityinthe18-monthperiod precedingthestudy. Nosignificantdifferencesbetweenthegroupsonself-reported medicationcomplianceatpost-treatmentor12-monthfollow-up.
Vasile,D.,Vasiliu, O.,Ojog,D„Vasile, M„Sarmache,M.& Terpan,M.

2007

AugmentingAntidepressant Psychopharmacological ApproachwithCognitive- BehaviouralTherapyinBipolar Depression

Abstractforpostersession. Drugtreatmentonlyversus drugtreatment+CBT (unclearwhetherpatients wererandomlyallocatedinto groups,justsaystheywere "distributedintwoequally groups").

TherewasasignificantimprovementinpatientsreceivingCBT treatment:-12%HAMD,-14%GAF,-16%CGI. YMRSwasstableinbothgroups. Theonsetofantidepressantactionwasobservedearlierinthe CBTgroup(10.5dayscomparedto17.5)

Weiss,R.D.,Griffin, M.L.,Kolodziej, M.E.,Greenfield, S.F.,Najavits,L.M., Daley,D.C., Doreau,H.R.& Hennen,J.A.

2007

ARandomizedTrialof IntegratedGroupTherapy versusGroupDrugCounselling forPatientswithBipolar DisorderandSubstance Dependence

RCT-Integratedgroup therapy(IGT)versusgroup drugcounselling

Primaryoutcomemeasure-numberofdaysofsubstanceuse.ASI, timelinefollow-backtechnique,urinetoxicologyscreens. Primarymoodoutcome-numberofweeksillwithamood episode.LIFE:combinationofHAM-D,YMRS,SCID-IV. IGTpatientshadsignificantlyfewerdaysofsubstanceuseduring treatmentandfollow-up. Groupsweresimilarinthenumberofweeksillwithbipolar disorderduringtreatmentandfollow-up. IGTpatientshadmoredepressiveandmanicsymptoms(HAM-D andYMRS)duringtreatmentandfollow-up. YMRSscoresimprovedovertimeduringtreatmentonly.HAM-D scoresimprovedduringfollow-uponly. Sincenumberofweeksillwasthesameforbothgroupsitislikely thatthedifferencesinmoodscoresrepresentsubsyndromalmood symptoms.Itisunclearwhetherthisfindingrepresentstruemood differencesoranincreasedlevelofawarenessamongIGTpatients.
IPT/IPSRT Frank,E.,Hlastala, S.,Ritenour,A., Houck,P.,Tu,X.M.,

1997

InducingLifestyleRegularityin RecoveringBipolarDisorder Patients:Resultsfromthe
RCT-IPSRTversusstandard medicationclinictreatment (ClinicalStatusandSymptom
Outcomemeasures-TheSocialRhythmMetric(SRM),theSRM score,HRSDwith8additionalitemstoassessreversevegetative symptoms,B-RMS.
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Monk,T.H., Mallinger,A.G.& Kupfer,D.J.

MaintenanceTherapiesin BipolarDisorderProtocol.
ReviewTreatment-CSSRT)

asadjunctstostandard pharmacotherapy.Subjects arerandomlyassignedto IPSRTorCSSRTinaddition topharmacotherapy.Afterat least12weeksoftreatment anda4-weekperiodof remission,patientsare randomisedagainintoIPSRT orCSSRTgroupsfor2years preventativetreatment.
SubjectsassignedtoIPSRTshowedsignificantlygreaterstabilityof dailyroutineswithincreasingtimetotreatment. Therewerenosignificantdifferencesbetweenthe2groupsin symptomatology.

Frank,E.,Swartz, A.H.,Mallinger, A.G.,Thase,M.E., Waever,E.V.& Kupfer,D.J.

1999

Adjunctivepsychotherapyfor bipolardisorder:Effectsof changingtreatmentmodality.
RCT-IPSRTversusIntensive ClinicalManagement(ICM). Asabovestudypatientswere enrolledduringanacute episode,randomlyassignedto acutephasetreatment,then randomlyreassignedfor preventativetreatment.
Outcomemeasures-CompositescorefromHRSDwith8 additionalitemstoassessreversevegetativesymptomsandB- RMS;bloodlevels. Participantsremaininginthesametreatmentforbothacuteand preventativephaseshadlowerratesofrecurrenceandlevelsof symptomatologyoverthesubsequent1yearperiodthanthose reassignedtothealternatemodality.

Rucci,P.,Frank,E., Kostelnik,B., Fagiolini,A., Mallinger,A.G., Swartz,H.A.,Thase, M.E.,Siegel,L„ Wilson,D.& Kupfer,D.J.

2002

SuicideAttemptsinPatients withBipolar1DisorderDuring AcuteandMaintenancePhases
ofIntensiveTreatmentwith Pharmacotherapyand AdjunctivePsychotherapy

RCT-IPSRTversusICM (randomisedgroupsforacute andpreventativetreatmentas above).

Outcomemeasure-suicideattempts,asmeasuredbyNIMH-Life- Chart. Thegroupasawholeexperiencedathreefoldreductioninthe rateofsuicideattemptsduringtheacutetreatmentphaseanda 17.5-foldreductionduringmaintenancetreatmentcomparedwith thepre-treatmentphase.Boththeseweresignificant Therewerenosignificantdifferencesinthemode-specificrates.
Frank,E„Kupfer, D.J.,Thase,M.E, Mallinger,A.G., Swartz,H.A., Fagiolini,A.M., Grochocinski,V., Houck,P.,Scott,J„ Thompson,W.& Monk,T.

2005

Two-YearOutcomesfor InterpersonalandSocial RhythmTherapyinIndividuals WithBipolarDisorder
RCT-asabove

Mainoutcomemeasures: Timetostabilisationintheacutephase Timetorecurrenceinthemaintenancephase ssessmentsused: 17-and25-itemHRSD(8additionalitemstoassessreverse vegetativesymptoms) B-RMS DukeSeverityifIllnessChecklist SocialRhythmMetric
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TherapyRatingScale(toevaluatetheextenttowhichsessions focusedonintervention-specificthemes) Nodifferencebetweenthetreatmentstrategiesintimeto stabilisation. Aftercontrollingforcovariatesofsurvivaltime,IPSRTpatientsin theacutetreatmentphasesurvivedlongerwithoutanewaffective episode,irrespectiveofmaintenancetreatment. IPSRTpatientshadhigherregularityofsocialrhythmsattheendof acutetreatment.

Swartz,H.A., Pilkonis,P.A.,Frank, E„Proietti,J.M.& Scott,J.

2005

AcuteTreatmentOutcomesin PatientswithBipolar1Disorder andCo-MorbidBorderline PersonalityDisorderReceiving MedicationandPsychotherapy
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IV A cognitive interpersonal approach to recovery and

relapse prevention

4.1 CBT for Bipolar Disorders

Overall a cognitive behavioural approach to the treatment of bipolar disorder is aimed at

enhancing non-pharmacological coping skills, to enhance elements of self-efficacy and

responsibility in the treatment of the condition, to support individuals in recognising and

managing psychosocial stressors and the impact of past episodes, to introduce specific

strategies to deal with cognitive and behavioural difficulties, and to modify underlying

schemata and core assumptions.

CBT for bipolar disorder relies on the basic characteristics of a CBT model, in that the

cognitive behavioural model is most effective when the individuals are full collaborative

partners in the treatment process. The therapist educates the individual about the

diathesis-stress model of bipolar disorder, socialises the individual into the cognitive

model of mood changes, and appraises them of the rationale for particular interventions.

An assessment of the individual's core beliefs and underlying schemata are essential in the

case formulation of individual vulnerabilities that form an integral part of the treatment

plan.

The CBT treatment of bipolar disorder is naturally phase specific. The specific focus of

the intervention will vary depending on the individual formulate on of treatment goals
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and the phase of the disorder in which the patient presents. For example if a patient

presents in an acute phase of a bipolar episode the cognitive behavioural strategies will be

aimed at crisis intervention, the treatment of acute symptoms, an assessment of risk and

factors that are maintaining the episode, and the establishment of a good therapeutic

alliance. If a patient presents in the recovery phase following a recent episode or in a

phase of stabilisation between episodes, the CBT treatment would intend to be insight

oriented, to explore the meaning and context of symptoms, interpersonal functioning,

preventative cognitive strategies, and self-management skills, to reduce the impact

psychosocial of the disorder and to build resilience regarding ongoing stressors.

The following section is going to outline the four main components of cognitive

behavioural psychotherapy for bipolar disorder: Psycho-education, early warning signs

and coping with prodromal symptoms, cognitive behavioural strategies for dealing with

manic, hypomanic or depressive symptoms, and finally the targeting of associated

difficulties in psychosocial functioning, especially interpersonal difficulties.

It seems within recent developments for complex disorder groups, e.g. personality

disorders, psychosis and recurrent mood disorders, that there is an emphasis on the

development of an individual case formulation for the adaptation of a cognitive

behavioural intervention to any specific disorder group. This should be developed in

collaboration with the patient and it should be based on a developmental and cognitive

model of the specific phenomenology of the bipolar disorder. The cognitive formulation

is the starting point for the therapeutic intervention and can be used as an alternative

explanation of the patient's difficulties and will help to engage the patient into a cognitive

way of understanding and working with the presenting problems.
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4.1.1 Self monitoring and prodromal changes

Dealing with manic and hypomanic phases has been described as being the biggest clinical

challenge in the treatment of bipolar individuals. Most individuals suffering from bipolar

disorder would describe a manic phase as being inescapable, once their mood starts to

rise the initial positive reinforcement of experiencing new sources of energy and

creativity develops, especially when this happens after long periods of depressed mood it

easily develops into a self-reinforcing pattern that seems impossible to stop.

The psycho-educational component of the cognitive behavioural intervention is an

important starting point in this stage of problematic mood changes. The individual's

awareness of possible consequences and manic episodes developing in a way that they

require increased external control and medications seems crucial in preventing the

negative impact of full blown manic episodes. Past episodes provide the best source for

information

The early warning signs paradigm, originally developed for relapse prevention in early

onset psychotic disorders, especially schizophrenia, has been adapted for the use with

people suffering from bipolar disorders (Lam & Wong, 1997). Patients learn to identify

prodromal and early symptoms of relapse and develop a range of behavioural techniques

to improve their coping skills in order to counteract early symptoms effectively and to

avoid their development into a full blown episode.

In most cases the change in mood, cognition and behaviour is a gradual process. This

allows time for the clinician and the individual to utilise psychological interventions whilst

he or she is still responsive to cognitive and behavioural techniques. Teaching patients to

190



Relapse and Recovery

recognise early symptoms of psychotic relapse and seek early treatment is associated

with important clinical improvements (Perry, et al., 1999). Recent advances in the

identification and formulation of individualised early warnings signs (Lam & Wong, 1997)

and the prodromal 'relapse signature' (Smith & Tarrier, 1992) allows clinicians to

reformulate the process of cycling into mania as an interaction of the individual's life

situation, cognitive processing and their general level of coping skills. We can help

patients to develop an individualised profile of prodromal changes and to be sensitised to

significant mood changes early enough to curtail vicious cycles. This therapeutic step is

influenced by the idiosyncratic beliefs that each patient associates with changes in their

mood and that might compromise their coping abilities in the face of prodromal changes.

For example the patient who believes that his or her manic episodes are follow a

predetermined course no matter what he or she does, might well be less cautious and

responsible in the face of early hypomanic mood changes and therefore exacerbate the

development of manic symptoms. These maladaptive beliefs underlying the individual's

coping strategies and reactions are crucial especially in the prevention of manic episodes.

In utilising cognitive therapy strategies such as cognitive reframing and guided discovery,

patients can learn to view new behaviours as an active process in which they execute a

choice and that despite the undeniable attraction of hypomanic impulses some degree of

control could be established.

One of the difficulties described by many patients is that of developing a hyper-vigilance

regarding minor changes in mood and their misinterpretation as onset of a manic episode

rather than an accurate reflection of ordinary happiness, which can lead to inappropriate

safety behaviours and avoidance. Within a cognitive behavioural framework this can be

avoided by teaching the patient to monitor their mood on an ongoing basis using

individualised mood monitoring tools that allow the patient to look out for several
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specific prodromal signs in connection with actual environmental stressors and events, in

order to avoid the generalisation of mood changes. Further to employ coping strategies

in response to prodromal changes that are appropriate to the mood changes observed.

These coping strategies include activity schedules, the observation of sleep and dietary

routines, the practice of relaxation exercises and graded task assignments, time delay

rules and problem solving techniques in the face of impulsive decision making, and

stimulus control techniques, such as the regulation of alcohol and caffeine consumption,

and the reduction of risk seeking behaviours and stimulating activities. Jones argues in a

review discussing the benefits of cognitive behavioural interventions for individuals

suffering bipolar disorder that the indicated mechanisms of change over and above the

known benefits of cognitive therapy indicate behavioural techniques such as extended

activity scheduling and stabilisation of daily routines and sleep cycles, that predominantly

influence circadian rhythm (Jones, 2001).

Disruption and irregularity in circadian rhythms, social events and activities have been

found to significantly impact on mood and can trigger affective episodes in people

suffering from bipolar disorders. In support of this effect the regulation of social

interactions and balanced sleep wake cycles have been found to be effective in preventing

relapse and subsyndromal mood swings in bipolar disorders. Bipolar patients are highly

sensitive to disruptions in their biological rhythms (Malkoff-Schwartz, et al., 1998). The

regularity of daily routines and activities, as well as the regularity of sleep-wake cycles has

been identified as a major protective factor (Frank, et al., 1999). The psychological

factors that influence individuals' ability to maintain stability, such as advance planning,

attention to detail, and self-restraint, are the very difficulties that are associated with

bipolarity. The therapist must therefore be very cautious in introducing these ideas that

might easily be perceived as being overly controlling and meet significant resistance from
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the patient. One way to evaluate whether positive mood changes are indicative of a

hypomanic or manic episode is to engage in calming activities and 'time out' as a way of

self-assessment as to whether it is possible for the patient to remain still and to

concentrate for significant periods of time.

The most effective intervention towards the successful coping with prodromal symptoms

and counteracting mood changes is to re-evaluate the experience of past episodes and

their consequences and to engage in a cost benefit analysis of letting things take their

natural course or to engage in constructive self-monitoring and self-regulating strategies.

A useful therapeutic step within that is the acknowledgement of the difficulties to resist

especially hypomanic mood changes and the initial gratification that goes along with it. In

this we need to bear in mind that both appraisals of current symptoms as well as the

memory of past episodes is influenced by mood congruent biases. It is therefore valuable

to use life charting techniques and diary keeping to encourage patients to process recent

changes in the context of past experience and in interaction with other life changes

(Basco & Rush, 1996).

4.1,2 Cognitive strategies

The cognitive therapy techniques used for bipolar disorders include strategies aimed at

the processing of symptoms and cognitive distortions relating to hypomanic and manic

episodes. Further it aims to address beliefs and attributional biases linked to the

psychological effects of long term impairment through chronic mood related difficulties

and/ or residual symptoms.
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Most patients suffering from bipolar disorders describe mood related difficulties and their

social and interpersonal consequences as dating back to early adolescence. The

longstanding nature of many of the associated difficulties and variation in intensity and

severity over time makes it difficult for many patients to identify areas of normal

functioning or the clear demarcations of the 'healthy self. Some schema work can

therefore prove to be extremely useful in re-examining the value and evidence for old

belief systems and the generation of new sets of beliefs adaptive to the current actuality.

Cognitive therapy follows a constructionist view of reality as being created by the

individual's idiosyncratic pre-conceptions, perceptions and memories. Cognitive therapy

strategies, in the face of significant emotional difficulties, take into account the systematic

distortions and maladaptation that can significantly influence the individual patients' world

view. This approach aims at the correction or re-evaluation of these systematic mood

congruent biases by re-examination of actual experiences and current interpersonal

interactions, including the therapeutic relationship (e.g. Newman, et al., 2002). In the

presence of signs of mania and hypomania cognitive therapists would aim at helping the

patient to reality test and re-examine their extremely positive world view and self

perception taking into consideration their current interactions and environmental

stressors. Similar micro techniques and strategies come into play for example in the

observance of daily thought records. Systematic thinking errors driven by hyperpositive

automatic thought patterns and beliefs not unlike the ones observed in depression but

with the opposite valence, such as overgeneralisation, mind-reading, and personalisation.

In the re-evaluation of these thought patterns it is important for the therapist to support

patients in the process of rationalising by emphasising the maladaptive nature of such

styles and consideration of likely consequences of hyperpositive thinking.
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Especially for manic or hypomanic patients, these attempts might be perceived as

extremely counterintuitive and controlling in the light of their self-perception of enjoying

life and their new found energy. It is therefore important for cognitive therapists

working with bipolar patients to aim at preserving their sense of autonomy, self-efficacy

and control over their own lives. Techniques that support the self efficacy and the re-

evaluation of maladaptive beliefs include behavioural experiments, the feedback of close

others and anticipatory problem-solving.

Patients can be encouraged to test out their assumptions by creating real-life

experiments. In hypomanic patients this technique could lead to some reckless behaviour

when hyperpositive thoughts are put to the test. In hypomania, therefore, behavioural

experiments can be constructed to test out the assumed consequences of not following

impulses acting with caution and time-delays. To make constructive use of their social

support system bipolar patients often have to meet previous agreements with significant

others regarding their intervention and advice, as hypomanic individuals often do not

appreciate the influence of others.

One of the main features of manic or hypomanic phases is excessive risk taking. This is

accompanied by a set of cognitive biases that leads many bipolar patients to

underestimate the potential harm or overestimate the potential benefits of their

behaviours (Leahy, 1999). Newman and colleagues (2002) introduce a version of the cost

benefit sheets often employed in CBT problem solving techniques to get bipolar patients

to balance risk and benefit of actions prospectively; the 'productive potential versus

destructive risk rating technique'. In this technique patients use a two column table

balancing the 'productive potential' and the 'destructive potential' with the support of the
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therapist, which should allow individuals in a hypomanic or manic phase to consider the

potentially negative consequences of their actions for others.

Related to these techniques which attempt to help bipolar patients to re-evaluate their

hyperpositive thoughts are the following CBT applications to moderate their impulsivity.

One example for this is the 'time delay' rule, encompassing contracted agreements to

delay the execution of 'spontaneous' ideas, that might include adventurous activities or

large purchases. The CBT technique of scheduling daily activities is commonly used to

help depressed patients to master day to day activities and to reactivate the enjoyment of

favourite past-times; for bipolar patients this technique can be employed to slow down

the vicious cycle of mania driven by excessive activities, poor decision making and more

poorly deliberated and ineffective activities. Anticipatory problem-solving regarding early

warning signs of imminent mood swings and in relation to life stressors that might

exacerbate symptoms (Johnson & Miller, 1997) appear to be crucial in these two areas

where the coping abilities of bipolar patients can be particularly challenged.

Therapeutically the process of anticipatory problem-solving includes the retrospective

evaluation of past crises, to identify potential problem areas in major life domains, and

using problem solving techniques to deal with these problem areas and obstacles in

advance. Another technique to moderate hypomanic and manic mood is stimulus

control. This includes the ability to moderate drug and alcohol use, not to engage in

extreme sports and other risk taking and 'exciting' activities. Medium to long term

choices in this connection include the regulation of working patterns that do not include

extreme hours and frequent disruptions of sleep cycles. These strategies, especially

when viewed medium to long-term might seem very challenging to individuals who are

prone to act impulsively and like to engage in activities without much prior consideration
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and planning. To avoid conflict with the high autonomy of bipolar patients the therapist

needs to aim to take as collaborative a position as possible.

Many bipolar patients argue that in particular their high moods, euphoria and heightened

irritability are autonomous from their volition. Therapeutically it can be extremely

challenging to moderate these mood states and to increase the patient's willingness to

participate in interventions that are incongruent with their current mood. Cognitive

behavioural techniques that can be applied in that context are relaxation and breathing

exercises, cognitive strategies to compare the lasting effects of peasant affective states

versus their intensity, and the appraisal of positive beliefs that are linked to the high

feelings themselves.

Individuals with bipolar disorder experience frequent and prolonged periods of

depression which over time fosters feelings of hopelessness strongly associated with

suicidal thinking and suicide. This is seen as being directly related to the problems

created by frequent mood swings and associated behaviours. Bipolar patients frequently

have to reassemble their lives after episodes of manic acting out and depressive

withdrawal, they find it difficult to trust their euthymic mood and not to worry about the

impending relapse. The diagnosis itself, its cyclical episodes and their treatments are

further associated with stigma and shame, which makes it harder for individuals to utilise

and maintain their social support network and prolongs their depressogenic beliefs and

hence their vulnerability for relapse (Lundin, 1998). In sum bipolar disorder contains

painful and unstable affect, extremes of cognitions and behaviours, interpersonal deficits,

and a lasting sense of Sisyphus' despairing exhaustion. As a result the lifetime suicide

rates have been fount to be between 15 and 25% (Goodwin & Jamison, 1990; Simpson &
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Jamison, 1999). An assessment of risk therefore needs to be an ongoing feature in the

treatment of individuals suffering from bipolar disorder.

The cognitive behavioural treatment of depression is discussed in detail elsewhere,

conceptually it can be applied well to the depressed mood states within bipolar disorder.

Here I would only like to point to a few specific aspects that might be more specifically

relevant to individuals suffering from bipolar disorder.

Many people suffering from bipolar disorders report a long history of several significant

illness episodes, the traumatic impact of multiple hospital admissions and partially

successful treatment regimes involving several different psychotropic medications.

Individuals in this disorder group often suffer from significant residual symptoms and have

experienced short periods of remission followed by frequent relapses. This poses a

particular challenge to the clinician; the patient and their significant others might express

increased hopelessness regarding remission and scepticism regarding the model offered

by the clinician. Key characteristics of chronic or partially remitted disorders, such as

suicidal ideation, hopelessness, low self-esteem and self-efficacy, avoidant coping

strategies, and poor problem solving are amenable to change utilising cognitive

behavioural strategies.

In a high risk population such as patients with bipolar disorder it is advisable to negotiate

an anti-suicide agreement, and although such contracts do not prevent suicides they

highlight and validate the importance of a safe environment for patients and therapists

alike (Stanford, et al., 1994; Kleepsies & Dettmer, 2000). In the face of intense suicidal

ideation the therapist aims to reveal the beliefs underlying suicidal thoughts and to engage

the patient in the exploration of alternative and life-affirming beliefs. These interventions
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include the open investigation of the pros and cons of suicide, the gentle challenging of

assumptions behind suicidal thoughts (e.g. suicide as solution to all problems), and

consideration of the social context and the consequences of such thoughts and actions.

As utilised in the cognitive behavioural treatment of unipolar depression the increase of

mastery and pleasure in productive and enjoyable activities can instil hope and encourage

self efficacy. Cognitive factors associated with increased risk of suicidality are 'cognitive

rigidity', perfectionism, and poor autobiographical recall (Ellis & Ratcliff, 1986; Evans, et

al., 1992; Blatt, 1995; Scott, et al., 2000). Cognitive rigidity refers to depressogenic all or

nothing thinking and has a strong link with hopelessness and despair associated with

suicidality. This particular thinking style is therefore at the core for cognitive

interventions. Likewise, perfectionism describes a set of beliefs that makes individuals

vulnerable to depression and hopelessness, and it compromises constructive problem-

solving. Zuroff and colleagues (2000) suggest that perfectionist beliefs are related to self-

criticism, perceived stress, increased interpersonal problems, and they can further

impede the therapeutic alliance. Poor autobiographical recall has been linked to

problem-solving deficits in unipolar and bipolar depressed individuals (Evans, et al., 1992;

Scott, et al., 2000), it compromised the individuals' ability to learn from past experience

and it can thus chronify old dysfunctional beliefs.

Central to the effective treatment of chronic or acute depressive difficulties in bipolar

patients is the optimal utilisation of their social support network. The consequences and

interactional styles of both manic and depressed episodes can easily compromise the

individuals' relationships. A careful assessment of the individuals' social network and the

relationships that survived following many mania-induced conflicts and depression-

induced estrangements will provide a fruitful starting point for the rebuilding of a stable

and supportive social environment. Detailed analysis of specific interactions or situations
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as well as role-playing and other social skills training techniques might provide crucial

assets in the cognitive behavioural intervention.

4.1.3 Interpersonal functioning

The third phase of the treatment is targeted towards the interpersonal difficulties that

precipitate or resulted from the disorder. This is where cognitive strategies address core

beliefs and schemata. The goals for this phase of the treatment include the experience of

increased self-efficacy and the rebuilding of a more solid and autonomous sense of self.

This takes account of the impact of the illness which often occurs in a developmentally

critical time when self-esteem and identity are formed. It further appears that the impact

of mania and depression at an early age are significant as they dramatically affect

important developmental milestones such as educational achievements, early work

experience and important interpersonal relationships. Essential cognitive structures such

as dysfunctional core beliefs will likely become self-perpetuating. Examples of these

beliefs include a distorted sense of autonomy, or personal capability, vulnerability to harm

or illness, and a sense of defectiveness and unlovability. The recognition of maladaptive

core beliefs that may have been established by the early onset of the disorder or

traumatic events are important to address as it will help those individuals to understand

and cope with the specific psychosocial impairments experienced later in the life course.

These interpersonal vulnerabilities and risk factors can play a major part in the recovery

and prevention of relapse of the individual. Therapeutically some of this process will

consist of the facilitation of successful transitions following major episodes, significant

psychosocial changes and the adjustment to necessary life-style changes. Similar to the

above mentioned model of the importance of corrective experiences and behaviour
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change in individuals with bipolar disorder, these changes in the cognitive emotional

schemata of the bipolar patient are achieved through consistent behavioural adaptations

to the vulnerabilities intrinsic to the disorder. In their reformulation of the interpersonal

psychotherapy framework (IPT) for bipolar disorder (IP/SRT) Frank and colleagues (1997)

combine the key interpersonal difficulties associated with bipolar disorder with an

introduction of the strict monitoring of social routines and circadian rhythms. By

addressing interpersonal problems and the regularity of daily routines, this method

addresses both concurrent symptoms and the impact of interpersonally based stressors

on the patient's life, and increases his or her resilience to potential vulnerabilities.

The application of these techniques within an integrated psychological therapy framework

allows the patient to develop an understanding of how adverse interpersonal experiences

create maladaptive schemata about the self, dysfunctional attachment beliefs and impair

the acquisition of effective interpersonal problem solving strategies. The individual also

gains insight how these might alter the threshold of stress needed to trigger a depressive

or manic reaction, and how the generation of these events might be maintained by

dysfunctional ways of solving emerging interpersonal difficulties and from conflicts arising

from maladaptive expectations about others (Lovejoy & Steuerwald, 1997). The direct

therapeutic targeting of these interpersonal vulnerabilities can lead to schema change and

the development of stable supportive interactions in the presence of negative life events

that aid the prevention of relapse.
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4.2 Psychological factors in vulnerability to relapse

4.2.1 Affect, meaning and relapse

A key aspect of relapse is the experience of high levels of emotional distress and affective

dysregulation in the period before, during and following an acute episode. This has long

been recognised by researchers and clinicians alike. For example, Docherty and

colleagues (1978) proposed that prior to the development of a full blown relapse there

were identifiable and sequential phases, which they saw as an unfolding of a series of

psychological states. These phases were conceptualised as being characterised by feelings

of overextension, restricted consciousness, behavioural and affective disinhibition,

psychotic disorganisation and resolution. During the first phase of overextension, the

person experiences a sense of being overwhelmed by stressful demands or internal /

external conflicts and is accompanied by feelings of fear, threat, anxiety and nervousness.

This phase is followed by the appearance of a variety of intrusive mental phenomena,

which limit the person's ability to concentrate and think. The person experiences feelings

of helplessness, hopelessness, dissatisfaction, and loneliness. During the disinhibition

phase, the capacity of the individual to modulate or regulate their internal impulses

becomes impaired. The signs and symptoms of this phase are rage, panic and hypomania.

This precedes increasing perceptual and cognitive disorganisation, loss of self-identity and

fragmentation of control during the active phase of psychosis. Docherty and colleagues'

formulation emphasises a sequential view of the nature of relapse, where relapse is

characterised by the progression of increasing non-psychotic symptoms, through

increased emotional distress, affective dysregulation, psychological fragmentation, feelings

of loss of control, culminating in the evolution of psychosis. The importance of the role

of affect in psychotic relapse has been consistently demonstrated in a number of
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retrospective and prospective studies examining the prediction of relapse itself.

Retrospective studies of individuals and their families (Herz & Melville, 1980; McCandless-

Glimcher et al., 1986; Birchwood et a!., 1989) show that the most commonly reported

early signs of relapse are fearfulness, anxiety, poor sleep, irritability, tension, depression,

and social withdrawal.

The consistency with which early signs of relapse have been reported has led to the

development of prospective investigations of early signs. In essence, these studies have

sought to identify the sensitivity and specificity of these early signs as an indicator of

emerging relapse. Clearly if these early signs are sensitive and specific to relapse, the

monitoring of such signs, and associated emotional distress, would help facilitate earlier

interventions - potentially leading to the prevention and/ or amelioration of relapse. In

the investigation of the predictive power of early signs monitoring, sensitivity refers to the

ability of the monitoring system to correctly identify a forthcoming relapse. It is

essentially the proportion of individuals who experience early signs prior to a relapse.

Specificity refers to the power of these early signs to correctly identify those individuals

or times when a relapse will not occur.

Subotnik and Neuchterlein (1988) reported a prospective study of early signs in relation

to relapse amongst 50 individuals. Participants were monitored fortnightly and relapse

was defined by a rating of severe or extremely severe on the Brief Psychiatric Rating

Scale (BPRS) Unusual Thought Content, Conceptual Disorganization, and/ or

Hallucinations items. Greater suspiciousness and thought disturbance symptoms correctly

identified 10 out of the 17 relapses. This gave a sensitivity to relapse of 59%. Birchwood

and colleagues (1989) recruited 17 individuals participants who were monitored

fortnightly using the self rated or observer rated Early Signs Scale over a nine-month
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period. Relapse was defined as any hospital admission or a clinician's judgment of

imminent relapse or probable admission. Eighty two percent of those who experienced a

relapse had an increase in early signs prior to relapse. Sixty two per cent of those who

did show an increase in early signs went on to have a relapse, meaning that 38% had an

increase in early signs but did not go on to relapse. Tarrier et al., (1991) monitored 56

participants on a monthly basis. Relapse was defined as a reappearance of positive

psychotic symptoms or the worsening of persistent or residual positive symptoms, which

lasted for at least one-week. Depressed mood alone was associated with a sensitivity of

50% and specificity value of 81%. When depression was combined with hallucinations, the

sensitivity value increased to 62.5% and the specificity value was 87.5%. Malla and

Norman (1994) monitored 55 participants on a monthly basis over a period of at least 12

months (range: 12-29 months). In this study many increases in psychotic experiences

were not preceded by increases in emotional distress, unless accompanied by increases in

psychotic symptoms. Jorgensen (1998) monitored 60 individuals, 30 of whom had residual

positive psychotic symptoms ("symptomatic"), and 30 who were fully remitted

("asymptomatic"). Participants were interviewed every fortnight over six months or to

relapse. In total, 45% participants relapsed, 27% of whom were readmitted to hospital.

For symptomatic participants sensitivity of early signs to relapse was 88% and specificity

64%, and for asymptomatic participants the sensitivity value was 73% and the specificity

value was 89%. Across the eight studies reporting sensitivity and specificity for early signs

to relapse, the findings on sensitivity values range from 8 to 88%, and for specificity values

from 64 to 93%. Strict comparison across these studies is problematic given the nature of

differences in methodology and design. However a number of conclusions are possible on

the basis of these data.
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Whilst it is not easy to group together studies examining observer and studies examining

self rated early signs due to important methodological differences, it is noteworthy that

the median sensitivity of observer rated early signs (Subotnik & Neuchterlein, 1988;

Tarrier et al., 1991; Gaebel et al., 1993; Marder et al., 1994) was 37%, whilst for those

studies incorporating self rated early signs monitoring (Birchwood et al., 1989; Malla &

Norman, 1994; Jorgensen, 1998; Hirsch & Jolley, 1989) the median sensitivity results

were 68%. As the reader will recall, sensitivity refers to the ability of early signs to

correctly identify a forthcoming relapse. Therefore, in this case self rated early signs seem

much more powerful in predicting relapse, suggesting that individuals' unique knowledge

of their own experiences gives them a better ability to predict relapse than the health

professionals that provide support and treatment for them. This also means that it is

likely that individuals are detecting their own idiosyncratic signs of relapse at an early

stage. Depending on their experiences of previous episodes relapse / psychosis this is

likely to generate a high degree of emotional distress.

It is also very apparent that when studies include positive psychotic experiences or

incipient psychosis in their definitions of early signs (Subotnik & Nuechterlein, 1988;

Birchwood et al., 1989; Tarrier et al., 1991; Jorgensen, 1998), this increases the sensitivity

of early signs detection to relapse. The inclusion of low level positive psychotic

symptoms, such as ideas of reference or thought control, suggests that the development

of emotional distress signals the person's emotional reaction to the reemergence of

psychotic experiences. The consistency of the findings on specificity of early signs to

relapse, which is reported across these studies (64 to 93%), is supportive of this

proposal. That is, when there is a relapse there is almost always an increase in emotional

distress before hand.
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It is likely that individuals may well be responding to quite subtle changes in their

cognition, perception, and attention that are psychologically significant or reminiscent of

psychosis. Early studies (e.g. McGhie & Chapman, 1961; Chapman & McGhie, 1963;

Freedman & Chapman, 1973; Docherty et al., 1978; Henricks et al„ 1985) found in clinical

interviews that idiosyncratic changes in the perception of cognition, emotion and

interpersonal experience appeared to be associated with psychosis, and that these

experiences are different to those whose psychosis has remitted or those suffering from

depression (Cutting, 1985). Chapman and McGhie (1963) suggested that individuals with

psychosis become aware of unusual experiences, and that their reactions to these

experiences may play an important role in the development and maintenance of

psychosis. They recommended that a psychotherapeutic understanding of the individual's

perceptual and experiential difficulties would aid improved communication. In addition,

they suggested that psychotherapy should aim to (a) discover individuals' subjective

experiences and cognitive difficulties, and (b) reduce unhelpful or ineffective reactions to

these experiences. Bowers (1968) argued that self-experienced changes in perception and

awareness were critical to the transformation of normal experience into psychosis. In an

experiential account drawn from interviews with fifteen people with psychosis, Bowers

described changes in heightened awareness of internal and external stimuli. Associated

with these perceptual changes he described individuals as having an increasing sense of

urgency, reduced need for sleep, exaggerated affect, and a heightened sense of self.

Alongside this heightened experience, internal and external events and stimuli normally

outside awareness became meaningful and self-relevant. Individuals described becoming

engaged, fascinated, perplexed or indeed scared by their own experience.
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4.2.2 A cognitive behavioural model of early signs and relapse

There have been a number of psychological conceptualisations of relapse (Thurm &

Haefner, 1987; Birchwood, 1995; Gumley et al., 1999). All of these models have

emphasised how individuals interpret subtle signs (e.g. cognitive perceptual changes) and /

or symptoms (e.g. interpersonal sensitivity) as evidence of a forthcoming relapse of their

psychosis. In this context individuals' interpretations of their experiences will be informed

by their specific autobiographical memories (of psychosis). For some individuals who do

not accept the construct of psychosis or illness, these signs may signal elevated

interpersonal danger (e.g. "if my doctor sees that I'm suspicious he'll put me in hospital

again"). These memories and appraisals drive the development of heightened emotional

distress and trigger affective dysregulation. Coping strategies adopted by individuals may

enable then to reduce their levels of emotional distress or support affective stabilisation.

For example, being able to talk with a trusted friend or family member, being able to self-

soothe, having a kindly, accepting and compassionate attitude to oneself, being able to

decatastrophise relapse, or being able to access appropriate support and assistance

available may all positively impact on coping. Three studies (Brier & Strauss, 1983;

McCandless-Glimcher et al., 1986; Hultman et al., 1997) show that patients monitor and

regulate their symptoms in order to prevent relapse. Amongst individuals with Bipolar

Disorder, Lam et al., (1997, 2001) reported on the use of spontaneous cognitive and

behavioural coping strategies during prodromal stages, and also the impact that these had

on functioning. They reported that the use of behavioural coping strategies had an effect

on reducing the likelihood of manic relapse. On the other hand, having few interpersonal

resources, living in a highly stressful environment or being socially isolated may well limit

the availability and flexibility of coping strategies or the opportunities for help seeking.
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The use of coping strategies such as substance use or medication discontinuation (to

reduce side effects) may provide short term relief but enhance relapse risk in the medium

and long term. Social avoidance and withdrawal may enhance interpersonal sensitivity,

rumination and emotional distress leading to feelings of helplessness, hopelessness and

suicidal thinking. Hultman et al., (1997) found that individuals with a withdrawal-

orientated coping style were more likely to relapse than individuals who had a socially

orientated coping style. In addition, problematic thought control strategies or avoidance

strategies may prevent disconfirmation of excessively negative beliefs about relapse thus

maintaining (a) an elevated sense of threat of relapse and (b) increasing the likelihood of

greater relapse acceleration at the appearance of early signs.

Safety behaviours are a kind of coping strategy specifically targeted at attempting to avoid

a feared outcome. Not only do these behaviours attempt to avert a feared outcome, they

also prevent the individual from disconfirming unhelpful beliefs, and thus play a role in the

maintenance of anxiety and psychological distress.

Prospective studies of the course and outcome following a first episode of psychosis have

consistently shown that poorer outcome, as characterised by treatment resistant

symptoms or relapsing course of psychosis, is predicted by factors such as longer

duration of untreated psychosis (DUP; Drake et al., 2000; Weirsma et al., 1998), poor

pre-morbid social adjustment (e.g. Rabiner et al., 1986), early adolescent isolation (e.g.

Robinson et al., 1999), and adolescent social anxiety (Jones et al., 1994). Of course we

need to remain mindful of the catch that developmental reasoning can pose for the

transition of these findings into clinical work; "so long as we trace the development from its

final outcome backwards, the chain of events appears continuous, and we feel we have gained

an insight which is completely satisfactory or even exhaustive. But if we proceed in the reverse
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way, if we start from the premises inferred from the analysis and try to follow these up to the

final results, then we no longer get the impression of an inevitable sequence of events which

could not have otherwise been determined" Freud (1920, p. 208).

Drake and his colleagues (2000) found that after controlling for DUP, better levels of

social integration predicted greater improvement in overall symptoms including psychotic

experiences following a first or second episode of psychosis. These data suggest that

early social/ developmental factors and adolescent or adult interpersonal functioning are

powerful potentiators of outcome in terms of recovery and relapse following the onset

of psychosis. In particular, it appears that the quality of adolescent peer attachments and

utilisation of social supports strongly predict longer term outcomes and adaptation to

psychosis. There is also extensive evidence from studies of schizophrenia that the

interpersonal atmosphere is a key factor in relapse (Brown & Rutter, 1966, Leff &

Vaughan, 1985). This demonstrates the continuing significance of interpersonal factors in

the determination of course of psychosis. Furthermore, after a first episode of psychosis

the recurrence of psychotic experiences is often a highly significant, distressing and

critical life event for individuals with psychosis (Birchwood et al., 2000) leading to

problematic emotional adjustment and suicidal thinking. A number of studies have now

shown that the way in which the early episodes of acute psychosis are experienced and

processed by the person can have a significant influence over recovery and relapse. How

the experience of psychosis is appraised has been linked with a variety of important

emotional responses in individuals, families, carers and loved ones. Often these responses

do not just relate to a person's current experience of a psychotic episode but these

responses are essentially reflections of particular early experiences, general

developmental factors and their social context.
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In terms of the interpersonal context of relapse and recurrence of episodes Expressed

Emotion is a key concept to conceptualise the impact of close social environments on the

adjustment and recovery of the individual. The EE literature has been reviewed in detail

in Chapter 2. Beyond a behavioural and interactional model of EE, Barrowclough and

colleagues (1994) investigated the role of relatives' attributions for illness as a predictor

of relapse. Barrowclough and her colleagues proposed that critical and in particular

hostile relatives would make attributions, which were more internal, personal and

controllable to the individual, compared to relatives who display marked EOI and low EE

patterns. They proposed that these latter relatives would make more external, universal,

and uncontrollable attributions to the individual. Relatives with high levels of EE had a

higher rate of making causal attributions than did relatives with low EE. Compared to

high EOI relatives, relatives high on criticism and hostility made more internal, personal

and controllable attributions to the individual. In addition, these relatives invoked causal

attributions attributing responsibility for outcome to the individual. Relatives high on EOI,

made more attributions of causality to external and uncontrollable causes, and indeed

made most attributions to illness. Attributions of controllability and internality (e.g. it's

your fault) were significantly related to relapse, even after controlling for EE status and

intervention.

These studies demonstrate the importance of the role of attributions in the development

of expressed emotion, the prediction of relapse and the development of distress amongst

relatives. Indeed this is consistent with the proposals of other investigators including

Weiner (1985) who proposed that causal beliefs held about other people's problems

would be instrumental in the development of distressing emotions. Barrowclough and

colleagues (2003) explored the relationship between interpersonal environment, self-

evaluation and positive and negative symptoms. Whilst it is well established that living in
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an emotional climate characterised by critical, hostile or emotionally over-involved

attitudes and attributions is linked to increased risk of future relapse (Barrowclough &

Hooley, 2003), the mechanism by which this might occur is as yet unclear, although

increased physiological arousal has been proposed as one pathway (Tarrier & Turpin,

1992). Using an interview methodology with a group of 59 participants, Barrowclough

and colleagues found that, consistent with previous research, family attitudes were

associated with greater positive symptoms. In addition, participants' negative evaluations

of self (NES) were associated with more positive symptoms. The relationship between

family attitudes and positive symptoms disappeared when NES was included in the

statistical model, and NES remained strongly associated with positive symptoms.

Therefore, in this sample the impact of criticism on participants' positive symptoms

appeared to be mediated by participants' own negative self-evaluation.

Surprisingly, there has been little investigation into the separate developmental pathways

of criticism and emotional over-involvement for the purposes of early intervention and

support. In a study by Scazufca and Kuipers (1996) changes in expressed emotion were

linked to changes in the subjective burden and perception of a client's functioning. This

supports the notion that expressed emotion is not a trait characteristic but varies

according to patient-relative interactions at a particular point in time (Birchwood &

Cochrane, 1990). Existing family intervention methods designed for use with families

experiencing the effects of a longer-term psychosis in a relative appear to be less useful in

first episode samples. One study of behavioural family therapy in first episode psychosis

found no impact on relapse and that for some families it actually increased distress

(Linszen & Dingemans, 1996).
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Emotional over-involvement is seen more often in parents and has been linked to the

individual's poor pre-morbid functioning and burden (Miklowitz et al„ 1983). Miklowitz

and colleagues (1983) found that over involved family members tended to have relatives

with poor premorbid histories and many residual symptoms in comparison to both

critical family members and low expressed emotion family members. Cook, Strachan,

Goldstein & Miklowitz (1989) found that adolescents interacted with high expressed

emotion mothers more problematically than adolescents with low expressed emotion

mothers. High expressed emotion mothers then tended to reciprocate negative affect of

their adolescents interactional style. In this sense we can understand the evolution of

expressed emotional as a reciprocal process in the context of adolescent development.

Dozier and colleagues (1992) have suggested that the attachment strategies of individuals

themselves may be important in eliciting characteristic expressed emotion responses

from their family members. They investigated attachment organisation and expressed

emotion of family members amongst 40 participants with schizophrenia (n = 21) and

affective disorders, mainly bipolar disorder (n = 19). More extreme use of avoidant or

pre-occupied attachment strategies was associated with higher levels of emotional

overinvolvement of family members. It may be that greater reporting of distress and

neediness which is characteristic of a pre-occupied attachment style may elicit more

caring behaviours by family members. Avoidant strategies tended to be associated with

lower symptom reporting and self reported distress. Dozier and colleagues noted that

this strategy may be unconvincing to family members, and therefore families sense the

need to provide care. Emotionally over involved strategies may then perpetuate

problematic attachment strategies either by reinforcing feelings of neediness and

vulnerability in preoccupied persons or driving greater withdrawal and avoidance in

individuals who use avoidant attachment strategies. These findings highlight the

importance of working with individuals' interpersonal and attachment strategies in the
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context of living in a high expressed emotion environment. This may be particularly useful

in scenarios where patients and / or relatives decline to participate in family based

interventions.

4.2.3 Trauma

Morrison and colleagues (2003) have argued that rates of childhood trauma are elevated

amongst individuals with psychosis. This is based on several lines of evidence. First,

studies have demonstrated that there is a high rate of trauma in the lifetimes of those

individuals who have established psychosis. For example in a casenote review of 200

individuals, Read and colleagues (2003) found that those who had experienced sexual

abuse were more likely to report psychotic symptoms. Scheller-Gilkey and colleagues (in

press) found that individuals with a diagnosis of schizophrenia and concurrent substance

use (a risk factor for relapse) had a higher frequency of childhood traumatic events,

greater PTSD symptomatology, and higher depression scores. Second, studies have

demonstrated that childhood sexual abuse is linked to co-occurring hallucinations and

delusions in other diagnostic populations. For example, Hammersley and colleagues

(2003) have shown an association between childhood abuse and hallucinations amongst

individuals diagnosed with bipolar disorder. Third, epidemiological studies have shown a

link between childhood trauma and psychotic experiences. Bebbington et al., (2004)

identified psychiatric disorders amongst 8580 individuals living in the UK. Compared to

respondents with other psychiatric disorders the prevalence of lifetime victimisation

amongst people with definite or probable psychosis was elevated. These experiences

included sexual abuse, bullying, local authority care, running away from home, being a

victim of assault. After controlling for the possible interrelationship between events;

sexual abuse, running away from home, being in a children's home, expulsion,
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homelessness and assault all remained significant predictors of psychosis. Controlling for

current levels of depression, childhood sexual abuse remained the most significant and

powerful risk factor for psychosis. Finally, after controlling for both depression and the

inter-dependence of events, sexual abuse, being expelled from school and experiencing

assault were predictors of having psychosis.

What is apparent from these data are that severe disruption in early attachment and

bonding experiences increase individuals' vulnerability to developing psychosis. In a

general population sample of 4045 participants, who were followed up over two years,

Janssen and colleagues (2004) found that experience of childhood sexual abuse associated

with psychosis. This relationship remained despite different types measurements of

psychosis In addition more frequent sexual abuse was associated with greater risk of

developing psychosis and having need for care.

There is growing evidence that psychosis is experienced as a traumatic event. Eight

studies have investigated the prevalence of post-traumatic stress disorder (PTSD)

symptomatology following psychosis (Frame & Morrison, 2001; Kennedy et al., 2002;

Meyer et al., 1999; McGorry et al., 1991; Priebe, Broker & Gunkel, 1998; Shaw,

McFarlane, & Bookless, 1997; Neria et al 2002; Jackson, Knott, Skeate & Birchwood,

2004). These studies reported that between I 1% and 67% of individuals meet criteria for

PTSD following an acute episode of psychosis, although the prevalence of trauma related

symptom clusters such as recurrent intrusive memories is considerably higher in some

studies (e.g. Meyer et al., 1999).

Most studies indicated that the experience of the psychotic symptoms themselves was

primarily responsible for patients' trauma (Frame & Morrison, 2001; Kennedy et al., 2002;
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Meyer et al., 1999; Shaw et al., 2002); however, some studies have suggested that the

methods used to treat psychosis may also be partly responsible (McGorry et al., 1991;

Frame & Morrison, 2001). Although the methodology of these studies has been criticised

(Morrison, Frame & Larkin, 2003) and despite the fact that the experience of an acute

episode is not formally recognised as an event which fulfils DSM IV (APA, 1994) criterion

A for PTSD, the findings still appear to indicate that many patients experience significant

post-traumatic stress symptomatology, which arises following the treatment and

experience of acute psychosis. Participants in these studies reported intrusive

recollections of stressful hospitalisation events such as police involvement, or symptom

based experiences including uncontrollable auditory hallucinations, persecutory paranoia,

thought broadcasting and passivity phenomena. Individuals with a 'sealing over' recovery

style were more likely to report fewer intrusions and greater avoidance when assessed

using the Impact of Events Scale (jackson et al., 2004). Those participants with greater

levels of peri-traumatic depersonalisation derealisation and numbing also had greater

levels of intrusions and avoidance (Shaw et al., 2002). Shaw et al., (1997) found that

experiences representing loss of control were rated the most distressing by individuals.

These "loss of control" experiences, which included enforced seclusion, experiencing the

self being controlled by external forces, visual hallucinations, and thought insertion were

associated with the highest levels of distress.

4.2.4 Interpersonal coping

On the evidence of the above discussion, the connection between attachment styles,

interpersonal functioning and utilisation of social supports seems clear. Sarason and

colleagues (1990, 1991) investigated the link between perceived social support and adult

attachment styles. They noted that avoidant individuals hold representations of self and
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others that make them prone to encoding and recalling instances of helpful behaviours as

less supportive. In a similar vein, Blain et al., (1993) showed that higher levels of

perceived support occurred among secure individuals. Ognibene and Collins (1998) also

found higher support perceptions among secure individuals and significantly lower levels

among fearful avoidant persons. On another dimension, social support and attachment

styles also seem to be related in terms of the utilisation of available supports and the

search for support.

Wallace and Vaux (1998) found that individuals with an insecure attachment

representation hold a more negative support network orientation. Mikulincer et al.,

(1993) demonstrated that individuals with a secure attachment style use social support

seeking to a greater extent than insecure ones. Mikulincer and Florian (1997) further

found that attachment style also was a mediator for the impact of social support. In an

experimental task they determined that conversing with a close other about the

emotional and instrumental aspects of a stressful and distressing event reduced negative

affect among secure individuals whereas avoidant individuals appeared to benefit only

from instrumental support in the same condition and anxious/ ambivalent individuals

showed increased negative affect in the condition of emotional support being offered.

On the other hand, an alternative set of possible models for the effect of social support

on emotional health, particularly in the presence of stressful life events, has centred on

direct effects and so called indirect or buffering effect of social supports (for reviews

refer to Alloway & Bebbington, 1987; Landerman et al., 1989). In terms of a direct social

support effect, low levels of social support and impoverished or absent confiding

relationships are associated with poor emotional health and a significant vulnerability to

mental disorders (for an overview Cohen & Willis, 1985) . The so-called 'buffering
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hypothesis' of social support states that social support has a protective function in the

face of stress and that in the absence of high levels of stress social support will show no

relationship with mental health (e.g. Brown, 1989; Parry & Shapiro, 1989). The model of

social support proposed by Brown & Harris (1978) is the principal example of a

'buffering' model and has been replicated in numerous studies, including longitudinal

investigations of the impact of early negative experiences and the effect of social support

over long developmental timeframes (Champion et al., 1995). The main vulnerability

factor emerging from this research is the lack of a supportive network and particularly

the lack of an intimate or confiding relationship.

It is known that social support from family and friends can act as a bulwark against

psychosocial stressors and enhance functioning among individuals with an experience of

psychosis. A number of studies demonstrated that individuals suffering from a bipolar

disorder experience less positive social support and that low social support is associated

with affective relapse (Romans & McPherson, 1992; Kulhara et al., 1999; Beyer et al.,

2003). In two prospective studies, Johnson and colleagues (Johnson et al., 1999, 2000)

found that poor social support predicted a higher number of relapses and longer time to

recovery; the main mediators for relapse were higher depressive symptoms and low self-

esteem. However, social support and social stress are not innovative concepts or

concepts particular to psychosis, like 'parenthood' these are inherent to human sociability

and associations between mental well-being and social connectedness has been stressed

by early authors (e.g. Burton, 1621). In that respect we are not faced with a unitary

concept but any consideration of social or developmental risk factors depends on their

context and on their given operational definitions.
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In an attempt to understand the processes further by which social support exerts its

effects on emotional health a number of mechanisms need to be considered. In particular

it is important to consider the likelihood of confounding effects in the measurement of

social support and the assessment of stress. Sources of support are often also sources of

stress; and as the perception of stress does not occur independently from the perception

of support. Significant stressors can directly change the availability of supports or the

utilisation of existing supports. Schuster et al., (1990) pointed out that most relationships

involve positive and negative aspects and that close interpersonal networks are most

likely to be sources of stress. The processes by which negative aspects of close

relationships and networks exert their effects on the emotional health of individuals is

likely to be equally complex, and negative aspects are likely to have direct and indirect

effects. Some of the investigations in the negative aspects highlighted that the negative

effects of social networks might outweigh the positive ones in terms of their influence on

mental health (e.g. Schuster et al., 1990). It is predominantly qualitative aspects of

interpersonal relationships that seem to have significant effects, such as experiences of

being let down (Brown et al., 1986) and lack of reciprocity in relationships both in terms

of not receiving sufficient support from close others but also significantly in terms of

building up 'caring debts', the feeling of not being able to give back received support

(Pearlin, 1985).

Individuals suffering from a bipolar disorder or psychosis might be especially vulnerable to

the particular interactions associated with high EE, such as increased criticism or

emotional involvement. It appears to be a connected characteristic that individuals

suffering from bipolar disorder tend to have very small social networks which are usually

also very dense in terms of the interconnectedness of network members and consist

mainly of relatives and professionals (Cohen & Kochanowicz, 1989). However smaller
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networks are often associated with increased satisfaction with the available support

(Schwannauer, 1997).

Throughout the research literature looking at the specific effects and functions of

interpersonal relationships on emotional well being, social support is conceptualised as an

external and mainly structurally stable component. This can be misleading as it

underestimates the dynamic and changeable nature of most interpersonal relationships

and the active role that individuals play in creating and maintaining most of their

significant relationships. Social support and the positive and negative effects of significant

interpersonal relationships need to be understood from a developmental and dynamic

perspective which will also shift the focus on the inter-relationship between stressful life

events and support. In a long term follow up study, Champion (1995) found that a lack of

emotional support was associated with an increased rate of negative events.

4.2.5 Individual adaptation to onset of bipolar disorder

Finally, consideration needs to be given to the individual's cognitive and emotional

response to the experience of a first episode of bipolar disorder. In particular, the

appraisal of the disorder has been strongly linked to depression subsequent to the

abatement of acute psychotic symptoms. Firstly, Birchwood, Mason, MacMillan and Healy

(1993) showed that depression following an acute episode of psychosis was associated

with individuals' perception of being unable to prevent or control relapse (e.g. "I am

powerless to influence or control my illness") or the fear of psychosis itself (e.g. "My

illness frightens me"). Rooke and Birchwood (1998) followed up this group of patients 2.5

years later. In this group, levels of depression were persistent over time, as were

appraisals of entrapment (inability to control or escape from psychosis), loss of social
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role and self-blame. Individuals who were depressed felt greater entrapment and loss in

relation to their psychosis. In addition there was evidence that these appraisals were

consistent with participants' personal experiences of psychosis. For example, participants

with depression were more likely to have experienced more compulsory admissions and

loss of, or drop in employment status. Theoretical perspectives derived from

evolutionary psychology as exemplified by social ranking theory (Gilbert 1992) provide

theoretical framework to explain these findings. A person's perception of their social

attractiveness and acceptability to others confirm their sense of rank, importance and

place within their social and interpersonal environment.

Therefore life events that evoke feelings of loss (e.g. loss or disruption in important

attachments or friendships) or events that threaten an individual's social ranking or

importance (e.g. feeling humiliated by an episode of psychosis) are depressogenic via their

impact on the lowering of perceived self-esteem and social status. In relation to people

with a diagnosis of schizophrenia, these processes can be observed in two important

recent studies. Birchwood, Iqbal, Chadwick and Trower (2000) found that, in a sample of

105 individuals, a proportion of 36% developed Post Psychotic Depression (PDD)

without concomitant changes in positive and negative symptoms. Participants who

developed PPD were more likely than their non-PPD counterparts to attribute the cause

of psychosis to themselves (self-blame), perceive greater loss of autonomy and valued

role, and perceive themselves as entrapped and humiliated by their illness.

In addition, individuals with and without PPD aspired to similar social and vocational

roles. However, consistent with the predictions of social ranking theory, those who

developed PPD saw their future status as lower. These participants also had greater

insight into having a psychotic illness. Therefore, psychosis can be conceptualized as a life
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event that triggers depression via awareness of its social, interpersonal and affiliative

implications. Individuals, who develop depression following psychosis, appraise this life

event as representing a humiliating threat to their future status, leading to the loss of

valued social roles, from which escape is blocked due to actual or feared relapse, or

indeed persistent symptoms.
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4.3 Summary

In the above chapter key concepts were introduced that are relevant to the design and

implementation of a psychological treatment for bipolar disorder. In addition to key

concepts outlined in cognitive behavioural approaches in relapse prevention, mood

regulation and the targeting of underlying cognitive vulnerabilities we need to consider

the impact of social environment, interpersonal vulnerabilities and sensitivities, and the

impact of developmental factors on any individual's susceptibility to frequent mood

instability and recurrence of symptoms.

Any approach addressing complex and enduring relapse courses needs to target these

interacting factors over time and within the individual's particular cultural and

socioeconomic context. First we discussed the evolution of individual cognitive

vulnerability through the development of negative cognitive interpersonal schemata. This

has been suggested by the findings showing that early emotional instability, stress

reactivity and low self esteem heighten risk for the development of bipolar disorder.

Second we see the emergence of individuals' interpersonal vulnerability via their

experience of core attachments, peer relationships and the successful utilisation of social

supports and networks. This is suggested by the evidence for the role of early adolescent

social isolation and high sensitivity to negative interpersonal environments and stressful

life events. Third, we see that those who develop bipolar disorder are at heightened risk

of experiencing a range of traumatic events including sexual abuse, which have the

capacity to undermine core attachment experiences and positive affiliation as well as the

utilisation of available supports.
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We also see the importance of increased risk arising from living in an urbanised and

fragmented social environment where themes of interpersonal mistrust and

fragmentation may mesh with existing negative cognitive interpersonal schemata. It is in

this context that bipolar disorder itself provokes major affective responses in individuals

and their social environments. These affective reactions are mediated via appraisals of

danger, loss, entrapment and humiliation. This may occur in the context of an already

weakened platform for the regulation of affect conferred by the experience of a range of

pre-existing adverse social events and/ or social isolation.
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V Predictors of symptom severity and treatment outcomes
in bipolar disorders - a randomised controlled treatment
trial

5.1 Introduction

Manic depression is one of the most long-term recurrent mental illnesses. Despite the

efforts in pharmacological management of manic depression, relapse and residual

symptoms remain a major factor in the development of illness chronicity, and social and

occupational disability. For individuals themselves relapse is critical in the development of

secondary psychological morbidity (e.g. Birchwood et al, 1993; Jackson et al, 2000).

Up until very recently bipolar disorder has generally been understood as a biologically

based disorder the treatment of which is limited to psychopharmacology. Nevertheless,

longitudinal studies have suggested that even when patients are protected by state-of-the-

art pharmacotherapy, about 40% relapse within one year and up to 73% over five years

(Gitlin et al, 1995), and at least half of patients who do not relapse suffer from a high level

of residual symptoms (Gitlin et al, 1995; Harrow et al, 1990); in one study 19% of

individuals with bipolar disorder were found to die from suicide (Isometsa, 1993). With

the growing recognition of the social, emotional and psychological costs of relapse studies

are emerging to examine approaches to the detection and prevention of relapse, and to

investigate more stable ways of the clinical management of this disorder. Psychosocial

interventions have been shown to provide an essential adjunct to the traditional forms of

treatment for bipolar disorder (e.g. Scott, 1997; Miklowitz et al, 1997; Frank et al, 1999).

Most of the existing models of psychosocial intervention are family focused and
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psychoeducational, or attempt to engender, on an individual basis, strategies for

minimising the impact of disrupting life events and illness related behaviours. We need

therefore more comprehensive theoretical and empirical approaches to understand the

prognostic roles of psychosocial factors in bipolar disorder and models of psychosocial

intervention that follow from these theoretical approaches.

A key aspect of management and relapse in psychotic disorders, and manic depression in

particular, is the detection of so-called early warning signs that, if carefully monitored and

managed, can reduce the likelihood of a relapse occurring. Birchwood et al (1998) point

out that prodromal symptoms and early signs are subject to considerable variance in

their character and timing. These individual variations in the nature and timing of early

signs will act to reduce their apparent amplitude in group studies, and increase the

likelihood of false positive and false negative predictions of relapse in clinical practice.

Therefore, it may be more appropriate to think of early signs as an individualized

configuration of symptoms. In order to improve the effectiveness of early warning sign

systems and make them relevant for clinical practice a theoretical model of relapse in

bipolar disorders needs to be developed. We suggest that such a model would need to

incorporate negative beliefs about self and illness associated with the external and

internal events, 'early warning signs', which have strong similarity with previous relapse.

Definitions currently used to capture sensitivity of early signs could well benefit from

definitions more closely allied to those negative beliefs and emotional experience about

illness and self, which are hypothesised to dictate relapse speed and acceleration (e.g.

Gumley et al, 1999), rather than relying on a more closely delineated set and individual

symptoms alone. This model would also need to include other significant risk and

vulnerability factors that are commonly associated with relapse and negative outcomes
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such as wider psycho-social factors, social support and expressed emotion, and variables

of cognitive vulnerability such as perceived control over illness and meta-cognitive

processes. If clinicians pay sole attention to the occurrence of generic signs and

symptoms, they risk failing to capture the more holistic and generic meaning experienced

by the individual. Therefore models of early signs which are more closely allied to the

beliefs and psychological processes activated during early relapse may increase sensitivity

and reduce the apparent variance in the nature and the timing of experiences signalling

future relapse.

Bipolar disorders frequently involve repeated relapse and long hospitalisations. There is

substantial evidence, that well targeted, individualised psycho-social interventions can

make a considerable impact on the clinical status and social adjustment of the chronically

ill patient (Scott, 1997; Miklowitz et al, 1997; Frank et al, 1999). Such interventions reduce

relapse rates and significantly improve the quality of life of the patients concerned

(Birchwood et al, 1992). We believe that so far there has been a relative neglect of

research into psychosocial and psychological process variables in the onset and course of

bipolar disorders, and, compared with advances in schizophrenia over the past 5-10

years, we know little about the clinically relevant theoretical models of bipolar disorders.

Social relationships and social support have been shown to have robust effects on a

broad range of psychiatric and biological outcomes. Generally, on the one hand, the

literature is replete with evidence that supportive relationships act as a protective factor

in those vulnerable to psychiatric disorder (Champion, 1994). However, more research

attention is needed to address how social support may prevent relapse and maintain

good functioning in chronic patient groups. Because these chronic groups of patients

make the heaviest use of professional resources, it is both desirable and necessary to
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obtain a better understanding of how to facilitate more effective support for people

suffering from bipolar disorder acknowledging their distinct needs. George Brown's

(Brown & Harris, 1978; Brown, 1989) work on psychosocial factors pre-disposing to

depression in women is perhaps the best-known representative of this strand of work.

He noted that a close confiding relationship was a protective factor for women

vulnerable to depression. On the other hand, Rutter and Brown earlier noted that

depressive patients were particularly vulnerable to high rates of critical comments in

immediate relatives. Indeed, they seemed to be more so than schizophrenia sufferers. It

was, though, in this latter population that further research into the potentially adverse

effects of particular aspects of social interaction took place. Vaughn and Leffs (1976)

work in the 70's looking at the effects of spawned a host of studies exploring the

detrimental effects of emotional over-involvement in the families of people suffering from

schizophrenia or major depression. This, together with high rates of critical comments,

emerged into the concept of "expressed emotion" as one of the most robust

psychosocial variables predictive of relapse in schizophrenia.

It becomes clear then that the concept of social support is more than a single unitary

phenomenon, whose complex interactional effects are often overlooked. Indeed it is

likely that those individuals with whom we interact most closely will offer both positive

and negative social interaction. Moreover, our clinical decision-making may well involve a

judgement as to whether a person's condition is being affected by a lack of social support,

a surfeit of negative social interaction, or a combination of the two. Franks (1992), for

example in an investigation of social support in people with depressive symptoms noted a

positive relationship between symptom severity and (a) high levels of criticism, (b)

negative life events and (c) low levels of supportive interactions with others. However,

after controlling for high criticism the association of low social support with depressive
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symptoms was no longer statistically significant. This study suggests therefore that

negative family interaction was more important than positive social support in this group.

Social support and Expressed Emotion both contribute to the association between

psychosocial factors and the severity of psychiatric disorder; there is a significant additive

effect of both measures regarding their power to explain relapse, severity of symptoms

and chronicity of the disorder (Schwannauer, 1997). This model further helps to create a

more detailed and valid formulation of the vulnerability-stress model for different

diagnostic groups that can inform disorder specific psychosocial interventions.

There is also a considerable connection between the two psychosocial measures of social

support and Expressed Emotion itself (Schwannauer, 1997). Consequently on a

conceptual and methodological level social support cannot solely be looked at in respect

of its positive and beneficial effect on the psychological well-being of psychiatric patients,

but also has to be seen in its stressful and negative aspects. On a conceptual level this

implies turning the concept of social support into a multi-axial concept including both

aspects of social support and social strain. It is not, as often assumed, the sheer

availability of social support, which might have a restorative effect on mental health but

rather the perceived quality of the existing social links and the form of the interactions

available. These negative social bonds can presumably take many forms (such as:

supportive actions that misfire, indirect social stress which befalls close persons, 'hazards'

presented by social relationships, rejection or demand from others, etc.) and the qualities

which are conceptualised within the 'Expressed Emotion' concept present a certain

proportion of these; others as well could be included in a wider concept of social

support. On a more practical level, possible psycho-social interventions or preventional

measures have to take into account these particular aspects of social interactions and be
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tailored at one hand to the particular needs of certain client groups as well as to the

different interactions of qualitatively distinct support functions.

Further there is a growing evidence base that in bipolar disorder as in depression and

psychotic disorders there is a significant influence of life events on the onset of both

manic and depressive affective episodes, but that the role and relevance of specific life

events can change regarding nature and severity and its influence on different mood

states (Johnson & Roberts, 1995; Ramana & Bebbington, 1995). It is still unclear what role

psychosocial moderators of life events play in bipolar disorder, models derived from

unipolar depression do not seem valid, as life events in this disorder group seem to

influence social rhythms as well as cognitive vulnerability, expectations, which might vary

in different mood states.

Recent advances in cognitive therapy and more generally in the emerging models of

psychological interventions in schizophrenia have demonstrated that an individual's

cognitive appraisal and belief systems of both symptoms and life events and social

interactions play a major part in the effects of these factors on onset and course of

severe psychiatric illness. Current psychological conceptualisations of positive symptoms

in schizophrenia for example, hold that these symptoms contain material that is

personally relevant to the individual, and that this personal relevance is critical to the

understanding and cognitive interventions with these symptoms. Further that an

individual's attempt to assimilate and accommodate the changes associated with severe

psychiatric illness are central to the development and maintenance of symptomatology.

Sense of self and self-concepts are further mediating factors that become instrumental in

an individual's appraisal of illness factors and are likely to influence the self-management

229



Trial Design and Methodology

and monitoring of symptoms (e.g. Birchwood, 2000). Recent conceptualisations of the

role of self-concept in both depression and bipolar disorders hypothesise that individuals

suffering from mood disorders tend to experience more 'self-ambivalence', i.e. generally

more positive and negative emotions about the self (e.g. Power, 1991). In bipolar

disorder this model is further exaggerated in that certain emotional experiences are

associated with more extremely negative or positive aspects and beliefs about the self

(Power & Dalgleish, 1997). These observations about this more extreme style of

organisation of the self have been demonstrated by Showers (1992), contrasting the

notion of 'compartmentalisation' vs. 'integration' of the self, which she found to be

correlated with self-esteem and depression scores. In a compartmentalised self-structure

the individual with more positive self esteem would activate none, or very few

counterbalancing negative elements and vice versa, whereas in an integrated self-

structure the individual would be able to balance positive and negative aspects about the

self. For individuals suffering from bipolar disorders this process is likely to compromise

the adaptive regulation of emotional experiences and further the experience and

development of extreme mood states.

In combination with the above-mentioned cognitive appraisal of symptoms, this study

aims to examine these aspects of self esteem as important factors regarding the self-

efficacy and the self-management of illness-related difficulties.

It is therefore the aim in this study to move away from a structural and solely

epidemiological understanding of psychosocial, cognitive and emotional risk factors,

towards a more process oriented model of perception and cognitive processing of these

factors during varying stages of the disorder, and to investigate the connection of these

processes with the development and course of the illness. Particularly in bipolar disorder
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it can be hypothesised that the rapid changing and bidirectional nature of

symptomatology and frequent switch of mood states have a profound effect on the

perception and working of psychosocial, cognitive, and emotional risk factors. Recent

advances in psychotic disorders further demonstrate that the development of co-morbid

difficulties and 'treatment resistance' relate to high levels of trauma, negative

consequences and life changes, and are mediated by changes and differences in

attributions and subjective meanings,; again in bipolar disorder an important additional

factor might be the interaction of these factors with changing mood states, as in other

disorder groups there are marked differences between depressive and psychotic phases.

We aim to examine in detail the association between psychosocial risk factors and

idiosyncratic cognitive appraisal of symptoms, illness beliefs, and emotional experience.

5.2 Aims & Hypotheses

The primary aim of this study is to examine the efficacy and effectiveness of a

psychological intervention for individuals suffering from bipolar disorder. The primary

outcome is quality of life, secondary outcomes are bipolar symptom severity, relapse and

hospital admissions following psychological treatment compared with treatment as usual.

The study further aims to investigate the relationship between psychosocial, cognitive

and emotional risk factors and the severity and recurrence of bipolar disorder. It also

aims to evaluate a model of psychological therapy that was developed specifically with the

complexity of presentation and underlying psychological processes in bipolar disorder in

mind.
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The psychological treatment developed for this trial was offered in two modalities,

individual and group intervention. Differences in outcomes for the two treatment

modalities will be explored.

5.2.1 Hypotheses

1. A) There will be a positive change in measures of quality of life, severity of

symptoms and indicators of relapse in individuals with bipolar disorder following

psychological intervention and treatment as usual compared with treatment as

usual alone.

B) There will be no significant difference in the treatment effects between the

two treatment modalities, group and individual treatment, in quality of life,

severity of symptoms and indicators of relapse.

2. Psychological intervention will effect positive changes in psychosocial, cognitive

and emotional factors.

3. Changes in psychosocial, cognitive and emotional factors will be predictive of

improved quality of life, reduced severity of symptoms and reduced indicators of

relapse.

A) There will be specific and differentiating interacting and mediating effects of

cognitive, interpersonal and psychosocial variables relating to levels of

depression and mania at baseline.

B) There will be a full mediational effect of cognitive, interpersonal and

psychosocial variables on outcome for levels of depression and mania.
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5.3 Study Design

The design for this study was a pragmatic clinical trial with random allocation to

treatment and waiting list control and prospective follow-up at 6 months and 18-months

following end of treatment. The study compared treatment as usual alone (TAU alone)

over a period of six months while waiting for treatment, with Integrated Cognitive and

Interpersonal Therapy plus TAU (CIT + TAU). Following allocation to the treatment

group, patients had the choice of psychological treatment in either group or individual

treatment format. The study evaluation followed a mixed design of a between subject

analysis between the two treatment groups and a longitudinal within subject analysis for

the group following psychological treatment.

The element of choice within the treatment condition, for participants to decide on

which treatment modality they want to participate in following randomisation to

treatment or after the waiting period, was favoured by users in the project steering

group and by the Bipolar Fellowship Scotland (BFS) who supported the trial. It was felt

that as part of any service provision users of that service should have a free choice of

available treatments. Further the BFS had experience of developing peer support groups

throughout Scotland and felt that engagement and adherence would be significantly

improved if participants had a choice and opted into a group format rather than being

allocated to a particular treatment modality. We also know that interactive group

psychotherapy models tend to be more effective if participants are well socialised into

the group therapy model and if their personal treatment goals can be linked to the

format and structure of group treatment (Yalom, 1995).
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The treatment trial was conducted between 2000 and 2003, followed by a follow up

period of another 18 months. Patients with a confirmed life time diagnosis of bipolar

disorder from the Adult Mental Health Division in Lothian were recruited into the study.

All Consultant Psychiatrists and Community Mental Health Teams within the Division

were approached and informed about the trial and asked to make the opportunity known

to all patients on their caseload that fitted the criteria for inclusion in the study. The

locality area for the service includes a population of approximately 720,000 encompassing

rural, suburban, and metropolitan areas. Inclusion required that patients fulfilled DSM-IV

(American Psychiatric Association, 1994) criteria for bipolar I disorder. The diagnosis was

confirmed by the referring psychiatrist and independently by the research assistants

employed in the project using the Structured Clinical Interview for DSM-IV (First et al.,

1994).

Individuals were excluded from the study if they were a non-English speaker, had organic

brain disorder, presence of significant learning disability, or were in the receipt of ECT or

a concurrent psychotherapy intervention outside the study.

Over the first three years the study was supported by the Bipolar Fellowship Scotland

(BFS), then: Manic Depression Fellowship (Scotland). Together with members of the

research team, ordinary members and members of the board of the BFS a steering group

was constituted at the start of the project which met regularly throughout the first two

years of the trial. The steering group offered advice and guidance on the design and

implementation of the treatment and the treatment trial and supported important

processes regarding recruitment and consent. The active involvement of the Bipolar

Fellowship Scotland greatly aided recruitment and retention of individuals who

participated in the trial. The background to this is a long history of BFS lobbying for
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improved access to psychological treatments and their development of user led self-

management groups in which the trial was promoted.

5.3.1 Power

The estimated sample size was calculated on the basis that a sample of I 10 participants

(55 per group), would have 80% power to detect at p < 0.05 a reduction in symptoms

and relapse rates from 40% in the TAU alone group to 20% in the CIT and TAU group.

Power calculations were carried out using the software Sample Power 2.0 (SPSS Corp.,

2000), and where necessary calculated using the method suggested by Bortz and Doering

(1995). The calculations showed that for a two group comparison comparing treatment

with non-treatment groups and a comparison of the two treatment conditions, TAU and

TAU + CIT, at a power of 80% and with alpha at 0.05 a minimum number of N = 45

would be necessary in the total treatment and TAU groups. These calculations are

assuming a medium effect size based on reported effects of psychological intervention in

bipolar and comparable treatment groups (e.g. Lam et al., 2000). In order to enable a

systematic comparison of all outcome indicators between the two treatment conditions

an estimated number of N=45 was necessary in each treatment condition using the same

estimates of power and effect size. In order to equalise numbers in the TAU and

treatment groups overall and to allow a systematic comparison of the two treatment

conditions we aimed to recruit a total of 180 participants with a confirmed diagnosis of

bipolar disorder, aged between 15 and 65 randomly allocated to the treatment and

waiting list control conditions.

All patients in the treatment group were assessed at intake, mid-treatment, end-

treatment and at 6 month and 18 month follow-up. Psychosocial measures included
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quality of life, life events, social support and expressed emotion; psychological measures

included self esteem, beliefs about illness, and meta-cognitions. Relevant symptom

measures included measures of depression, mania, and mixed episodes. In addition to

these self-report measures, all subjects were assessed utilising observer rated measures

of severity of symptoms and a case note review including documented relapse, and

service use before, during and following the intervention. Individuals' perception of the

therapeutic process was assessed at follow-up. The assessments were carried out by

research assistants who were blinded to the allocation at baseline and at start of

treatment.

5.4 Ethical Approval

The Regional Research Ethics Committee for Lothian approved the study protocol and

design as well as the patient information sheet and consent form employed in the study.

Patients were made aware that they were randomly assigned to psychological treatment

or a waiting list for the same psychological treatment and that their psychiatrist and GP

would be informed of their progress and outcome at the end of treatment.

Originally randomisation to a treatment as usual condition for the whole study and

follow-up period was planned for the trial. The potential clinical implications for such

design were raised by the research ethics committee in an area where no comparable

service existed for individuals with bipolar disorder and consequently converted into a

waiting list control condition.
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5.5 Psychological Treatment

The psychological treatment implemented in the trial consisted of key elements of

relapse prevention, cognitive behavioural therapy for bipolar disorder, and essential

elements of interpersonal psychotherapy approach incorporating essential components of

the psychological treatments reviewed above. The treatment offered was modularised in

8 distinct modules, consisting of: Psychoeducation, individualised profile of early warning

signs, developmentally based individual formulation, behavioural strategies for coping with

mania and depression, formulation based cognitive strategies targeting underlying beliefs

and assumptions that increase vulnerability to mood dysregulation, affect regulation

techniques, social network analysis, and the identification of interpersonal patterns and

strategies. For each participant in the individual or group modality a treatment plan was

formulated and certain modules were emphasised depending on the individual's

formulation, needs and negotiated goals. For a detailed description of elements and

principals of the integrated treatment please refer to Gumley and Schwannauer (2006).

The group therapy format consisted of 20 weekly sessions of one and a half hour length

and the individual treatment consisted of 18 to 20 weekly one hour long sessions. The

groups were carried out in group treatment facilities on the premises of the Royal

Edinburgh Hospital. Groups usually consisted of 8 participants (± 2) and were led by one

therapist, usually joined by a training grade psychiatrist or clinical psychologist in training.

Prior to the commencement of the group all participants received two individual sessions

during which an individualised formulation was formed and shared with the individual and

specific individual treatment goals were formulated in view of the group format of the

treatment. This included the orientation to the group outline and session format as well

as some of the particular issues of group treatment, such as confidentiality, listening and
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learning from the experience of others as well as dealing with upset and other difficult

emotions within the group setting. Particular emphasis was placed that all participants

had an idea how the group could help them to achieve their personal goals for a

psychological treatment.

During the first year of the trial two groups were carried out in parallel. The content of

the group treatment was informed by the same modules as the individual treatment.

Psychoeducation, individualised profile of early warning signs, developmental^ based

individual formulation, behavioural strategies for mania and depression, formulation based

cognitive strategies, social network analysis and the identification of interpersonal

patterns and strategies.

An added element of the group therapy modality was the interactive group format.

Participants were encouraged to set group tasks from session to session in line with the

modules discussed, e.g. early signs monitoring, or cognitive strategies targeting particular

assumptions and beliefs. These were then discussed in the following group sessions and

participants benefit directly from other participants' experiences and reflections. We

further found that the interpersonal component of the group format strengthened the

validity of particular interventions, such as behavioural interventions aimed at stabilising

individual mood patterns, as these were reinforced by the group and shared experiences.

Other aspects that strengthened the effectiveness of the group treatments were

universality, normalising of bipolar experiences and extreme mood states, social learning,

shared experiences and understanding and reduced shame and hesitation in discussing

openly experiences related to past bipolar episodes. The group further was able to instil

optimism and hope through the sharing of difficult experiences and individual participants'

sharing of recovery and mood stabilisation. An important aspect of the group was its
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function to facilitate interpersonal learning and to provide corrective emotional

experiences.

On reflection it seems that the benefits for the participants in the individual treatment

format were the flexibility of the sessions and the strongly individualised treatment goals.

The added advantages of the group treatment included the normalising and de-

stigmatising effect of shared experience, and the shared learning from other participants'

past experiences of successful application and modification of the psychological

intervention techniques.

All treatments were delivered by two therapists, Matthias Schwannauer, Chartered

Clinical Psychologist and IPT/ CBT therapist, and Sharon Fegan, Occupational Therapist

and IPT/ CBT Therapist. Both therapists were employed on the trial on a full time basis

and carried out all individual and group treatments with trial participants. Both therapists

had previous formal training in cognitive behavioural therapy and interpersonal therapy

prior to the trial as well as several years of clinical experience with psychiatric patients

suffering from severe and enduring mental health difficulties.

5.6 Sample

As outlined above, participants for the trial were recruited from the Adult Mental Health

Services in Lothian, comprising of five Community Mental Health Teams (CMHT); four

teams in Edinburgh and one community mental health team in Midlothian. According to

the Patient Information and Management System (PIMS), 648 patients with a diagnosis of

bipolar I disorder were registered with the participating teams over the course of 2000
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to 2003. 258 individuals were identified by the referring teams as fitting the inclusion and

exclusion criteria and who were willing to participate for inclusion in the trial. Of those,

36 did not meet diagnostic criteria according to the SCID (First et al., 1994), 16 did not

attend for the original assessment appointments for the trial and 4 were outside the

specified age range. 212 individuals completed the baseline assessments and were

randomised into two experimental conditions, psychological treatment plus TAU vs TAU

and delayed psychological treatment, with 106 participants each group. The assessments

were carried out by research assistants. All participants provided written informed

consent.

Randomisation took place following a computer generated number sequence, to which

the research assistants, therapists and referrers were blind. Following the allocation, 9

participants were excluded from the trial; of those, 3 withdrew consent and 6 were

excluded by RMO following a change in diagnosis. I participant randomised to the TAU

group committed suicide following the baseline assessment. From the 202 individuals

who entered the study 9 did not commence treatment following the six month wait

period. There were no significant differences in the clinical or sociodemographic

characteristics of those who dropped out at this stage and those who commenced

treatment.

As illustrated in Figure 5.1 a number of participants withdrew from treatment before a

minimum of 8 treatment sessions or did not complete all follow up assessments.

Altogether 174 individuals or 86% of those who were randomised completed a course of

treatment (8 or more sessions), 134 participants or 67% completed the first follow up

assessments at 6 months following completion of treatment, and 108 participants or 54%

completed the second follow up assessments at 18 months following the end of
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treatment. The follow up assessments were carried out by research assistants employed

on the trial.

In addition to the assessments carried out directly with the participants, service related

data from individual medical records and the local Patient Information and Management

System (PIMS) was available for 188 or 97% of participants. These data were collected by

the research assistants during the follow up period of the trial and after participants had

completed their individual follow up assessments. These data comprise details regarding

hospital admissions and length of any inpatient stays, routine and emergency

appointments and frequency of follow up by psychiatry and case managers. This

information was collected for the 2 years prior to their participation in the trial, the time

period during which they participated in the trial and for the 18 months following their

completion of the trial or following their withdrawal from the trial.
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258

participants
identified for study

36 Not suitable
16 did not attend
4 outside age range

212

participants
completed baseline

106 Treatment group

96 WL control group
6 excluded

3 withdrew consent
1 suicide

56 individual
treatment

50 group treatment
44 individual
treatment
4 refused

43 group treatment
5 refused

202 at
TO baseline

193 Start of
treatment

56 completed
46 completed
4 withdrawn

44 completed
40 completed
3 withdrawn

n
186 (92%)

Mid-treatment

51 completed
5 withdrawn

44 completed
5 withdrawn
2 no contact

44 completed
2 withdrawn

31 completed
9 withdrawn
4 no contact

40 completed
4 withdrawn

33 completed
5 withdrawn
2 no contact

39 completed
1 withdrawn

26 completed
12 withdrawn
1 no contact

174 (86%) End
of treatment

134 (67%)
Follow-up I

31 completed
9 withdrawn
4 no contact

27 completed
4 withdrawn

28 completed
5 withdrawn

22 completed
2 withdrawn
2 no contact

108 (54%)
Follow-up II

Figure 5.1: Participant Flow
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5.7 Methods

5.7.1 Assessment & Measures

All individuals who entered the trial were assessed with a range of observer rated and

self report measures at entry into the study, start of psychological treatment, mid-

treatment (after 8 sessions in the individual treatment and after 10 sessions for the group

treatment), at the end of treatment and at two follow up points (six and eighteen months

after the end of treatment). The assessments were carried out in two parts and over 2

to 3 individual sessions by graduate research assistants. These consisted of two

interviews of 60 minutes and a pack of self report measures that participants completed

at home at their own pace over the course of one week. Following this the research

assistants would go through the self report measures with the participants answering any

questions and ensuring their completion. All research assistants received the appropriate

training and completed inter-rater reliability checks for the observer rated measures.

The research assistants were employed in the trial and were blind to the treatment

condition and to the random allocation of participants to treatment or treatment as usual

at the time of the baseline assessments. The assessments were arranged following

referral to the project and participants were informed of their allocation to treatment or

delayed treatment following the completion of the assessments. It is not assumed that

blindness to treatment condition could be completely maintained in the follow up

interviews; the research assistants did not know at that point whether a particular

participant was part of the TAU or the TAU + CIT group but as part of the interview

participants may have mentioned a waiting time between their first contact with the

project and their commencement of treatment.
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5.7.1.1 Expanded Brief Psychiatric Rating Scale

The BPRS-E (Lukoff et al„ 1986) is an updated, standardised and expanded version of the

Brief Psychiatric Rating Scale (Overall et al„ 1962). The BPRS is a structured interview

centred on significant behaviour traits, which captures the nature and current degree of

psychological disorders. The BPRS comprised originally 16 categories of symptoms that

were assessed by a clinical person according to a seven point Likert scale, with the scale

increasing according to the degree of symptoms. Items included in these scales are those

to do with the most important psychological disorders, which are essential in assessing

the clinical status of a psychotic patient (e.g. depressed mood, positive symptoms,

delusions, grandiosity, unusual constructs, conceptual disorganisation).

In order to tailor the interview to outpatients, Lukoff and colleagues (1986) added extra

items and created a standardised assessment key of all items for this group of patients.

Thus, three new scales were added that ought to depict the possible relapse of psychotic

patients and five additional items linked with negative symptoms, deficient behaviour or

characteristics that have been shown to be particularly important for the rehabilitation of

psychotic patients. Moreover a new standardised interview manual was introduced that

should make uniform assessments easier. The BPRS-E can be broken down into six main

dimensions (anxiety, depression, anergia, thought disturbance, activation, psychosis and

relapse), four additional superior scales (verbal response, behaviour, positive symptoms

and negative symptoms) and one overriding total value of global psychopathology.

A validation study by the authors showed an inter-rater reliability from 7 independent

clinicians on 17 psychotic patients of r = 0.81. An independent evaluation of the

expanded and standardised BPRS-E by Hafkensheid et al. (1991) with 162 Scandinavian

psychiatric patients produced an internal consistency according to Cronbach - a from a =
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0.61 to a = 0.75 for the individual dimensions that can be assessed as average-to-good.

Moreover it demonstrated a good inter-rater reliability with r = 0.75 and a factor-
♦

analytical confirmation of the multi-dimensional structure of the BPRS-E.

The range of indicators of internal consistency for the subscales of BPRS in the trial was

between Cronbach - a = .551 to a = .585.

5.7.1.2 Positive and Negative Symptoms Scale

The Positive and Negative Syndrome Scale (PANSS; Kay et al., 1987) is a 30-item

observer rated scale. Each item is rated on a severity scale ranging from I (absence of

psychopathology) to 7 (extremely severe). The sum of the first seven items constitutes

the positive scale score (e.g. delusions, conceptual disorganisation, hallucinatory

behaviour, excitement, grandiosity, suspiciousness/ persecution). The sum of items 8 to

14 constitutes the negative scale score (e.g. blunted affect, emotional withdrawal). The

sum of items 15 to 30 constitute the global psychopathology scale score (e.g. somatic

concern, anxiety).

The range of indicators of internal consistency for the subscales of the PANSS in the trial

was between Cronbach - a = .515 to a = .854.

5.7.1.3 Observer rated assessment of symptom severity

At the time when the design of the trial was put together there was no apparent

consensus in the literature which measures of severity of symptomatic distress were best

applicable to bipolar disorder. It was therefore decided to combine the two standard

interview based observer rated rating tools of psychiatric symptoms, the BPRS and the

PANSS into one integrated interview schedule, thus achieving scores on all subscales.
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This interview schedule is attached in Appendix B. The raters were trained using

interviews with patients, either face to face or on video.

5.7.1.4 Beck Depression Inventory

The Beck Depression Inventory-ll (BDI-II; Beck, Steer & Brown, 1996) is a 21-item self-

report instrument designed to assess the existence and severity of current depressive

symptoms. Respondents are asked to rate themselves for the past week, including today in

order to capture a more persistent 'trait' rather than just present 'state'. Items are

scored on a four-point scale ranging from 0-3. The items are then summed to give a

single score ranging from 0-63, giving an estimate of the overall severity of depression.

The BDI-II is an upgraded version of the Beck Depression Inventory-IA (BDI-IA; Beck &

Steer, 1993), which is in turn an amended version of the original Beck Depression

Inventory (BDI-I; Beck, Ward, Mendelson, Mock & Erbaugh, 1961). The current BDI-II

was specifically constructed in accordance with amendments to DSM-IIII-R/DMS-IV

criteria. New items addressing agitation, concentration difficulty and worthlessness were

added and most other items were reworded in the upgrade. Other items in the BDI-II

reflect a range of cognitive, affective, somatic and vegetative symptoms in order to

encompass many individual characteristics of depression.

The BDI-II has been described by Beck, Steer & Brown (1996) as possessing adequate

reliability and validity. It has high I-week test-retest reliability (r=.93, p<.00l) and its

earlier version is positively correlated with the Hamilton Psychiatric Rating Scale for

Depression (Riskind, Beck, Brown & Streer, 1987; r = .71.
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The BDI-II has high internal consistency with a high published coefficient alpha (.91)

(Beck, Steer, Ball & Ranieri, 1996). All 21 of the corrected item-total correlations were

significant beyond the .001 level after Bonferroni adjustment. The same researchers also

found it to have nonsignificant correlations with background characteristics of sex,

ethnicity, and age.

The Cronbach - a coefficient for the BDI-II in the trial was a = .942.

5.7.1.5 Bipolar Longitudinal Investigation of Problems Scale

The Bipolar Longitudinal Investigation of Problems (BLIP; Kavanagh, Schwannauer,

Goodwin & Power, in press) scale was constructed as a self-report measure, though it is

also designed to be used as a structured interview when necessary. Items were included

that covered the following topics: Physical Activity, Verbal Activity, Thought Processes,

Voice Level, Mood, Self-Esteem, Social Contact, Sleep, Sexual Interest, Eating Habits,

Weight Change, Meaning in Life, Anxiety, Feelings of Pressure, Passage of Time, Future

Plans, Pain Sensitivity, and Work Capacity. Each item was split into "depressive" and

"manic" aspects and centred around a normative value of zero. For example, the

respondent would indicate "0" if sleep level was "normal" or indicate which of a set of

descriptors of increasing or decreasing need for sleep was characteristic. Each of these

poles had four descriptions of increasing severity (1-4) for both the manic version of the

item and the depressed version of the item. It is clear in the scale instructions that

individuals could endorse one or more of the manic and depressive symptoms because

both types of symptoms might apply at different times during an episode, for example,

feeling more sociable at some points, but less sociable at other times.
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In addition, the scale included a series of 19 "individual characteristics" that had been

highlighted in individual clinical work, or in focus group work, but which did not fit the

"bivariate" structure for the first set of items, and which only applied to a sub-group of

respondents. Examples in this category included Smoking, Recreational Drugs, Spending,

and Jet Lag, which are clearly important for some individuals, but which obviously are not

characteristic for all..

The scale was evaluated in two samples of individuals suffering from bipolar disorder: a) a

clinical sample recruited from Adult Mental Health Services in Lothian and b) a sample of

community based individuals with bipolar disorder through the Manic Depression

Fellowship (Scotland).

One of the questions that the novel format of this scale allows to be asked is the extent

to which mixed state responses are endorsed on both an intra-item basis and on an inter-

item basis. That is, an individual might respond that at times during an episode he or she

felt more anxious than usual, but that at other times felt less anxious than usual, which

would demonstrate intra-item mixed state. However, respondents could also indicate

inter-item mixed state if they endorsed the "depressive" characteristics of one item (e.g.

thought slowing) but the "manic" characteristics of another (e.g. elated mood).

Internal consistency analyses of the total 18 items were carried out using Cronbach

alpha. Analysis of just the manic item scores gave a Cronbach alpha value of 0.90. The

reliability analysis was repeated using the manic plus depression total scores for each

item. This analysis gave a Cronbach alpha value of 0.95, with a range of corrected-item-

total-scale correlations from 0.54 to 0.83. The inclusion of the summed mania and
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depression scores therefore improved the scale reliability characteristics with all items

now contributing substantially to the overall scale score.

The Cronbach - a coefficient for the BLIP in the trial was a = .932.

5.7.1.6 Altman Mania Scale

The Altman Self-Rating Mania Scale (ASRM; Altman, Hedeker, Peterson & Davis, 1997) is

a brief scale used to measure the presence and severity of manic symptoms by self-

report. The scale consists of 5 items scored from 0 (absent) to 4 (present to a severe

degree) based on increasing severity. The time for rating symptoms is generally during

the most recent one week period.

The scale was constructed from a draft of I I items, with each item representing on the

of the DSM-IV defined major symptoms of mania. An additional 3 items were added for

assessment of psychotic symptoms. From the original group of 14 items, items were

deleted if they failed to discriminate between manic and non-manic patients. Principle

component analysis revealed 3 factors accounting for over 50% of the total variance thus

3 subscales were indicated. However MANCOVA showed that subscales 2 and 3 did not

discriminate manic from non-manic patients. These were subsequently dropped leaving

the 5 items from subscale I in the final scale: elevated mood, increased self-esteem, less

need for sleep, pressured speech, and psychomotor agitation.

The ASRM has good internal consistency with a published Cronbach alpha of .79. Test-

retest reliability was significant with a Pearson correlation coefficient between 2 baseline

ratings of r= .86 (p<.00l). Concurrent validity was assessed and scores were significantly

correlated with two other measures of mania: Mania Rating Scale (MRS; Young, Biggs &
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Meyer, 1978) total score, r= .718 (p<.00l); Clinician-Administered Rating Scale for Mania

(CARS-M; Altman, Hedeker, Janicak, Paterson & Davis, 1994) mania subscale score, r=

.766 (pc.OOl).

The Cronbach - a coefficient for the ASRM in the trial was a = .803.

5.7.1.7 Bech-Rafaelsen Mania Scale

The Bech-Rafaelsen Mania Scale (BRMS; Bech, Bolwig, Kramp & Rafaelsen, 1979) is an II-

item scale used to assess the presence and severity of mania. Each item is defined on a

five-point scale of 0 to 4 and the items are summed to give a total score ranging from 0-

44.

In the construction of the scale, items were chosen for their relevance to manic

behaviour as a counterpart to the Hamilton Rating Scale for Depression (HRS; Hamilton,

I960).

The Cronbach - a coefficient for the BRMS in the trial was a = .754.

5.7.1.8 Quality of Life

The World Health Organization Quality of Life-BREF (WHOQOL-BREF; World Health

Organisation, 1998) was developed to assesses "individuals' perceptions of their position

in life in the context of the culture and value systems in which they live and in relation to

their personal goals, expectations, standards and concerns" (WHOQOL Group, 1998).

The WHOQOL was developed to assess quality of life in both developed and developing

countries around the world. Focus groups were held in 14 different countries to explore

the concept of quality of life and its components. Consensus was reached about what
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aspects of life were considered important and 6 domains emerged: physical,

psychological, level of independence, social relationships, environment, and spirituality.

Within these 6 domains 24 specific facets and one general facet relating to quality of life

were identified. Each facet includes 4 questions, thus the scale yields a multi-dimensional

profile of scores across domains and sub-domains of quality of life.

The full version of the scale is a 100-question assessment allowing a detailed evaluation of

quality of life. The WHOQOL-BREF used in this study is an abbreviated 26-item version

derived from the original which is more convenient to use. The 26 items measure four

broad domains of physical health (e.g. pain and discomfort, sleep and rest, mobility),

psychological health (e.g. positive feelings, self-esteem, spirituality), social relationships

(e.g. personal relationships, social support, sexual activity) and environment (e.g. freedom,

financial resources, participation in leisure activities), plus one facet on overall quality of

life and general health. The WHOQOL-BREF was initially developed by selecting the

most general question from each of the 24 facets relating to quality of life in addition to

two items from overall quality of life and health. These 26 items were examined by a

panel and some items were substituted or removed.

Confirmatory Factor Analysis of the four-domain structure was performed using three

data sets and acceptable CFI was achieved in two (CFI= .906 and .903). In the third data

set, CFI increased from .87 to .901 after some minor alterations to the scale. Domain

scores of the WHOQOL-BREF were also highly correlated with domain scores based on

the WHOQOL-IOO (.89 to .95). Cronbach alpha values for each of the domain scores

ranged from .66 to .84 demonstrating good internal consistency. Finally the WHOQOL-

BREF was shown to be comparable to the WHOQOL-IOO in discriminating between ill

and well groups, with significant differences in all domains.
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The Cronbach - a coefficient for the domains of the WHOQOL-BREF in the trial was

between a = .695 and a = .863.

5.7.1.9 Personal Beliefs about Illness

The negative appraisals of their diagnosed disorder were assessed using the Personal

Beliefs about Illness Questionnaire (PBIQ; Birchwood et al., 1993). The PBIQ is

comprised of 16-items rated on a four-point scale and assesses individuals' beliefs in five

domains (Rooske & Birchwood, 1998): loss of autonomy and valued social role;

humiliation and loss of rank arising from a belief in social segregation of those with mental

illness; shame: attribution of behaviour during illness experience to self or to psychosis;

and entrapment in or an inability to control psychotic experience. The scale has been

demonstrated to have good reliability and validity in a range of clinical samples of

individuals suffering from psychosis.

The Cronbach - a coefficient for the subscales of the PBIQ in the trial was between a =

.591 and a = .817.

5.7.1.10 Metacognitions Questionnaire

The Metacognitions Questionnaire (MCQ; Cartwright-Hatton & Wells, 1997) is a self-

report assessment which measures individual differences in several domains of

metacognitions. The questionnaire uses 65 items to generate scores for the following five

sub-scales: Positive beliefs about worry (typical items include 'Worrying helps me to get

things sorted out in my mind' and 'Worrying helps me cope'); Negative beliefs about the

controllability of thoughts and corresponding danger (typical items include 'Worrying is

dangerous for me' and 'I cannot ignore my worrying thoughts'); Cognitive confidence
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(typical items include 'I have a poor memory' and 'I have difficulty knowing if I have

actually done something, or just imagined it); Negative beliefs about thoughts in general,

including responsibility, punishment and superstition (typical items include 'Not being able

to control my thoughts is a sign of weakness' and 'If I did not control a worrying thought,

and then it happened, it would be my fault'); Cognitive self-consciousness (typical items

include 'I think a lot about my thoughts' and 'I pay close attention to the way my mind

works'). Items are scored from I to 4, whereby l='do not agree', 2='agree slightly',

3='agree moderately', and 4='agree very much'.

The scale was originally constructed from a semi-structured interview with

undergraduate students and transcripts of cognitive therapy with anxiety outpatients.

Analysis of these produced 8 dimensions of meta-cognitions and 94 items representing

these dimensions were chosen. Following factor extraction and factor analysis, redundant

items were discarded and novel items generated. The scale was revised twice to consist

of 79 items and 6 domains then finally 65 items under the 5 domains described above

(Cartwright-Hatton & Wells, 1997).

The MCQ has shown good psychometric properties on a range of indicies of reliability

and validity. Factor analyses demonstrated that the questionnaire measures five

empirically distinct categories of meta-cognition. The reliability of the five factor structure

was described as relatively stable when the final version of the assessment was

administered to a new sample of 243 students. The subscale scores also showed good

stability over time. Internal consistency of all five subscales was good with scores ranging

from .72 to .89. Four of the five subscales demonstrated significant discriminant validity

when the questionnaire was administered to a clinical sample.
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The Cronbach - a coefficient for the subscales of the MCQ in the trial was between

a = .808 and a = .966.

5.7.1.1 I Dysfunctional Attitudes Scale

The Dysfunctional Attitude Scale (DAS; Weissman, 1979; Weissman & Beck, 1978) was

developed to measure cognitive vulnerability to depression, that is, the strength of

underlying tacit beliefs an individual holds which are hypothesized to be activated by

congruent stressors to produce negative affect. The DAS was originally conceptualized as

a global measure of vulnerability to depression. It was designed to test predictions that

people with depression subscribe to more extreme beliefs and assumptions by which

they organise their lives, based on Beck's cognitive theory of depression (Beck, Rush,

Show & Emery, 1979). Recently, Beck and his colleagues (Beck, Brown, Steer, &

Weissman, 1991) sought to develop more specific measures of cognitive vulnerability

from the DAS. Using data from pretreatment evaluations of over 2,000 outpatients, they

performed an exploratory factor analysis (EFA) of the long (100-item) form of the DAS.

Sixty-six of the original 100 items were retained. They found nine factors: (I)

Vulnerability, (2) Need for Approval, (3) Success-Perfectionism, (4) Need to Please

Others, (5) Imperatives, (6) Need to Impress, (7) Avoidance of Appearing Weak, (8)

Control Over Emotions, and (9) Disapproval-Dependence. They proposed that these

factors be used to address research questions which have arisen from Beck's more

recent (1987) statement of his theory, which asserted that particular dysfunctional beliefs

will interact with specific aspects of an individual's personality and with particular

stressors. Power et al. (1994), using a sample composed of formerly depressed patients,

their relatives, and general practitioner patients, developed a short form of the DAS

which consisted of three subscales. They selected 24 items which appeared to measure

three types of cognitive vulnerability: Achievement, Dependency, and Self-Control.
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Confirmatory factor analysis (CFA) of the three-factor model found that most of the

items did indeed load on the hypothesized factors.

Power et al. (1994) showed that the DAS-24 had good reliability and validity, and a close

relationship with the original 100-item version. Analysis of the internal consistencies of

the subscales gave acceptable Cronbach alpha values of .847, .737, and .681 for the

Achievement, Dependency, and Self-Control scales respectively. Pearson r

intercorrelations for the subscales were all highly significant. Discriminant validity was

demonstrated on the total score and all three subscales when scores from depressed

patients and their relatives were compared with GP centre controls.

The Cronbach - a coefficient for the three dimensions of the DAS-24 in the trial was

between a = .568 and a = .905.

5.7.1.12 Rosenberg Self Esteem Scale

The Rosenberg Self-Esteem Scale (RSES; Rosenberg, 1965) was selected as a measure of

negative appraisals of self. The RSES is a ten-item self-report measure of self-esteem. The

scale was originally developed as a measure to assess self-esteem in adolescents but has

been widely used in adult populations. Rosenberg (1965) proposed a complex scoring

system, which was simplified by Corcoran & Fischer, (1987). Items are in statement form,

and respondents are asked to rate their agreement on a four point Guttman Scale

(strongly agree to strongly disagree). The RSES gives a score range of 4 to 40, with higher

scores indicating lower self-esteem.

Originally the scale was conceptualised at a single-factor scale with 5 of the items reverse

worded and total scores ranging along a continuum of low to high self-esteem. However
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since then researchers have suggested a 2-factor structure to the scale comprising

positive and negative images of the self (e.g. Kaplan & Pokorny, 1969; Bachman &

O'Malley, 1986; Goldsmith, 1986; Owens, 1993; Sheasby, Barlow, Cullen & Wright,

2000). Several researchers have proposed that the two-factor structure is an artefact of

item-wording (see Greenberger et al., 2003 for further details).

The Cronbach - a coefficient for the RSES in the trial was a = .914.

5.7.1.13 Significant Others Scale (SOS)

The Significant Others Scale (SOS; Power & Champion, 1995) pick out the two main

areas of operation of social support: "emotional support" and "practical support" for the

six most important people in the respective social network. These six significant persons

should, where possible, come from different areas of the social network: family, friends,

neighbours, colleagues etc, whereupon the respondent can in theory choose with

persons are important to him or her.

Each of the persons named are assessed by the respondent regarding the level of

perceived support received and the level of ideal or desired support. The assessment of

support is conducted using a seven point Likert scale from I (never) to 7 (always).

Results show the measure of current and ideal degrees of social support that can be

ascertained for each person or as a total value. Similarly, the difference between the

current and ideal values as well as the perceived and desired support can be determined.

This measure of discrepancy gives an appraisal of the satisfaction with the available social

support.
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Power et al. (1988) report in a validation study a test-retest reliability between rtt= 0.73

and rtt=0.83, which is thus considered to be good. A construct validation by means of a

factor analysis produced three factors: "emotional support", "practical support" and

"social companionship". The authors however expounded the point of view that the

factor "social companionship" can be seen as a part of "practical support" and that the

data generally supports the difference between "current - ideal" and "emotional -

practical". Checks on the validity of the criteria were carried out in that three

independent groups of depressed people, one non-depressive group of "psychiatric

cases" and a symptom-free group were picked out and compared with regards to SOS

values. The signification differences of the SOS and GHQ values between the groups of

depressed people and the remaining groups support the fact that one can discriminate

between the groups with the SOS, as expected.

The Cronbach - a coefficient for the dimensions of the SOS in the trial was between a =

.795 and a = .960.

5.7.1.14 Emotional Involvement and Criticism Scale (FEICS)

The Family Emotional Involvement and Criticism Scale (FEICS; Shields et al., 1992)

comprises the perceived assessment of two factors from the original concept of EE, from

a recipient's perspective.

The questionnaire covers 23 items, which can be summarised according to two factors,

perceived criticism (9 items) and intensity of emotional involvement (14 items). Both of

these factors are analogous with the main EE components of critical comments and

emotional over-involvement that were found by the Camberwell Family Interview, CFI

(Brown et al., 1972). The items consist of statements that describe the behaviour of
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family members or other attachment figures. The respondents assess the frequency of

the behaviour described by means of a Likert scale with 5 levels, from I (almost never) to

5 (almost always).

The internal consistency, defined by Cronbach - a, is all in all to be judged as good, with a

= 0.83 for the perceived criticism subscale and a = 0.76 for the emotional over-

involvement subscale. This batch of 23 items could confirm a confirmatory factors

analysis with regards to both factors (Shields et al., 1994).

The Cronbach - a coefficient for the two factors of the FEICS in the trial was a = .648

and a = .753.

5.7.1.15 Life Events and Difficulties Schedule

Brief version (65 items) (Champion et o/.„ 1995) of the Bedford College Life Events and

Difficulties Schedule (LEDS; Brown & Harris, 1978). The LEDS interview is a semistructured

interview that covers a range of events in the person's life and, for each stressor, covers

the timing and broader life context. A number of major community and patient studies

have documented that this in-depth focus provides a more predictive, reliable, and

accurate assessment of threat than other available measures (Brown & Harris, 1989). In

conducting interviews and ratings, attention is paid to three potential confounds in the

measurement of life events: poor recall of event timing, biased evaluations of threat, and

increased stress secondary to symptomatic behavior. Research suggests that individuals

accurately remember severe events for at least I year (Brown & Harris, 1982). Raters

are required to evaluate the context of each event in determining the severity. For

example, for some women, pregnancy is a very desirable, planned goal. However, for a

single teenager living in poverty, pregnancy can convey a much greater degree of threat.
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On the basis of the event and the objective context, the raters evaluate the long-term

threat for each event, or the severity for the average person 7-10 days after its initial

occurrence. Threat ratings are made on a scale of I (marked threat) to 4 (little or no

threat). Although rating threat requires weighing contextual information carefully, ratings

of marked threat generally refer to events as severe as the loss of an immediate family

member or a confidant, moderate threat ratings refer to events as severe as the loss of

close friends or threat to immediate family relationships, and some threat ratings can

include serious arguments and significant changes in core relationships. Within the LEDS,

severe events have been empirically defined as those rated moderate or marked in threat.

In addition, all events are rated for independence, or the extent to which an event was

influenced by personality or psychopathology. For example, early signs of mania, such as

irritability, are likely to increase marital strife. Raters are provided with details of how

each event unfolded. Where there is ambiguity, they are asked to assume

symptomatology and then to consider whether there is a possibility that the event could

be due to symptomatology. Only independent events are used in primary analyses. The

author has received training in the LEDS interview. All ratings of threat and independence

were anchored using Brown's dictionaries, which provide tens of thousands of examples

of ratings (Brown & Harris, 1978). Previous research has documented high inter-rater

reliability for ratings of threat and independence.

The LEDS interviews investigated the presence of life events over the past year, prior to

the start of treatment and at follow up. In the study life events with a moderate amount

of threat or unpleasantness or a rating of 2 according to the Brown & Harris Scale were

included. The total number of such life events was used as a continuous variable in the

analysis.

259



Trial Design and Methodology

5.7.2 Relapse

Relapse and recurrence of symptoms was estimated retrospectively using the SCID

interview criteria for a single episode at the follow up assessments. In addition PANSS

scoring criteria were applied to estimate symptom severity during these episodes.

A further measure of relapse and recurrence was the service related data that were

collected for each participant. Recorded are any hospital admissions and emergency

contacts due to deterioration in bipolar symptomatology. The number and length in days

of any psychiatric inpatient admissions were collected as well as the number of

psychiatric emergency appointments and routine psychiatric and CPN follow up

appointments during the follow up period.

5.8 Statistical Analysis

All statistical analyses in this study were carried out with the software packages SPSS 15.0

for windows; and EQS 6.1 for covariance modelling in Chapter 8 only.

Treatment effects on key variables over time were analysed using repeated measures

analysis of variance (ANOVA) and multivariate repeated measures analysis of variance

(MANOVA). Post hoc comparisons between the different time points were calculated

using Scheffe test, a Bonferroni correction was applied in accordance with the number of

paired comparisons carried out. Categorical indicators relating to relapse and

recurrence as well as variables referring to service use were compared using Chi2 test

statistics.

260



Trial Design and Methodology

All analyses in Chapters 6 and 7 were carried out both on the sample of treatment

completers N= 174 participants and on an intent to treat sample including all participants

starting treatment N= 196. On some measures there was a small proportion of missing

data. Systematic comparisons of all DV and IV were carried out between completers and

non-completers at all available time points. As there were no systematic significant

differences in any of the variables missing data are assumed to be missing at random.

Therefore, in the intent to treat analysis both regression models (R) and Expectation

Maximisation (EM) methodology are employed to estimate missing data (Tabachnik &

Fidell, 2007). As the two sets of results did not vary significantly the results of the

Regression imputation are reported in the following sections as this method is

understood to avoid bias introduced by the EM method not adding error in the imputed

data set (Graham et al., 2003).
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VI Treatment Outcomes

6.1 Sample characteristics at baseline

6.1.1 Demographic Characteristics

Table 6.1 presents the key demographic characteristics of the sample, comparing the two

experimental groups. The sample here comprises all individuals who completed the

baseline assessments.

Table 6.1: Baseline characteristics of the sample by treatment group
Treatment

Group (n=l06)
Control Group

(n=96)
Age, mean (SD) 34.86 (9.65) 38.45 (1 1.30)* t(200)=-2.43; p= .016

Gender, N (%)
Male

Female
49 (46.2)
57 (53.8)

49 (51.0)
47 (49.0)

y2(l)=0.46; p= .494

Occupational status
Unemployed

Employed
In education

Voluntary work

54 (50.9)
39 (36.8)
10 (9.4)
3 (2.8)

40 (51)
31 (32.3)
12 (12.5)
4 (4.2)

y2(3)=4.80; p= .440

Marital status
Married/ cohabiting

Single
Separated/ divorced

24 (22.6)
64 (60.4)
18(17)

23 (24)
54 (56.2)
19 (19.8)

y2(2)=4.34; p= .362

Education

Higher education
Job training

No further education

63 (59.4)
16(15.1)
27 (25.5)

51 (53.1)
17 (17.8)
28 (29.2)

X2(2)=5.79; p= .327
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The only significant difference between the treatment plus TAU and the waiting list TAU

group was that the average age was significantly lower in the treatment group (t(200)=-

2.43; p= .016).

These baseline demographic variables have further been systematically compared

between gender groups and groups allocated to the two treatment conditions, individual

and group treatment. No significant differences between male and female participants

were found apart from differences in marital status in that more women were married

and/or cohabiting with their partners than men (y2(3)=9.98; p= .041). No significant

differences were found between participants in the two treatment modalities.

6.1.2 Demographic Psychosocial Characteristics

Table 6.2 illustrates that there are no significant differences between the treatment plus

TAU and TAU groups in terms of key social characteristics and early significant life

stressors. Comparisons of these variables between female and male participants as well

as between the two treatment modalities also yielded no significant differences in these

variables; with the exception that more women in the trial were living with their children

than men (y2(3)= 13.68; p= .028).
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Table 6.2; Baseline Social Network Characteristics by treatment group
Treatment

Group (n=106)
Control Group

(n=96)
Living with children N (%) 14 (13.2) 16 (16.6) X2(3)=3.35; p= .500

No of people in household 2.39 (1.55) 2.12 (1.14) t( 163)= I.I8; p= .237

No of relatives 2.53 (2.75) 2.91 (3.45) t(l62)=-.77; p= .442

No of friends 8.39 (17.7) 7.41 (6.7) t( 141 )= .46; p= .671

Childhood losses 84 (78.4) 81 (84.3) X2(3)=2.87; p= .41 1
Bereavement 21 (19.8) 23 (23.9)

Family fragmentation 10(9.4) 7 (7.3)
Abuse 9 (8.5) 7 (7.3)
Other 43 (40.5) 44 (45.8)

6.1.3 Clinical Characteristics

Tables 6.3 and 6.4 summarise the baseline treatment and clinical characteristics for the

treatment and TAU groups. Service related data were available for 188 (97%) of the

sample.

Of the whole sample 95.1 % received a diagnosis of Bipolar I Disorder, 2.9% or 6

individuals received a diagnosis of Bipolar II disorder, of those 4 did not commence

treatment. 16% of the sample, or 33 individuals had a co-morbid anxiety disorder and

14% or 29 individuals had a co-morbid psychotic disorder. 64% of participants reported

in the assessment interview that they engaged in regular or occasional recreational drug

use, mainly cannabis, but also amphetamines and cocaine. No participants were included

who abused opiates. Within the scope of the study it proved impossible to gain a reliable

measure of substance use and no systematic comparisons including substance use

variables were included.
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The only significant difference that emerged between the treatment and TAU groups is

that participants in the control group spend less days in hospital following an inpatient

admission than the participants who were allocated to the treatment group (t( 187)=2.27;

p= .024).

There are no significant differences in the history of illness and service use related

variables between men and women at baseline. Also, treatment modality does not

differentiate in respect of these variables.

Table 6.3: History of illness and service use by treatment group
Treatment Control

Group (n= 106) Group (n=96)
Age 1st mental health
problems, mean (SD)

21.65 (8.58) 22.91 (9.04) t( 197)=-.752; p= .453

Age BD diagnosis 28.97 (9.1 1) 31.12 (10.50) t(200)=-.752; p= .453

No of depressed episodes
(total)

1 1.45 (19.42) 14.34 (28.31) t( 197)=-.75; p= .453

No of (Hypo)manic
episodes (total)

10.21 (13.81) 6.60 (10.38) t( 197)= 1.78; p= .076

No of hospital admissions
18 M prior

0
1
2

>2

45 (42.4)
22 (20.7)
19 (17.9)
10 (9.4)

52 (54.1)
29 (30.2)
16(16.6)
0(0)

y2(3)= 13.25; p= . 103

Days spend in hospital 18 M
prior to treatment

25.72 (35.37) 15.56 (22.37)* t(l87)=2.27; p= .024

Mental Health contacts in

past 12 months
CPN

Psychiatrist
Others

14.60 (11.65)
8.76 (6.04)
1.21 (1.74)

12.74 (12.15)
7.64 (5.29)
2.92 (7.75)

t( 187) =0.95; p= .340
t(l87)=0.96; p= .337
t( 187)=-.894 p= .373
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Differences in key clinical indicators from the observer rated and self report clinical

measures between the two groups are outlined in Table 6.4. A preliminary examination

of these variables showed that some are not normally distributed (the positive symptom

scores on PANSS and BPRS) and the significance tests are reported for the transformed

and normally distributed variables. A closer examination of the distributions and other

variable characteristics will be illustrated as part of the main analysis below.

Table 6.4: Clinical characteristics by treatment group
Treatment

Group (n=l 06)
Control Group

(n=96)
Positive and Negative
Symptom Scale (PANSS)

General
Positive

Negative

28.6 (6.6)
9.1 (3.5)
13.7 (5.2)

27.5 (6.3)
8.5 (2.3)
12.6 (5.3)

t(200)= 1.25; p= .210
t(200)= 1.50; p= .134
t(200)= 1.61; p= . 108

Brief Psychiatric Rating
Scale (BPRS)

General

Depression/ anxiety
37.4 (6.5)
61.4 (12.4)

37.2 (8.5)
62.4 (22.1)

t(200)=0.202; p= .840
t(200)=0.708; p= .480

Beck Depression
Inventory (BDI-II)

21.2 (13.2) 20.4 (14.5) t(200)= 1.001; p= .318

Altman Mania Scale (AMS) 2.8 (3.4) 2.9 (3.7) t(l84)=0.722; p= .472

Bech Rafealsen Mania Scale

(BRMS)
3.6 (3.0) 3.1 (3.3) t(l84)=0.933; p= .352

Bipolar Longitudinal
Investigation of Symptoms
(BLIP)

Mania

Depression
Mixed Symptoms

9.9 (8.3)
14.6 (13.4)
22.16 (17.8)

8.9 (9.5)
13.9 (14.4)
22.28 (16.0)

t(l84)=0.196; p= .845
t(l84)=0.584; p= .560
t( 184)= 0.526; p= .959

Quality of Life
(WHOQOL-BREF)

Domain 1
Domain 2
Domain 3
Domain 4

1 1.3 (2.8)
1 1.3 (2.6)
12.0 (3.0)
13.5 (2.5)

1 1.7 (2.9)
1 1.8 (2.7)
13.1 (2.7)*
14.5 (2.1)**

t(200)= 1.03; p= .302
t(200)= 1.29; p= .197
t(200)=2.48; p= .014
t(200)=3.25; p= .001
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As illustrated in Table 6.4, the only significant differences between the two groups are in

the Quality of Life measure (WHOQOL-BREF), specifically in Domain 3, social

relationships, and Domain 4, environment, where participants in the control group have

significantly higher scores at baseline compared with the treatment group. On all

measures of symptom severity and distress there are no significant differences between

the two groups at baseline.

6.2 Statistical Analysis

The main treatment effect between the treatment condition (CIT+TAU) and the waiting

list control treatment as usual condition (TAU) were analysed using two way factorial

multivariate analysis of variance (MANOVA) and two way factorial analysis of variance

(ANOVA). The effect sizes of the main effects will be reported as partial eta squared

(V).

Treatment effect in terms of symptom severity over the five time points were analysed

using repeated measures analysis of variance (ANOVA) and multivariate repeated

measures analysis of variance (MANOVA). Post hoc comparisons between the different

time points were calculated using Scheffe test, a Bonferroni correction was applied in

accordance with the number of paired comparisons carried out. Categorical indicators

relating to relapse and recurrence as well as variables referring to service use were

compared using Chi2 test statistics.
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6.2.1 Assumptions

Prior to the calculations of the primary outcomes of the trial key variables have been

examined regarding their normal distribution and homogeneity of variance. In the

repeated measures analyses the assumption of sphericity was further investigated.

Variables relating to positive symptoms (BPRS and PANSS subscales of positive

symptoms) showed moderate indications of positive skewness (z-value for skewness

above 1.96). These variables have been transformed using their logarithm prior to the

analysis.

6.3 Trial outcome - Intent to Treat Analysis

Is psychological treatment and treatment as usual more effective in improving quality of

life, reducing psychiatric symptoms and reducing indicators of relapse than treatment as

usual alone?

The principal hypothesis addresses the question whether psychological intervention and

TAU does have a positive effect on overall quality of life, symptom severity, and

indicators of relapse when compared to TAU alone.

The secondary hypothesis is whether any treatment effects are due to a specific

treatment modality chosen by the participants.

268



Treatment Outcome

The effectiveness of the psychological intervention plus TAU versus treatment as usual

alone was analysed using two way factorial repeated measures ANOVA and two way

factorial repeated measures MANOVA. The primary outcome was in relation to quality

of life (WHOQOL-BREF). Secondary outcomes related to psychiatric symptomatology

and emotional distress as measured by PANSS and BPRS and the clinical self-report

measures (BDI, BLIP, and Mania Scales). Effect sizes are reported as partial eta squared

(rip2) (Tabachnik & Fidell, 2007) and interpreted using standard convention for the

interpretation of effect size (Olejinik & Algina, 2000; Cohen, 1988,1992).

To aid the clarity of presentation the hypothesis will be examined in sections,

differentiating primary and secondary outcomes and separating the observer rated

measures, self report measures of symptom severity, and service data.

6.3.1 Main treatment effect for primary outcome - Quality of Life

Changes in perceived quality of life were subjected to a two way repeated measures

multivariate analysis of variance (MANOVA) with two time points, at baseline and after

treatment or end of waiting period. This was carried out in two groups, psychological

treatment and treatment as usual (CIT+TAU) and treatment as usual alone (TAU).

With the use of Wilks' criterion, the combined dependent variables of Quality of Life

(WHOQOL-BREF Dimensions) were significantly affected over the two time points,

F(3,370) = 4.92, p = .002, but not by group, F(3,370) = 1.59, p = .191; there were

significant interaction effects of time by treatment, F(3,370) = 3.78, p = .01 I. The effect

size of the interaction effect is qp2= .32, which is equivalent to a large effect size.
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In order to test the impact of each main effect on the individual quality of life domain,

univariate analysis of variance was performed on the individual dependent variables. As

illustrated in Table 6.5 this effect applies to three quality of life domains, psychological

well being, social relationships and environment, but not to physical health. This indicates

that the change over time in quality of life showed a significant advantage for CIT+TAU

when compared with TAU alone over the same time period.

Table 6.5: Psychological Treatment & TAU versus TAU - Quality of Life
CIT + TAU TAU

Before After Before After F Time*group
M (SD) M (SD) M (SD) M (SD) interaction

Quality of Life
(WHOQOL-BREF)

Domain 1: 1 1.33 12.79 1 1.79 12.23 n.s.

Physical health (2.87) (3.09) (2.93) (3.18

Domain 2: 1 1.32 12.69 1 1.82 1 1.91 F(l,372)=5.02,
Psychological well-being (2.67) (2.78) (2.73) (2.91) p= .020

Domain3: 12.06 12.95 13.01 12.77 F(l,372)=3.39,
Social Relationships (3.06) (3.17) (2.72) (2.79) p= .050

Domain 4: 13.48 15.16 14.52 14.60 F( 1,372)= 1 1.22,
Environment (2.50) (2.22) (2.11) (2.35) p< .001

Figure 6.1 illustrates the interaction effect in the prioritised quality of life domains. In all

three WHOQOL-BREF domains participants in the treatment group (CIT+TAU) started

off with significantly lower quality of life scores when compared with the control group

(TAU). After the intervention, participants in the treatment group showed a significant

increase in the quality of life scores above the mean scores of the control group,

consequently demonstrating a positive interaction effect of the treatment condition on

quality of life over that time period.

270



Treatment Outcome

12 60-

12.30-

1200-

11.70'

11.40-

13.20'

13 00-

12.80-

12.60-

12 40-

12.20'

12.00-

WHOQOI - psychological well being

Baseline Assessment end of treat/ wait

WHOQOL - social relationships

Randomisation

treatment

control

Randomisation

treatment
control

I
Baseline Assessment end of treat/ wait

271



Treatment Outcome

WHOQOL - Environment

13 50-

14.50-

15.00'

14 00-

Randomisation

treatment

control

Baseline Assessment end of treat/ wait

Figure 6. i: Time x Group - Quality of Life

6.3.2 Main treatment effects for secondary outcomes - Observer rated

measures of symptom severity

Did psychological treatment plus treatment as usual have a beneficial effect on psychiatric

symptoms over and above the effects of treatment as usual alone? In order to test the

secondary outcomes relating to observer rated and self report measures of psychiatric

and bipolar symptom severity, a number of two way repeated measures multivariate

analyses of variance and two way repeated measures analyses of variance were

performed.

For the Brief Psychiatric Rating Scale (BPRS) there was a significant time effect, F(5,374) =

15.86, p < .001, and a significant group effect, F(5,374) = 8.17, p < .001. There were also
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significant time by group interaction effects for negative symptoms, positive symptoms

and the BPRS depression dimension, F(5,374) = 5.75, p < .001. The effect size of the

interaction effect is r|p2 = .09, which is equivalent to a lower band medium effect size.

Likewise, for the Positive and Negative Symptoms Scale (PANSS) there was a significant

time effect, F(5,376) = 26.43, p < .001, and a significant group effect, F(5,376) = 6.96, p <

.001. There were also significant time by group interaction effects for negative

symptoms, positive symptoms and the BPRS depression dimension, F(5,376) = 15.15, p <

.001. The effect size of the interaction effect is r|p2 = .18, which is equivalent to a medium

effect size.

Table 6.6 highlights the significant symptom dimensions of the interaction effect in their

univariate analyses of variance computations. All key BPRS dimensions, general psychiatric

symptoms, depression, negative symptoms and positive symptoms show significant time

by treatment group interaction effects. Equally all three PANSS dimensions, general

symptoms, positive symptoms and negative symptoms show a significant interaction

effect.
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Table 6.6: Psychological Treatment & TAU versus TAU - observer rated
measures of psychiatric symptoms

CIT + TAU TAU

Before After Before After F Time*group
M (SD) M (SD) M (SD) M (SD) interaction

BPRS

general 37.21 28.54 37.20 35.49 F(l,378)=25.30,
(6.53) (4.40) (8.53) (6.82) P< .001

depression 61.40 44.15 62.46 58.50 F( 1,378)= 17.89,
(12.40) (9.52) (22.08) (14.41) P< .001

positive symptoms 8.70 7.68 8.46 8.32 F(l,378)=3.89,
(2.33) (1.38) (2.18) (2.65) p= .045

negative symptoms 5.83 4.34 5.67 5.21 F( 1,378)= 12.63,
(1.61) (0.70) (1.64) (1.37) p< .001

PANSS

general 28.63 20.06 27.52 26.50 F(l,378)=42.18
(6.63) (3.42) (6.34) (6.00) P< .001

positive symptoms 9.18 7.47 8.45 8.34 F(l,378)=9.48,
(3.51) (1.26) (2.29) (2.32) p= .002

negative symptoms 13.74 7.94 12.68 1 1.73 F(l,378)=27.83,
(5.22) (1.80) (5.28) (4.56) P< .001

Figure 6.2 illustrates the clear treatment time and group interaction effects for the

severity of psychiatric symptoms as measured by the BPRS and PANSS observer rated

scales. For the general, depressive and negative symptom dimension there appears to be

a clear positive effect on symptom reduction for the CIT+TAU group. For the two

measures of positive symptoms there seems to be a cross over effect in that participants

in the CIT+TAU treatment groups show a relatively higher symptom level at baseline

when compared with the control group and a clear symptom reduction at the end of

treatment. This suggests that the psychological intervention had a clear impact on manic

and psychotic symptoms in this group.
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Figure 6.2: Time x Group - observer rated psychiatric symptoms
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6.3.3 Main treatment effects for secondary outcomes - Self-report measures

of symptom severity

In the following section the effects of psychological intervention plus TAU on self report

measures of psychiatric and bipolar symptoms and emotional distress are reported when

compared to TAU alone.

On the Beck Depression Inventory (BDI-II) scores the two way analysis of variance

yielded a main effect for time, F( 1,379) = 29.08, p < .001, such that the average score was

significantly lower at the second timepoint. The main effect of group was not significant,

F(1,379) = 2.51, p = .1 13. However, there was a significant interaction effect, F( 1,379) =

9.25, p = .003, indicating that the treatment group had a significantly greater reduction in

their BDI-II depression scores at timepoint two when compared to the control group.

This effect is illustrated in Figure 6.3. The effect size of r|p2 = .25 indicates a large effect

size for this variable.

For the two mania scales it can be reported that in the two way repeated measures

ANOVA's there are no significant effects for the main effects or the interaction effect for

the Altman Mania Scale. For the Bech Rafealsen mania scale there is a significant main

effect of time, F( 1,379) = 4.51, p = .033, but not for group, F( 1,379) = 1.71, p = . 164, or

time group interaction, F( 1,379) = 3.74, p = .054, in that there is a significant reduction in

mania symptoms as assessed by this measure between baseline and timepoint two.

Similarly for the BLIP scale the two way repeated measure MANOVA shows a significant

effect over the two timepoints, F(2,379) = 8.75, p < .001, but no main group effect,

F(2,379) = 0.26, p = .770, or time by group interaction effect, F(2,379) = 1.55, p = .212.
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These time effects on the BLIP measure are illustrated in Figure 6.4. Table 6.7 highlights

the univariate differences for the interaction of treatment groups and time.

Table 6.7; Psychological Treatment & TAU versus TAU - observer rated
measures of psychiatric symptoms

CIT + TAU TAU

Before After Before After F Time*group
M (SD) M (SD) M (SD) M (SD) interaction

BDI-II 21.97 10.42 20.40 17.02 F( 1,380) = 8.89,
(13.23) (11.61) (14.57) (14.59) p = .003

BLIP

depression 14.68 8.20 13.93 10.77 n.s.

(13.40) (10.22) (14.48) (1 1.56)
mania 9.97 6.34 8.95 7.90 n.s.

(8.36) (7.37) (9.56) (8.90)
mixed symptoms 24.66 14.54 22.89 18.67 n.s.

(16.36) (13.28) (19.65) (17.07)
Bech Rafealsen 3.65 2.78 3.16 2.80 F( 1,380)=4.74,
mania scale (3.00) (3.21) (3.38) (2.62) p= .049
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Figure 6.3: Time x Group - BDI-II
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Figure 6.4: Time x Group - BLIP mania and BLIP depression

6.3.4 Gender effects on main treatment effect

In order to test whether there are systematic differences in the main treatment effects

between men and women in the treatment trial, gender was added as a covariate in the

two way repeated measures ANOVA and two way repeated measures MANOVA

calculations, and the interaction effect of time by gender was analysed.

For the primary outcome variables, the four dimensions of quality of life (WHOQOL-

BREF), a two way multivariate analysis of variance yielded no significant main effect for

gender, F(4,365) = 1.48, p = .206. There was also no significant interaction effect of time

by gender F(4,365) = 1.67, p = .607. The significant interaction effect of time by

treatment group reported above persisted F(4,365) = 3.52, p = .008.

In terms of the observer rated measures of severity of psychiatric symptoms (BPRS &

PANSS), there were similar findings. On the PANSS, a two way repeated measure

MANOVA showed a significant main effect for gender F(3,372) = 7.46, p < .001, but no
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significant interaction effect of time by gender F(3,372) = 1.14, p = .333. The interaction

effect of time by treatment remained highly significant F(3,372) = 10.02, p < .001. In

parallel, on the BPRS, a two way repeated measure MANOVA also showed a significant

main effect for gender F(3,372) = 8.26, p < .001, but no significant interaction effect of

time by gender F(3,372) = 0.77, p = .510. The interaction effect of time by treatment

remained significant F(3,372) = 14.1 I, p < .001.

For the self report measures of depression (BDI-II) and bipolar symptoms (BLIP), there

were no effects of gender on the treatment effect. For the BDI-II a two way repeated

measure analysis of variance yielded no significant main effect of gender, F( 1,376) = 2.20,

p = .139. There was also no significant interaction effect of time by gender F( 1,376) =

0.06, p = .807. The significant interaction effect of time by treatment group persisted

with the inclusion of gender as a covariate F( 1,376) = 5.91, p = .003. On the BLIP, a two

way repeated measure multivariate analysis of variance showed a significant main effect of

gender, F(2,375) = 3.23, p = .040. But there was no significant interaction effect of time

by gender F(2,375) = 1.05, p = .346. As reported above there was no significant

interaction effect of time by treatment group for this measure F(2,375) = 1.94, p = .145.

The results on the gender effects as a covariate of the main treatment effects therefore

show that there are some group differences between men and women in both the

treatment and control groups. These are mainly in relation to severity scores of

depression, both in observer rated and self-report measures at baseline, in that women

show higher depression scores than men, and in relation to the severity of psychotic

symptoms, that at baseline men demonstrate a higher level of severity on these

dimensions. These gender group differences do not influence the main treatment effects

between the treatment and control group.
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6.4 Outcome Indicators Following Psychological Intervention

Apart from the main treatment effects in comparing psychological intervention plus TAU

with TAU alone, an essential question for the effectiveness of psychological intervention

for bipolar disorder is whether the key treatment effects were maintained over time.

Did the course of integrated psychological therapy reduce measures of symptom severity

and distress following treatment and at follow up?

Further, did patient choice in treatment modality impact on the clinical outcomes? Or,

was any treatment effect dependent upon the treatment modality chosen by the trial

participants?

6.4.1 Outcomes - Quality of Life

The results for the repeated measures ANOVA for the primary outcome variable of

Quality of Life (WHOQOL-BREF) are detailed in Table 6.8. The quality of life domains

yielded medium effect sizes for changes over time, between r)p2 =.12 and r]p2 =.16

(Olejinik & Algina, 2000).

Table 6.8: Repeated Measure ANOVA's for quality of life (WHOOOL-BREF)
Variable F (df); sig F (df); sig

within subject effects Time Time*TreatmentMode
Quality of Life
(WHOQOL-BREF)

Domain 1 10.01** (3,189); p< .0013® 0.33 (3,189); p= 804*
Domain 2 35.33** (3,189); p= .001 1.26 IICL6^COro .285
Domain 3 8.08** (3,189); p< .001 1.97 (3,189); p= .1 16
Domain 4 10.80** (3,189); p< .001* 0.99 IICL6^00ro .399*

^Sphericity not assumed (Greenhouse-Geisser correction applied)
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As outlined above the perceived quality of life improved following intervention and that

effect could be maintained at follow up. The within subject comparisons show that there

are slightly different patterns of change for the four domains of the WHOQOL-BREF.

Table 6.9: Pairwise comparisons ofWHOOOL-BREF domain I overtime
Time Dom 1 Mean

difference
Std. Error Sig

1 2 -1.253** .307 .000
3 -.631* .307 .041

4 -1.485** .256 .000

2 3 .622 .332 .063

4 -.232 .281 .410

3 4 -.854** .301 .005

Time I: start of treatment Time 2: end of treatment
Time 3: follow up 6 months Time 4: follow up 18 months

Table 6.10: Pairwise comparisons of WHOOOL-BREF domain 2 overtime
Dom 2 Mean
difference

Std. Error Sig

1 2 _ 992** .238 .000
3 -.632* .257 .015

4 -.788* .270 .004

2 3 .360 .273 .188

4 .204 .246 .407

3 4 -.156 .268 .560

Time I: start of treatment Time 3: follow up 6 months
Time 2: end of treatment Time 4: follow up 18 months
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Table 6.1 I: Pairwise comparisons ofWHOOOL-BREF domain 3 overtime
Time Dom 3 Mean

difference

1 2 TslZ
3 174

4 -1.271**

2 3 .342

4 -.755*

3 4 -1.097**

Std. Error Sig

.266 .054

.301 .563

.272 .000

.305 .264

.263 .005

.271 .000

Time I: start of treatment Time 3: follow up 6 months
Time 2: end of treatment Time 4: follow up 18 months

Table 6.12: Pairwise comparisons ofWHOQOL-BREF domain 4 overtime
Time Dom 4 Mean

difference
Std. Error Sig

1 2 -1.039** .199 .000
3 -1.103** .255 .000

4 -1.189** .247 .000

2 3 -.064 .235 .785

4 -.150 .229 .511

3 4 -.086 .271 .751

Time I: start of treatment Time 3: follow up 6 months
Time 2: end of treatment Time 4: follow up 18 months

For Domain I, physical well being, there is a clear improvement in perceived quality of

life between the start and end of treatment, which was maintained at 18 months follow

up. Domain 2, psychological well being, yielded a similar result. For Domain 3, social

relationships, the treatment effects are different, in that there is no significant

improvement in this dimension between the beginning of treatment to follow up at six

months, but a significant positive change between follow up at six months and follow up

at 18 months. Domain 4, environmental domain, shows a steady and continued
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improvement over all time points. Details of these comparisons are detailed in Tables 6.9

to 6.12. Figures 6.5 and 6.6 illustrate patterns of change of Domain 2, psychological well

being, and Domain 3, social relationships.

time

Figure 6.5; Quality of life scores over time - psychological well being

283



Treatment Outcome

WHOQOL-BREF Domain 3 - interpersonaljg|ationhips
14 00-

12 50-

13 00-

13 50-

Treatment format
——- Group
—— Individual

12.00-

2 3 4

time

Figure 6.6: Quality of life scores over time - social relationships

6.4.2 Outcomes - Observer rated measures of symptom severity

The results for the repeated measures ANOVA for the relevant scores of the observer

rated symptom measures over the four assessed time points are illustrated in Table 6.13.

The general PANSS and BPRS scores are reported together with those subscale scores

that have a particular mood and impairment rating. Where the condition of shpericity

was violated according to the Mauchly's W test the Greenhouse-Geisser corrections

were applied.

The effects for both general scores BPRS overall and PANSS general yielded large effect

sizes of r=0.59 and r=0.54 respectively, whereas the sub scale scores of PANSS negative

and BPRS depression/ anxiety yielded medium effect sizes of r=0.38 and r=0.33 (Cohen,

1992).
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Table 6.13: Repeated measures ANOVA's for observer rated measures of
symptom severity

Variable F (df); sig F (df); sig
within subject effects Time Time*TreatmentMode
Positive and Negative
Symptom Scale (PANSS)

General 91 94** (3,189); opVQ_ 0.95 (3,189); P= .406

Negative 40.|5** (3,189); p< .001 0.91 (3,189); P= .433

Brief Psychiatric Rating
Scale (BPRS)

General 9635** (3,189); p< .001 0.49 O00CO P= .721

Depression/ anxiety 80.42** (3,189); p< .001* 0.56 (3,189); P= .634*

^Sphericity not assumed (Greenhouse-Geisser correction applied)

As the repeated measures ANOVA's show there was a significant reduction in severity of

symptoms as measured by the observer rated assessments following treatment. This

change was further maintained at follow up at 6 months and 18 months after end of

treatment. The tests of interaction with treatment modality were not significant,

indicating that participants in either treatment modality experienced similar reduction in

symptoms which was maintained at follow up. Table 6.14 and 6.15 outline the pairwise

comparisons of the mean differences of the general BPRS and PANSS scores over time.

These differences are further illustrated in Figures 6.7 and 6.8.

The only exception in this pattern is for the PANSS negative symptom sub scale where

significant differences were found between end of treatment and both follow up points.

Where there is a significant increase in symptoms following end of treatment. This

indicates that the overall treatment effect for this subscale is maintained in that at follow

up scores are significantly lower than a start of treatment, but that there is a significant

relative increase in scores between end of treatment and follow up.
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Table 6.14: Pairwise comparisons of PANSS general score over time points
Time PANSS Mean

difference
Std. Error Sig

1 2 7.04** .541 .000
3 8.55** .512 .000

4 6.03** .663 .000

2 3 1.50** .412 .000

4 -1.09 .604 .096

3 4 -2.51 ** .557 .000

Time I: start of treatment
Time 2: end of treatment
Time 3: follow up 6 months
Time 4: follow up 18 months

Table 6.15: Pairwise comparisons of BPRS general score over time points
BPRS Mean
difference

Std. Error S

1 2 7.24** .580 .000
3 8.39** .610 .000

4 7.43** .598 .000

2 3 1.15* .534 .032

4 .187 .500 .708

3 4 -.967 .520 .064

Time I: start of treatment
Time 2: end of treatment
Time 3: follow up 6 months
Time 4: follow up 18 months
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PANSS aeneral
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Figure 6.7; PANSS scores over time
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BPRS overall
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32.50-

30 00-
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time

Figure 6.8: BPRS scores over time

Treatment format

Group
—— Individual

6.4.3 Outcomes - Self report measures of symptom severity

In parallel to the analyses carried out for the observer rated measures of symptom

severity similar analyses were conducted for the self-report scales of severity of

symptoms, distress and quality of life. As above the main effect of repeated measures

over time was investigated in interaction with treatment modality in order to explore

whether any treatment effects in these areas are specific to the mode of treatment.

The overall results of the repeated measures ANOVA's for the self-report measures are

reported in Table 6.16. The differences over time produced large to medium effect sizes

for the self-report symptom measures: BDI, r=.39; AMS, r=.23; BLIP, D r=.28; BLIP, M
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r=. 19; BLIP Mixed r=.27. For the quality of life measure effect sizes were more modest,

between r=. 12 and r=. 16.

Table 6.16: Repeated measures ANOVA's for self report measures of
symptom severity and quality of life

Variable F (df); sig F (df); sig
within subject effects Time Time*TreatmentMode
Beck Depression 31.07** (4,188); p< .00198 0.84 (4,188); p= ,497s
Inventory (BDI-II)

Altman Mania Scale (AMS) 2.06 (4,188); p= .09034 1.72 (4,188); p= . 142"

Bech Rafealsen Mania 4.96** (4,188); p= .00134 1.08 (4,188); p= .BOO34
Scale (BRMS)

Bipolar Longitudinal
Investigation of Symptoms
(BLIP)

Mania 13.50** (4,188); p< .001 1.19 (4,188); p= .276
Depression 14.64** (4,188); p< .00134 1.70 (4,188); p= . 147s4

Mixed Symptoms 23.45** (4.188); p< .001 1.48 (4.188); p= .204

"Sphericity not assumed (Greenhouse-Geisser correction applied)

The within subject pairwise comparisons revealed that the depression score on the BDI-II

(Table 6.17) and the mania scores on the AMS were significantly reduced between start

of treatment and end of treatment, this effect was maintained at follow up at six months,

but there was a significant increase in depression at follow up at 18 months from end of

treatment. This final score however was still significantly lower than at start of

treatment.
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Table 6.17: Pairwise comparisons of BDI-II over time points
Time BDI-II Mean

difference
Std. Error S

I 2 2.014 1.136 .078
3 2.014** 1.130 .000

4 9.779** 1.141 .000

5 4.763** 1.261 .000

2 3 7.672** 1.058 .000

4 7.765** 1.124 .000
5 2.749* 1.246 .029

3 4 .093 .978 .924

5 -4.923** 1.133 .000

4 5 -5.016** .996 .000

Sig

Time I: start of treatment
Time 3: end of treatment
Time 5: follow up 18 months

Time 2: mid treatment

Time 4: follow up 6 months

BDI-II

12 00-

Treatment format

Group
Individual

time

Figure 6.9: BDI scores over time

A similar pattern emerged for the Bech Rafealsen Mania Scale. There are significant

improvements in scores between start and end of treatment that are maintained at the
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six month follow up assessment but could not be maintained at 18 month follow up.

There is a significant increase in mania scores between 6 and 18 months follow up and

the scores at 18 months are no longer significantly lower than at start of treatment.

In terms of the Bipolar Longitudinal Investigation of Problems scale (BLIP) we can

observe a steady decline in depression, mania and mixed symptom scores over time as

detailed in Tables 6.18 and 6.20 and Figures 6.10 and 6.12 respectively. The overall

treatment effect was maintained at 18 months follow up.

Table 6.18: Pairwise comparisons of BLIP mania over time points
BLIP M Mean
difference

Std. Error S"g

1 2 1.103 .894 .219
3 3.201** .784 .000

4 2.924** .673 .000

5 5.107** .723 .000

2 3 2.098* .905 .022

4 1.820* .894 .043
5 4.004** .819 .000

3 4 -.277 .649 .670

5 1.906* .616 .002

4 5 2.183** .563 .000

Time I: start of treatment
Time 3: end of treatment
Time 5: follow up 18 months

Time 2: mid treatment

Time 4: follow up 6 months
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Table 6.19: Pairwise comparisons of BLIP depression over time points
BLIP D Mean
difference

Std. Error Sig

1 2 2.816* .914 .002
3 4.062** .997 .000

4 6.286** 1.070 .000

5 5.942** 1.136 .000

2 3 1.246 .867 .152

4 3.470** .830 .000
5 3.125* .953 .001

3 4 2.225* .847 .009

5 1.880 .987 .058

4 5 -.345 .809 .670

Time I: start of treatment
Time 3: end of treatment
Time 5: follow up 18 months

Time 2: mid treatment

Time 4: follow up 6 months
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BLIP D
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Figure 6. II; BLIP depression scores over time

Table 6.20: Pairwise comparisons of BLIP mixed symptoms over time
Time BLIP D Mean

difference
Std. Error Sig

I 2 4.023 * 1.591 .012
3 8.513 ** 1.516 .000

4 8.718** 1.407 .000

5
12.290 ** 1.580 .000

2 3 4.490 ** 1.340 .001

4 4.695 ** 1.304 .000
5

8.267 ** 1.470 .000

3 4 .205 1.125 .855

5
3.777 * 1.352 .006

4 5 3.572 * 1.127 .002

Time I: start of treatment
Time 3: end of treatment
Time 5: follow up 18 months

Time 2: mid treatment

Time 4: follow up 6 months
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BLIP mixed

time

Figure 6.12; BLIP mixed symptoms scores over time

6.4.4 Relapse and recurrence

As outlined above indicators of relapse were approximated using patient information data

regarding number of hospital admissions, duration of hospital inpatient stays, and crisis

contacts with the psychiatric emergency team as well as recurrence of bipolar disorder

mood episodes as determined by the administration of the SCID at the follow up

assessments.

Due to the non-normal distribution of the variables relating to number of episodes

Friedman's ANOVA's were computed to compare the number and length of admissions

between the treatment and the control group. The comparison of the number of bipolar

episodes experienced by the waiting list control group (mean=0.83 (sd= 0.77) compared

to the psychological treatment group comparing the first six months following treatment

(mean=0.33 (sd= 0.40) with the six month TAU condition was significant (x2(2)= 13.01;

294



Treatment Outcome

p= .043). It was only a small number of participants in each group that experienced an

episode during that time period.

Table 6.21 outlines the differences in number and duration of hospital admissions in the

18 months prior to the psychological intervention and during the 18 months following

the end of the psychological intervention for treatment group as a whole. Due to the

non normal distribution of these variables results of the nonparametric tests are

reported.

Table 6.21: Hospital admissions and service contacts pre and post
intervention

Pre Post

treatment treatment

Mean (SD) Mean
(SD)

Number of admissions 0.63 (0.75) 0.23 (0.64) 6.34** .000
Duration of admissions 20.18 (29.47) 7.90 (24.45) 6.87** .000

No of crisis appointments 1.52 (1.96) 0.22 (0.33) 8.90** .000

aWilcoxon Signed Ranks Test

As detailed in the above table participants experienced significantly less hospital

admissions, less time in hospital and less psychiatric emergency appointments following

the intervention than in a comparable time before.

Significantly more participants (68/ 62.9%) experienced at least one bipolar episode in the

18 months prior to the psychological treatment than in the 18 months following

psychological treatment (29/ 26.8%) (%2(2)=68.72; p< .001). This comparison also applies

when the number of depressive episode experienced (y2(2)= 13.01; p= .043) and the

number of manic episodes experienced (y2(2)=6.75; p= .034) are separated.
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6.5 Effect of delayed treatment condition on treatment effects over time

When considering the effects of treatment over time on clinical indicators of outcome it

is important to consider whether the delayed treatment condition has a main effect on

key clinical indicators over time. Therefore, the results of repeated measures ANOVA's

and MANOVA's are reported respectively with the main group effect of treatment plus

TAU and delayed treatment plus TAU.

In terms of the primary outcome of quality of life, a two way repeated measures

MANOVA was performed on the four dimensions of the WHOQOL-BREF. Using Wilks'

criterion there was a significant effect of the repeated measures factor, F(3,189) = I 1.43,

p < .001, as reported above. There was no significant deviation from parallelism, F(3,189)

= 2.01, p = .1 14, indicating that the TAU condition of delayed treatment had no effect on

the improvement of combined quality of life scores over time.

Secondary outcomes of the relative severity of psychiatric symptoms are considered for

observer rated and self report measures. Again, the main effect of repeated measures

over time was investigated in interaction with treatment and delayed treatment

conditions in order to explore whether any treatment effects in these areas are specific

to the delayed treatment condition. Using Wilks' criterion, for the observer rated

measures there was no significant interaction effect of time by delayed treatment for the

dimensions of the BPRS, F(5) = 1.27, p = .210; or on the dimensions of the PANSS, F(5) =

2.01, p = .121.

Equally, for the self report measures, using Wilks' criterion there are no significant

interaction effects on the reduction of symptoms over time of delayed treatment when
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compared to the treatment group for the depression scores on BDI-II, F(3,189) = 2.10, p

= .101, or the BLIP depression dimension, F(3,189) = 1.95, p = .229. There is however a

significant delayed treatment group by time interaction for the BLIP mania dimension,

F(3,189) = 3.09, p = .027, with individuals in the treatment group showing higher levels of

manic symptoms when compared with the delayed treatment group at baseline, but not

at end of treatment and the two follow timepoints. The effect of this interaction is small

with rjp2= 0.04.
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6.6 Summary

At baseline the treatment and control group are comparable in all sociodemographic and

clinical characteristics with the exception of length of admission following a

hospitalisation in the 18 months prior to treatment being significantly longer in the

treatment group than in the control group, possibly indicating a higher level of severity of

episodes prior to treatment. There were no significant differences at baseline between

men and women or between individuals allocated to the two treatment modalities.

First of all, the main treatment effects were examined using two way repeated measures

ANOVA's and two way repeated measures MANOVA's for the key sets of dependent

variables relating to the primary outcome variable, quality of life, and to the secondary

outcome variables, severity of psychiatric and bipolar symptoms.

In a second set of analyses, for the whole group who received psychological treatment in

addition to treatment as usual, changes in quality of life and bipolar symptoms were

compared over time, from the baseline assessments to the end of treatment and the

follow up periods. Thirdly, treatment effects at the end of treatment and at 18 months

follow up were examined for the treatment group as a whole, comparing clinical

indicators and indicators of relapse and recurrence over the 18 months prior to the

intervention compared with the 18 months following treatment.

In the present study there is a clear positive effect of a formulation based psychological

treatment in addition to treatment as usual, psychiatric follow up, when compared to

treatment as usual alone.
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There is a significant large interaction effect of time by group for the key dimensions of

quality of life, indicating that the combined measure of quality of life shows a significantly

higher scores for the treatment group when compared to the control group over the

same period of time. Very similar results are observed for the secondary outcomes of

severity of psychiatric symptoms.

On both observer rated measures, BPRS and PANSS, there are significant large

interaction effects of group by time, indicating significant symptom improvement

following intervention for the psychological treatment group when compared to

treatment as usual.

For the self-report measures of bipolar symptoms there are significant group and time by

group interaction effects on measures of depression, (BDI-II), and mania, (Bech Rafealsen

Mania Scale), indicating a significant improvement in depression and mania scores

following intervention when compared to treatment as usual, with a large effect size for

the improvements on these measures. The bipolar specific measure, BLIP, however,

showed a significant time effect, but a non significant interaction effect of group by time,

on all three bipolar symptom dimensions; manic, depressed and mixed symptoms. This

indicates that there was significant improvement over time on the symptom severity as

measured by the BLIP, but no significant advantage of psychological intervention plus

treatment as usual when compared with treatment as usual alone.

When compared over time individuals in the treatment group as a whole experience a

significant reduction in levels of bipolar symptoms, for mania, depression and mixed

symptoms as well as a significant improvement in quality of life.
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Improvements were evident both on observer rated measures of symptom profile and

severity and on self-report measures of subjective levels of distress as well as objective

data of service utilisation. These treatment effects were maintained at both follow up

periods at six and 18 months following the end of treatment. The only exception to these

general results is the changes of scores on the Beck Depression Inventory (BDI-II) and

the Bech Rafealsen Mania Scale (BRMS), in that there is a significant increase in scores

between the end of treatment and the follow up at 18 months. Even though scores at the

final assessment are still significantly lower than at the start of treatment, there is a clear

trend that levels of depressive and manic symptoms as assessed by the BDI-II and the

BRMS are increasing following treatment.

One possible explanation for this finding is that compared to the more specific measures

such as the BLIP, or to the more psychiatric observer rated measures like the PANSS and

BPRS, the BDI-II and the BRMS which are frequently employed as screening tools in high

risk and normal populations may be more sensitive to subsyndromal levels of emotional

distress possibly relating to residual bipolar symptomatology below a diagnosable

threshold.

Finally, when compared to the equivalent period of time prior to the psychological

intervention the treatment group as a whole appears to have experienced a significant

reduction in service utilisation, inpatient admissions and length of inpatient stays in the 18

months following treatment.
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VII Cognitive, interpersonal and psychosocial predictors of

treatment effects

Which are the key predictors of symptom severity and outcome at the end of

psychological therapy and follow up? As outlined in Chapter three two sets of measures

relating to psychological and psychosocial factors have been incorporated in the

assessments in this trial. The first set of cognitive and psychological factors consists of

measures of dysfunctional attitudes (DAS), Personal Beliefs about Illness PBIQ, the

Metacognitions Questionnaire (MCQ) and Self Esteem (RSEQ). The second set of

interpersonal and psychosocial predictors consists of measures of social support (SOS),

perceived expressed emotion (FEICS) and stressful life events and difficulties (LEDS).

It is expected that there will be specific differential effects of cognitive and interpersonal

factors regarding outcome and therapeutic change as the integrated treatment is aimed at

both cognitive and interpersonal aspects of individual participants' functioning. Further, a

number of specific hypotheses regarding the influence of cognitive, psychological and

psychosocial variables have been put forward in recent years; in particular regarding the

effects of dysfunctional attitudes, self esteem, and life events in relation to mania and

depression in individuals with bipolar disorder.

In this chapter I aim to address the question from two perspectives; (I) are psychological

and psychosocial characteristica at baseline predictive of key clinical characteristics; and
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(2) are psychological and psychosocial factors predictive of outcome at end of treatment

and follow up.

7.1 Psychological and psychosocial sample characteristics at baseline

7.1.1 Cognitive and psychological variables

The key cognitive and psychological variables are outlined in Table 7.1. The examination

of the pattern of distribution through histograms and Kolmogoroff-Smirnoff test statistics

of these variables showed that all variables in this group are sufficiently normally

distributed. All psychological and psychosocial variables have been systematically

compared between the treatment and TAU group, gender and by treatment modality.

The differences between treatment and TAU groups are used to illustrate the sample

characteristics for these variables.
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Table 7.1: Psychological characteristics by treatment group
Treatment Control Group

Group (n=l06) (n=96)
Personal Beliefs about Mean (sd) Mean (sd)
Illness Questionnaire
(PBIQ)

Loss 10.1 (2.7) 9.7 (2.4)
Humiliation 6.6 (2.1) 6.7 (2.0)

Shame 7.2 (1.9) 7.0(1.9)
Entrapment 4.0 (I.I) 4.0 (1.2)

Self versus Illness 9.4 (2.6) 9.8 (2.7)

Metacognition Scale
(MCQ)

Positive Beliefs 1.6 (0.4) 1.7 (0.4)
Uncontrollability 2.6 (0.7) 2.4 (0.7)

Cognitive Confidence 2.2 (0.7) 1.9 (0.6)
Negative thoughts 2.0 (0.6) 1.9 (0.6)
Self consciousness 2.5 (0.7) 2.2 (0.7)

Dysfunctional Attitude
Scale (DAS)

Achievement 28.6 (1 1.8) 30.0 (1 1.5)
Dependency 29.8 (8.3) 31.4 (10.2)
Self-control 28.2 (8.3) 29.0 (7.5)

Rosenberg Self Esteem 23.4 (59) 24.9 (6.4)
Scale (RSES)

As detailed in Table 7.1, there are no significant differences between the two groups in

this set of measures. There are also no significant differences in these variables between

individuals in the two treatment modalities. There are however some significant

differences between male and female participants; in that women show a significantly

higher level of 'Entrapment' (t( 189)=-2.42; p= .016) and 'Shame' (t(l89)=-2.28; p= .011)

on the PBIQ, and higher scores on the DAS 'Depression' (t( 189)=-2.98; p= .003) and

'Achievement' (t(l89)=-2.88; p= .005) dimensions.

Consequently in the subsequent regression analyses gender will be taken into account as

a covariate.
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7.1.2 Psychosocial variables

Table 7.2 details the differences in the psychosocial variables, social support (SOS),

perceived expressed emotion (FEICS) and life events and difficulties (LEDS) between the

two treatment groups at baseline. The examination of the pattern of distribution through

histograms and Kolmogoroff-Smirnoff test statistics of these variables showed that with

exception of the LEDS all variables in this group are sufficiently normally distributed.

Differences between treatment modality and gender at start of treatment were also

analysed.

Table 7.2: Psychosocial characteristics by treatment group
Treatment Control Group

Group(n=l06) (n=96)
Significant Others Scale Mean (sd) Mean (sd)
(SOS)

Emotional Support 5.0 (0.9) 5.1 (1.0)
Practical Support 4.7 (0.8) 4.5 (1.0)

Support Total 4.6 (0.9) 4.5 (0.9)
Dissatisfaction Emotional S I.I (0.8) 1.0 (0.8)

Support Dissatisfaction 2.2 (1.3) 1.9 (1.4)

Family Emotional
Involvement and Criticism
Scale (FEICS)

Total 2.5 (0.4) 2.6 (0.5)
Criticism 2.5 (0.6) 2.4 (0.7)

Emotional Involvement 2.6 (0.5) 2.7 (0.5)

Life Events and Difficulties
Schedule (LEDS)

Independent negative LE 3.8 (0.3) 3.2 (0.3)
Independent positive LE 1.2 (0.1) 1.4 (0.1)

Chronic difficulties 3.9 (0.2) 3.7 (0.2)

As outlined in Table 7.2 there are no significant differences between these two groups in

respect of social support, expressed emotions and life events and difficulties.

Comparison between treatment modalities at start of treatment also revealed no

significant differences in this set of measures. The comparison of the gender groups at
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the start of treatment however showed that women have significantly higher scores on

perceived 'Emotional Involvement' (t( 124)=-2.68; p= .008) and overall EE (t( 124)=-2.42;

p= .017) on the FEICS. There are no significant differences between male and female

participants in these measures.

Also, age and time since the initial diagnosis of bipolar disorder were not significantly

correlated with any of the above mentioned psychological and psychosocial variables.

7.2 Changes in psychological and psychosocial characteristics following
treatment

As a next step in the analysis of the cognitive, interpersonal and psychosocial factors in

this trial the impact of psychological treatment on these variables was examined utilising

repeated measures ANOVA's.

7.2.1 Psychological variables

Tables 7.3 illustrates the within subject differences for the cognitive and psychological

variables over the assessed time points.
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Table 7.3: Repeated measures ANOVA's for psychological variables
Variable F (df); sig F (df); sig

within subject effects Time Time*TreatmentMode
Personal Beliefs about
Illness Questionnaire
(PBIQ)

Loss 39.78** (4,188); p< .001 0.68 (4,188); p= .408
Humiliation 35.77** (4,188); p< .001 0.24 (4,188); p= .913

Shame 7.97** (4,188); p< .001 0.21 (4,188); p= .872
Entrapment 32.58** (4,188); p< .001 1.79 (4,188); p= . 129

Self versus Illness 17.62** (4,188); p< .001 0.19 (4,188); p= .851

Metacognition Scale
(MCQ)

Positive Beliefs 4.93* (3,189); p= ,002s8 2.47 (3,189); p= ,062s8
Uncontrollability 15.54** (3,189); p< .001 0.60 (3,189); p= .606

Cognitive Confidence 9.23** (3,189); p< .001 0.10 (3,189); p= .999
Negative thoughts 20.78** (3,189); p< .00188 1. 15 (3,189); p= ,326s8
Self consciousness 9.07* (3,189); p= ,003s8 0.67 (3,189); p= ,570s8

Dysfunctional Attitude
Scale (DAS)

Achievement I 1.88** (3,189); p< .001 1.01 (3,189); p= .387
Dependency 7.54** (3,189); p< .001 0.72 (3,189); p= .538
Self-control 15.23** (3,189); p< .001 0.51 (3,189); p= .671

Rosenberg Self Esteem 21.07** (3,189); p< .001 0.76 (3,189); p= .515
Scale (RSES)

^Sphericity not assumed (Greenhouse-Geisser correction applied)

As can be seen in Table 7.3 all cognitive and psychological variables change significantly

over time. Generally the pattern of change is very similar across the three measures in

that there is a clear observable and significant improvement in scores over the course of

treatment, which is generally maintained through the follow up period. There is no

significant interaction effect with treatment modality for any of these variables.

There are two exceptions to the DAS 'dependency' score where a clear reduction is

observable to the end of treatment which is maintained at six months follow up but then

increases significantly at 18 months follow up, the final score is still significantly lower

than at start of treatment (p= .033). The Rosenberg Self Esteem measure also shows a
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marked different pattern of change over time, in that there is a significant dip in the

overall self esteem score at the end of treatment which returns at follow up o a

comparable level to the baseline scores; the final score is significantly higher than at

baseline (p = .012).

MCQ uncontrollabilitv

Treatment forma! Treatment format

DAS dependency

Treatment format Treatment format

Group

Treatment format

Figure 7.1: Change in predictor variables over time
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7.2.2 Psychosocial variables

Table 7.4 outlines the changes over the assessment time points for the interpersonal

variables social support and expressed emotion.

Table 7.4: Repeated measures ANOVA's for psychosocial variables
Variable

within subject effects
F (df); sig
Time

F (df); sig
Time*TreatmentMode

Significant Others Scale (SOS)
Emotional Support .09 (3,189); p= .964s 2.16 (3,189); P= ,091s
Practical Support 0.79 (3,189); p= .499 1.70 (3,189); P=: .144

Support Total 0.88 (3,189); p= .496 7.76* (3,189) ; p< .006
Dissatisfaction Emotional S 3.18* (3,189); p= 024s 1.42 (3,189);: P=- .221

Support Dissatisfaction 2.34 (3,189); p= .072s 0.53 (3,189); P= ,661s

Family Emotional Involvement
and Criticism Scale (FEICS)

Total 7.76** (3,189); p< .001* 0.35 (3,189); P= .152s
Criticism 9.30** (3,189); p= .002 1.68 (3,189); P=: .169

Emotional Involvement 5.76* (3,189); p= .001s 1.20 (3,189); P= .306s

Sphericity not assumed (Greenhouse-Geisser correction applied)

The pattern of change as illustrated in Graph 7.2 is mixed for this group of variables;

there are significant treatment effects for individual's dissatisfaction with the emotional

support from close others reducing over time (F(3,I89)=3.I8*; p= .024) and generally

their level of perceived expressed emotion reducing over the course of treatment and

follow up at six months and then increasing again at the follow up at 18 months

(F(3,I89)=7.76; p< .001).

Treatment format Treatment format
—-- Group

Figure 7.2 Changes in perception of social support
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Secondly, as illustrated in Graph 7.3 we can observe a clear interaction effect with

treatment modality in that individuals' who attended the groups show a significant

decrease in their social support score relating to their significant others which was

maintained at follow up, and individuals who received individual treatment showed a

significant increase in their perceived support from close others which was also

maintained at follow up (F(3,189)=7.76; p< .006).

SOS suDDort total

Treatment format
— Group

Individual

time

Figure 7.3 Changes in overall social support

7.3 Statistical Analysis

A series of multiple linear regression and logistic regression models were calculated to

determine the main predictors associated with clinical characteristics in the study samples

at baseline. A second set of multiple linear regression models was constructed to

determine the main psychological and psychosocial predictors of the key outcome

variables at end of treatment and follow up. Prior to these analyses test for the normal
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distribution, extreme outliers, collinearity and multicollinearity, as well as

homoscedasticity were carried out for the relevant predictor variables. As outlined

above with the exception of life events and difficulties no extreme outliers were found

and all independent variables were sufficiently normally distributed.

The predictor variables were entered hierarchically and by forced entry in each

hierarchical block to avoid purely statistical biases caused by a stepwise or preferred

entry. Factors that are known to have a significant bearing on level of distress and

symptomatology in bipolar disorder such as self esteem or significant life events and

stressors are entered first after a set of identified covariates (duration between estimated

onset and diagnosis, number of previous episodes and time since original diagnosis); all

other relevant cognitive and psychosocial factors are entered in subsequent sets.

Detailed results are reported for the significant predictors of symptomatology, indicators

of relapse and recurrence and quality of life.

The dependent variables for bipolar symptomatology are naturally highly correlated and

in order to prevent repetitive and multiple regression models being tested on sets of

closely related dependent variables thus inflating the alpha error and devaluing the validity

of the models tested a factor analysis (maximum likelihood) was carried out on all

symptom and distress related dependent variables. From this analysis three clear factors

emerged explaining 73.7% of the variance and accommodating all relevant scales and

subscales. The three factors are: (I) General psychiatric symptoms, including any positive

and negative symptom dimensions, (2) Depression, and (3) Mania. The factor loadings of

the related scales are detailed in Table 7.5. The three factors further seem sufficiently

independent and show no significant intercorrelation as detailed in Table 7.6.
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Table 7.5: Factor loadings on three dimensions of bipolar symptoms
Factor

General Depression Mania

BPRS .946

BPRS depression .790 .392

PANSS general .733

BPRS negative symptoms .600

PANSS positive symptoms .502

PANSS negative symptoms .471

BDI-II .822

BLIP depression .644

BRMS .702

BLIP mania .679

AMS .512

Table 7.6: Pearson's correlations of distress dimensions

Factor

General Depression Mania

General .055 .042

Depression .055 .061

Mania .042 .061

In the subsequent multiple regression analyses the three factors will be used as

dependent variables as well as quality of life and indicators of relapse and recurrence for

the predictors of outcome analysis.

7.4 Baseline predictor models

7.4.1 Predictors of bipolar symptoms at baseline

Table 7.8 outlines the regression models for the three main symptom dimensions at

baseline. For these multiple regression models the first set of predictors consisted of
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gender, age of diagnosis, number of previous episodes and number of hospital admissions;

the second set consisted of childhood trauma, and the LEDS variables; the third set was

made up from self esteem and cognitive factors (DAS, PBIQ, MCQ); and finally in the last

set the psychosocial variables of social support (SOS) and expressed emotion (FEICS)

were added.

Table 7.8: Multiple regression analyses and predictors for symptom
dimensions

Variable mult R F(df) sig. F Beta T sig. T

General psychiatric
symptomatology

.402* 2.24 (3,132) p= .043

LEDS, number of negative LE
LEDS, number of positive LE

.227*
-.197*

2.22
-2.32

p= .022
p= .028

Depression .769** 14.28 (14,132) p< .001

LEDS, number of positive LE
LEDS, number of negative LE

Rosenberg self esteem
MCQ cognitive confidence

PBIQ shame

Mania .678** 8.25 (3,132) p< .001

Age at diagnosis -.225* 3.23 p= .002
Childhood trauma .151* 2.01 p= .047

LEDS, number of positive LE .194* 2.44 p= .016
LEDS, number of negative LE .227* 2.47 p= .015
MCQ, cognitive confidence .268* 3.14 p= .002

MCQ, negative thoughts .252* 2.83 p= .005

As illustrated in Table 7.8 all three dimensions of baseline bipolar symptomatology have

strong predictor variables explaining between 16 and 59% of variance. The only common

predictors to all three dimensions are significant negative and positive life events as

measured by the LEDS. In addition to these predictors the depression dimension is

-.250* -3.06 p= .003
.264* 2.69 p= .008
-.632** -8.96. p< .001
.235* 3.16 p= 002
.159* 2.16 p=032

312



Predictors of Treatment Effects

further determined by self esteem, cognitive confidence and shame. The mania

dimension on the other hand is explained by two further historical variables, age of

diagnosis and childhood trauma, as well as the meta cognitive factors of cognitive

confidence and negative thoughts. None of the psychosocial variables of social support

and expressed emotion helped to explain level of symptomatology at baseline once the

outlined predictors have been taken into account.

7.4.2 Predictors of Quality of Life at baseline

In table 7.9 the regression models for the four quality of life dimensions are illustrated.

The same hierarchical sets of predictors were entered as above, with the discrepancy

that cognitive and psychosocial variables were entered in the same set of predictors as

less specific hypotheses regarding quality of life are put forward.
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Table 7.9: Multiple regression analyses and predictors for quality of life
(whoqol-bref) - at baseline

Variable mult R F (df) sig. F Beta T sig. T

Physical well being 723** 68.6 (2,135) p<.00l

Rosenberg self esteem
PBIQ, loss

PBIQ, humiliation
PBIQ, shame

.330*

.236*
-.393**
-.237*

2.57
2.20
-3.82
-2.48

p= .012
p= .030
p< .001
p= .014

Psychological well
being

820** 74.45 (2,135) p< .001

Rosenberg self esteem
PBIQ, humiliation

PBIQ, shame
MCQ cognitive confidence

.296*
-.260*
-.192*
-.197*

2.75
-2.90
-2.37
-2.46

p= .007
p= .004
p= .019
p= .015

Social relationships 579** 20.32 (2,135) p< .001

Rosenberg self esteem
PBIQ, shame

SOS, emotional support
SOS, support total

.250*
-.249*
-.519*
-.803*

2.75.
-2.21
-2.10
2.27

p= .007
p= .029
p= .038
p= .028

Environment .761** 37.62 (2,135) p< .001

LEDS, number of negative LE
MCQ, cognitive confidence

DAS, dependency
SOS, support dissatisfaction

SOS, emotional support dissatisfaction
FEICS, perceived criticism

-.218*
.358**
222*
-.539*
.450*
294**

-2.63
-4.00
2.19
-2.83
2.09
3.27

p= .010
p< .001
p= .030
p= .006
p= .039
p< .001

For the first two quality of life dimensions with self referencing items, namely physical and

psychological well being, self esteem, loss, humiliation and shame are key predictors; for

the social relationships dimension social support, self esteem and shame are highly

predictive, whereas for environmental well being, a mixture of interpersonal factors,
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cognitive confidence and negative life events are predictive of altogether 58% of the

variance of this domain. Altogether between 34 and 67% of variance in the quality of life

dimensions at baseline are explained by this small set of psychological and psychosocial

predictors.

It seems noteworthy that the set of predictors explaining quality of life as a generic

indicator of satisfaction and emotional well being is notably different from the set of

variables explaining the majority of variance in the specifically symptom related factors.

7.5 Predictors of outcome

In a second set of multiple regression analyses the cognitive, interpersonal and

psychosocial predictors of outcome variables were examined. Predictors were

considered in the same hierarchical steps as for the predictor analyses at baseline; in

addition symptom levels at start of treatment were entered as the first step in the

hierarchical multiple regression analyses. All multiple regression analyses were

performed for outcomes at end of treatment and 18 months follow up.

Maximum Likelihood factor analyses were carried out for symptom scores at end of

treatment and 18 months follow up resulting in the same three symptom dimensions:

general psychiatric symptoms, Depression and Mania. Tables 7.10 and 7.1 I outline the

factor loadings at end of treatment and 18 month follow up. The factors at either of

these time points were not significantly correlated and could be used independently in

the multiple regression analyses.
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Table 7.10: Factor loadings on three dimensions of bipolar symptoms at end
of treatment

General

Factor

Depression Mania

BPRS .952

BPRS depression .764

PANSS general .755 .368

BPRS negative symptoms .641

PANSS negative symptoms .343

BDI-II .687

BLIP depression .693

BRMS .869

BLIP mania .746

AMS .742

Table 7.1 I: Factor loadings on three dimensions of bipolar symptoms at
follow up

General

Factor

Depression Mania

BPRS .774

BPRS depression .693

PANSS general .688

BPRS negative symptoms .607

PANSS negative symptoms .368

BDI-II .352

BLIP depression .752

BRMS .667

BLIP mania .701

AMS .703
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7.5.1 Predictors of bipolar symptoms following treatment

Table 7.12: Multiple regression analyses and predictors for bipolar symptom
dimensions at end of treatment

Variable mult R F (df) sig. F Beta T sig. T

General psychiatric .580* 2.44 (8,184) p= .003
symptomatology

PBIQ, shame .225* 2.74 p= .007
MCQ, cognitive confidence .256* 2.94 p= .004

SOS, practical support -.234* -2.03 p= .044
SOS, support overall .389* 3.38 p= .001

Depression 749** 10.34 (8,184) p<.00l

Depression at baseline .124* 2.30 p= .022
Mania at baseline -.153* -2.93 p= .003

PBIQ, loss .361** 4.84 p< .001
PBIQ, humiliation 217** 3.22 p< .001

PBIQ, shame .189* 2.83 p= .005
PBIQ, entrapment -.181* -2.78 p= .006

MCQ, uncontrollability .188* 2.64 p= .009
SOS, support overall -.352** -3.76 p< .001

Mania 747** 3.73 (8,184) p<.00l

MCQ, positive beliefs .196* 2.77 p= .006
MCQ, cognitive confidence .181* 2.53 p= .012
MCQ, self consciousness 275** 4.12 p< .001

DAS, self control .366** 5.93 p< .001
FEICS, criticism .573** 6.83 p< .001

As illustrated in Table 7.12 largely cognitive and interpersonal variables at baseline explain

between 33 and 56% of variance of the symptom scores at the end of treatment. In these

regression models it appears that depression at the end of treatment is mainly associated

with negative appraisals of illness and social support, whereas mania appears to be related

to positive self related beliefs and level of criticism from others, it is noteworthy that in
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all hierarchical multiple regressions that relate to symptom dimensions as outcome

variables levels of symptoms at baseline were highly predictive before any of the

psychological and psychosocial variables were added to the regression models but that

their predictive power was completely subsumed or significantly reduced by these

variables in the final model.

The parallel regression models for the dimensions of bipolar symptoms at 18 month

follow up reveal a very similar pattern. Overall between 34 and 44% of variance in

symptom scores at follow up are explained by the model.

The main predictors for depression (R= .614; F(8,184)=4.98; p< .001) at follow up are:

LEDS, number of negative life events (p= .179; t=2.6l; p= .010); PBIQ, loss (p= .346

t=4.2l; p< .001); PBIQ, shame (P=-.I94; t=-2.4l; p= .017); MCQ, negative beliefs (P=

.188; t=2.37; p= .019); DAS, dependency (p=-.265; t=-3.39; p= .001); and SOS,

dissatisfaction with emotional support (P=-.234; t=-2.92; p= .004).

The main predictor variables for the mania dimension (R= .583; F(8,184)=2.66; p< .001)

at follow up are: PBIQ, entrapment (p= .186 t=2.36; p= .019); MCQ, positive beliefs (P=

.-166; t=-2.82; p= .028); MCQ, self consciousness (P=.195; t=2.73; p= .007); DAS, self

control (P=. 192; t=2.59; p= .010).

7.5.2 Predictors of quality of life following treatment

Table 7.13 shows the significant predictors for quality of life at the end of treatment.

Hierarchical multiple regression models were calculated in parallel to the multiple

regressions reported in relation to symptom related outcomes.
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Table 7.13: Multiple regression analyses and predictors for quality of life
(whoqol-bref) - at outcome

Variable mult R F (df) sig. F Beta T sig. T

Physical well being .660** 46.21(8,183) p< .001

LEDS, number of negative life events .144* 2.65 p= .025
PBIQ, humiliation -.158* -2.08 p= .038

PBIQ, shame -.194* -2.72 p= .007
DAS, achievement -.310** -3.52 p< .001
DAS, self control .135* 2.12 p= .035

Psychological well .839** 45.69 (8,183) p< .001
being

General psychiatric symptoms at baseline -. 128* -2.89 p= .004
LEDS, number of negative LE .146 2.95 p= .004

PBIQ, loss -. 176* -2.69 p= .008
PBIQ, humiliation . 215** -3.87 p< .001

PBIQ, shame -.161* -2.93 p= .004
SOS, support total -.240* -2.93 p= .004

SOS, support dissatisfaction . 345** -5.03 p< .001
FEICS, total score .179* 2.45 p= .015

Social relationships .735** 39.45 (8,183) p< .001

LEDS, number of negative LE -. 192** -3.31 p= .001
MCQ, positive beliefs -.222* -3.05 p= .003

MCQ, negative thoughts .192* 2.43 p= .016
DAS, achievement -.339** -3.77 p< .001

SOS, emotional support -.298* -3.28 p= .001
SOS, emotional support dissatisfaction -.171* -1.99 p= .047

FEICS, criticism .190* 2.20 p= .029
FEICS, total -.237* -2.60 p= .010

Environment .627** 33.82 (8,183) p< .001

PBIQ, entrapment .170* 2.34 p= .020
DAS, achievement -.278** -3.02 p< .001
DAS, dependency .220* 2.39 p= .018

FEICS, perceived criticism .217* 2.26 p= .025
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Between 3 and 70% of variance of the quality of life scores at end of treatment are

explained by the hierarchical multiple regression models outlined in Table 7.13. The

predictors of psychological well being at the end of treatment are similar to those

observed for the depression dimension, baseline symptoms, negative life events and

negative cognitions such as thoughts relating to loss, humiliation and shame as well as

significant interpersonal factors such as support satisfaction and the level of perceived

expressed emotion.

At 18 months follow up between 30 and 48% of variance in quality of life scores can be

explained by these regression models. Key predictors psychological well being at follow

up (R= .699; F(8,133)=4.98; p< .001) are the interpersonal variables: SOS, emotional

support (P=-.35l t=-3.92; p< .001); SOS support dissatisfaction (P=-.306 t=-3.45; p=

.001); FEICS, criticism (P= .180 t=2.30; p= .023); and the cognitive factors: PBIQ, shame

(P=-.278 t=-3.07; p= .003); PBIQ, entrapment (p= .241 t=2.95; p= .004); and MCQ,

uncontrollability (P=-.4I5 t=-4.4l; p< .001).

The key predictors for the social relationships dimension of the quality of life measure

(R= .641; F(8,1 33)= I 1.97; p< .001) at 18 months follow up are: SOS, support total (P=

.263 t=2.49; p= .014); FEICS, criticism (P=-. 185 t=-2.2l; p= .029); DAS, dependency (P=-

.218 t=-2.34; p= .021); DAS, self control (p=-. 182 t=-2.03; p= .044); and MCQ, positive

beliefs (p= .204 t=2.l7; p= .031).

7.5.3 Predictors of relapse and recurrence

As a last step in the investigation of baseline psychological and psychosocial variables

association with clinical outcomes following treatment logistic regression models were

320



Predictors of Treatment Effects

calculated to determine predictors for relapse and recurrence at 18 months follow up.

For the purposes of this analysis relapse has been defined by any depressive or manic

episode experienced during the follow up period as identified by the SCID. The same

variables were entered in hierarchical sets as for the linear multiple regression models

above. Three main dependent variables were defined for this analysis: (I) Occurrence of

any bipolar episode during the follow up period; (2) occurrence of a depressive episode

during the follow up period; and (3) occurrence of a manic episode during the follow up

period. Table 7.14 shows the overall model significance (Chi2), the log likelihood of

observed and predicted values over probabilities of observed and predicted values, R2

equivalence (Nagel Vierkes), and significant predictors for each model.

Table 7.14: Logistic regression analyses and predictors for relapse at 18
month follow up

Variable x2'
Log

Likelihood

R2 (df)
equiv

sig. B Wald %2 sig.

Bipolar episode 8.96/
253.76

.153 8
p= .345
p= .1 12

Episode of
depression

8.96/
258.71

.179 8 p= .345
p= .133

LEDS, number of negative LE .305* 5.22 p= .022

Episode of
mania

17.44/
284.24

.241 8 p= .032
p= .046

Depressive symptoms at baseline -.394*
LEDS, number of negative LE .117*

MCQ, uncontrollability .985*
FEICS, total .692*
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As detailed in Table 7.14 the hierarchical logistic regression analysis does not yield a

satisfactory regression model for relapse overall or depression relapse. Significant

predictors for a manic relapse are depressive symptoms at baseline, negative life events,

expressed emotion and meta-cognitions relating to uncontrollability of own thoughts.

Multiple regressions were further calculated for other indicators of relapse such as

number of hospital admissions and length of inpatient stays, but similarly these

regressions did not yield overall significant predictor models.
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7.6 Summary

The exploration of cognitive, interpersonal and psychosocial variables for in a clinical

sample of bipolar disorder in this study has been addressed on two levels. First, in an

analysis of predictors of profile and severity of bipolar symptoms in a series of cross

sectional analyses; and second, in the investigation of psychological and psychosocial

predictors of outcomes and treatment effects following the trial of psychological

intervention.

As any psychological intervention the treatment implemented in this trial is designed not

only to intervene at a level of symptomatic distress but to target psychological variables

that may mediate and influence a range of factors associated with reduced symptoms,

emotional recovery and productive coping. The key elements of this intervention

specifically focused on metacognitive awareness and reflective capacity to enhance affect

regulation and on perceived difficulties and dissatisfactions in the close social networks of

participants. These target areas were attempted to be assessed using a range of

psychological measures.

These underlying questions were addressed in three steps. First, a systematic

comparison of key cognitive, interpersonal and psychosocial variables over time was

carried out in order to assess whether these psychological factors changed significantly

through psychological intervention and whether these potential changes could be

maintained over a period of time. Second, the association of these variables on the level

of bipolar symptoms and quality of life was explored at baseline to determine possible

patterns of predictive association with specific bipolar symptom dimensions and quality of

life. Third, the prediction of outcome was analysed in an analogue framework to the
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analyses at baseline to determine which psychological indicators predicted treatment

effects at outcome and follow up.

The first set of repeated measures ANOVA's determined that there are significant

changes in all areas of assessed cognitive, interpersonal and psychosocial variables. These

findings confirm a clear intervention effect on underlying psychological characteristics in

this group of bipolar patients, with the exception of levels of perceived social support

where there is a significant change in the key variable of support satisfaction for the

individuals attending the group treatments only; and in the measure of expressed

emotion where there is only a significant improvement over the course of treatment that

could not be maintained at follow up. Possible explanation for these exceptions could be

that especially in terms of the systemic factors of expressed emotion in close social

networks a non-systemic intervention that only targets the individual patients cannot

achieve lasting change in the social environment of the individuals.

In terms of the main predictors of symptomatic distress and quality of life in this sample

of bipolar patients it appears that there is an emerging pattern of associated predictors

regarding different symptom dimensions and quality of life. It seems that in the multiple

regression analyses general psychiatric symptomatology is solely associated with

significant negative life events, whereas the two dimensions of affective symptoms, levels

of depression and mania, are significantly associated with negative life events and key

cognitive factors relating to cognitive confidence, self esteem and shame for depressive

symptoms and cognitive confidence and negative metacognitive beliefs for manic

symptoms. The health related dimensions of quality of life at baseline appear to be

significantly associated with self esteem and beliefs regarding humiliation, shame; whereas

the social and environmental dimensions of quality of life appear to me predicted by

324



Predictors of Treatment Effects

levels of social support and cognitions relating to interpersonal functioning. This is

possibly opening up a level of functioning in bipolar disorder that may be independent of

symptomatic distress and that may be susceptible to change through psychological

intervention.

In the analyses relating to the prediction of key outcome indicators it appears that there

is a different pattern of variables impacting on the dimensions of bipolar symptoms and

quality of life at the end of treatment and follow up compared with the significant

psychological and psychosocial predictors at baseline. Significant negative life events no

longer have a strong association with levels of bipolar symptoms and there are more

significant interpersonal variables as well as cognitive characteristics. For the general

psychiatric symptoms main predictors are shame, cognitive confidence and levels of social

support. Depression is strongly associated with loss, humiliation and shame as well as

symptoms at baseline and beliefs about controllability. Manic symptoms are predicted by

positive metacognitive beliefs, cognitive confidence and self control as well as the

criticism dimension of expressed emotion.

Quality of life following treatment is significantly related to negative life events, shame,

loss and dysfunctional attitudes relating to achievement and self control for the health

related dimensions of quality of life. The environmental and social dimensions of quality of

life are predicted by a mixture of negative metacognitive characteristics, dysfunctional

attitudes regarding achievement and dependency as well as interpersonal factors, such as

criticism and dissatisfaction with social support.

In terms of relapse and recurrence it seem to be only negative life events, for the

recurrence of depressive episodes; and depression at baseline as well as negative life
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events, metacognitive beliefs about uncontrollability and expressed emotion for manic

episodes that have a significant predictive effect.

Overall the hierarchical multiple regression models reported in this section reach a high

level of explanatory power with between 35% and 70% of the total variance of the

dependent variables being explained by the models.
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VIII Structural models of treatment effects

In chapter 7 a series of multiple regression analyses were performed to investigate the

predictors of level of symptomatic distress at baseline and to analyse psychological and

psychosocial predictors of key outcome variables at end of treatment and follow up.

Predictor variables were drawn from two sets of measures; cognitive and psychological

factors and interpersonal and psychosocial predictors.

Multivariate regression models are limited in that they only permit parallel testing of a set

of indicators of outcome, or dependent variables and there is limited scope to test

specific hypotheses of interaction effects between sets of independent variables. It is

expected that there will be specific differential effects of cognitive and interpersonal

factors regarding outcome and therapeutic change as the integrated treatment is aimed at

both cognitive and interpersonal aspects of individual participants' functioning and a main

effect of level of severity of the disorder and independent life events on outcome. In

order to test specific mediating effects of cognitive and interpersonal factors taking into

account the level of symptomatic distress at the start of treatment as well as the

influence of independent life events and stressors a series of covariance models was

carried out using structural equation modelling techniques (SEM).
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8.1 Hypotheses

As part of the testing of Hypothesis 3, that changes in psychosocial, cognitive and

emotional factors will be predictive of improved quality of life, reduced severity of

symptoms and reduced indicators of relapse, structural and longitudinal Covariance

modelling (SEM) was utilised to investigate two specific questions:

A) There will be specific and differentiating interacting and mediating effects of

cognitive, interpersonal and psychosocial variables relating to levels of

depression and mania at baseline.

B) There will be a full meditational effect of cognitive, interpersonal and

psychosocial variables on outcome for levels of depression and mania.

A series of a priori path models have been constructed and evaluated for overall model

fit and specific path indices. To illustrate the models tested Figures 8.1 and 8.2 offer a

schematic outline of the basic models tested at baseline and over time.
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As detailed in the schematic illustration in Figure 8.1 at baseline a series of parallel direct

and mediating effects of key psychological and psychosocial variables are being tested in a

structural model of key predictors and indicators of general psychiatric symptomatology,

depression and mania respectively. The hypothesised direct and mediating effects are

based on theoretical assumptions of the direct effects of self esteem and life stressors on

level of symptoms and the interacting effects of cognitive and interpersonal

characteristics, such as dysfunctional attitudes and personal beliefs about illness being

dependent on other appraisal, perceived support and family environment. The most basic

version of the model represents the multiple regressions reported in Chapter 7, the

more complex model detailed here adds specific hypothesised indirect effects.
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variables

For the effect on outcome full meditational effect of cognitive and interpersonal factors

are hypothesised with self esteem and negative life events prior to onset and negative life

events prior to recurrence or residual symptomatology following treatment having an

independent direct effect. Essentially it is hypothesised that the association between

psychological and psychosocial variables at baseline and the same set of variables

following psychological intervention fully mediate or 'explain' symptomatology after the

intervention. As alternatives to the full meditational models mediation and direct effects

are considered in the testing of the models.

8.2 Statistical Analysis

The primary analytic method chosen for these analyses was structural equation modelling

(SEM) using EQS version 6.1 (Bentler, 2006). As described by Ullman (2006) SEM is a

collection of statistical techniques that allow a set of relationships between one or more

independent variables (IV), either continuous or discrete, and one or more dependent

variables (DV), either continuous or discrete, to be examined. Both IV or DV can be
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represented as factors or latent variables or measurement variables. Advantageously,

SEM permits simultaneous assessment and prediction of several dependent variables

within a single model. Specifically, SEM is a hypotheses testing or confirmatory approach

to data analysis where a theoretical model of the relationship of dependent and predictor

variables is hypothesised and subsequently tested how well the model 'fits' the data.

Some variables used in the SEM analyses are not normally distributed. SEM is particularly

robust against non-normal distributions and the robust model statistics are reported that

are corrected for non-normal distributions. The correction used is the Satorra-Bentler

robust correction (Bentler, 1996).

Goodness of fit of all models was evaluated using the Satorra-Bentler robust fit statistics:

The Satorra-Bentler y2 (S-B y2) ar|d the Robust Comparative Fit Index (RCFI: Bentler,

1998). The chi-square is the most commonly used measure of model fit and assesses the

model's 'lack of fit'; a high chi-square value with a significant p value suggests a poor fit of

the model to the data. The RCFI ranges from 0 to I with values greater than 0.90

indicating a good fit. The Root Mean Square of Approximation (RMSEA: Browne and

Cudeck, 1993) is a measure of fit that takes into account a model's complexity where a

RMSEA of 0.05 or less indicates a good model fit. Alternative fit indices commonly

reported in SEM such as the Joreskog-Sorbrom's adjusted GFI are also reported.

Covariance SEM was utilised to examine the goodness of fit of four sets of a priori

models relating general psychiatric symptoms, depression and mania as dependent

variables to the cognitive, interpersonal and psychosocial variables. For all models the

direct and mediating effects of the main hypothesised mediating factors were

systematically tested. This test of mediation effects through SEM (Sobel, 1988) is more

powerful than the mediating variable regression approach (Baron & Kenny, 1986;
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Mackinnon et al„ 2002). The only corrections to the models were based on hypothesised

alternatives and the contribution of individual variables to the measurement constructs of

the cognitive and interpersonal variables.

The specification of directionalities of presumed causal effects is a crucial part of SEM.

The measurement of key variables over time provides one means to specify directionality

and this is employed in the longitudinal SEM. When variables are concurrently measured

at the same timepoint, then the specification of directionality in SEM requires a clear

conceptual or theoretical rationale. Where the directionality of effects are conceptually

uncertain, alternative path models are tested, each with alternating directionalities, in

order to falsify specific assumptions about the directionality of effects. This method has

to be balanced with the methodological implications model complexity and directionality

should be conceptually specified a priori wherever possible. In the association between

cognitive and interpersonal psychological variables in this study, alternative models of

directionality have been tested in order to clarify empirically the conceptual arguments of

interpersonal variables influencing the expression of core beliefs and assumptions and

vice versa.

8.2.1 Methodological assumptions

In SEM a number of issues need to be considered. First, model identification: In SEM a

model is specified and parameters for the model are estimated using the estimated

population covariance matrix. But only models that are identified can be estimated. A

model is said to be identified when there is a unique numerical solution for each of the

parameters in the model. To ensure this the first step in the SEM analysis is to examine

the measurement model underlying any structural SEM. The measurement model deals
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with the relationship between the measured variables in the model and the confirmed

maximum likelihood factors (CFA). Each factor should have at least two indicators, the

more the better, and the error variances for each indicator should not be correlated. For

this reason cognitive and interpersonal variables have been combined into fewer factors

than measures employed in the outcome models as they related too closely to each

other to justify separate factors.

After a model is specified the population parameters are estimated with the goal of

minimising the differences between observed and estimated population covariance

matrices. Following the specification and parameter estimation of the model the fit of the

model is evaluated. As in regression analyses a good fit is sometimes indicated by a non¬

significant x2- ln SEM however, trivial differences between estimated and population

covariance matrices are often significant; especially with small samples, the computed y}

may not be distributed as y2> leading to inaccurate probability levels (Bentler, 1995) (for a

detailed discussion see recent debate in volume 42 of Personality and Individual

Differences, 2007). Because of this problem numerous measures of model fit have been

proposed. The most commonly employed measures are the comparative fit index (CFI),

estimating a range of models from the model corresponding to a set of completely

unrelated variables to the perfect model with no degrees of freedom, the CFI places the

estimated model on this continuum. This results in a fit index between 0 and I with

values greater than 0.9 generally indicating a good fit of the model (Hu & Bentler, 1999).

Another widely available fit index is the calculation of the weighted proportion of

variance in the sample covariance accounted for by the estimated population covariance

matrix. This goodness of fit index (GFI) is analogous to the R2 in multiple regression and

can be adjusted to the number of parameters in the model (AGFI). Finally there is the
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index based on residuals, the root mean square residual expresses the average difference

between sample variances and covariances and the estimated population variances and

covariances. To aid interpretation the root mean square residual error of approximation

(RMSEA) is provided; small values indicate a good fit of the model, values of .08 or less

are desired (Hu & Bentler, 1999).

In addition to structural and measurement SEM it is also possible to test nested or multi

group models. In this procedure of SEM separate identical models are run for each group

in the sample (e.g. men and women or treatment modalities) and following the baseline

model estimation models are then tested with parameters constraint across models to be

equal, y} statistics are then run between the two models to determine whether they are

significantly different. This can be achieved separately for the measurement and structural

part of the SEM, essentially determining whether the models between two groups differ

in their basic factor structure or in their regression paths between the latent variables.

Multi group SEM has been utilised in this analysis to determine whether the hypothesised V

outcome models differ between the two independent treatment modalities.

The sample for these analyses included all participants who entered treatment (N=I93),

missing values at the end of treatment were estimated using the EM procedure as

implemented by EQS 6.1. The assumptions for each SEM model were evaluated using

EQS. There were no univariate or multivariate outliers included and there was evidence

that both univariate and multivariate normal distributions were violated for the baseline

and outcome samples; Mardia's normalised coefficient was between 5.48 (p < .005) and

35.94 (p< .001) indicating violation of multivariate normality. Therefore the models were
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estimated with maximum likelihood estimation and tested with the Satorra-Bentler scaled

X2-

8.3 Effects of predictors of bipolar symptoms at baseline

As outlined above in Figure 8.1 the direct and indirect effects of cognitive, interpersonal

and psychosocial variables on bipolar symptomatology at baseline are evaluated. In the

model several questions are of interest:

1) How well does the model explain the population covariance matrix?

2) How well to the constructs predict the measured indicator variables?

3) Do cognitive, interpersonal and psychosocial variables directly predict levels of

bipolar symptomatology?

4) Are specific cognitive characteristics such as dysfunctional attitudes and personal

beliefs about illness mediated by environmental and interpersonal variables?

8.3.1 Predictor model of general psychiatric symptomatology at baseline

For the factor of general psychiatric symptomatology no support was found for the

hypothesised models of indirect effects; x2(325)=375.26; p< .001; RCFI= .498; RMSEA=

.181, or the alternate tested model of direct effects only (model of multiple regressions);

X2(201 )=88.15; p< .001; RCFI= .688; RMSEA= .109.

Post hoc model modifications did not seem indicated given the extremely poor fit of the

simple measurement model of multiple regressions, direct effects only. Also the
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theoretical basis for the formulation of alternative specific hypotheses regarding the

general psychiatric symptom level appeared very slim and further model development

based on purely statistical indicators alone seemed contra indicated.

8.3.2 Predictor model of depression at baseline

For symptoms of depression the fist hypothesised model tested was the model assuming

full mediation of cognitive factors through current interpersonal variables and

psychosocial indicators. This initial model had a poor fit: x2(309)=884.08; p< .001; RCFI=

.764; RMSEA= .083. As the measurement model alone showed a good representation of

the population data and there were clear theoretical and statistical indicators as to how

the model could be improved, post hoc modifications were performed and an alternative

model was tested with a reduced number of indirect effects and clear direct effects of

social support, negative life events and cognitive factors such as personal beliefs about

illness (e.g. loss, shame and humiliation) and metacognitions (e.g. negative thoughts and

uncontrollability), a model akin to multiple regressions with a simple mediation. This

alternative model detailed in Figure 8.3 reached a moderate fit: y2(201 )=684.08; p< .001;

RCFI= .881; RMSEA= .063.

Higher levels of symptoms of depression were predicted by negative life events (LEDS),

social support (SOS) and metacognitions (MCQ). Higher levels of dysfunctional attitudes

(DAS) and lower levels of self esteem did not predict higher levels of depression. This

finding is surprising, although it illustrates the advantage of SEM over a series of

independent multiple regression analyses. Both predictor models of depression, using

social support and life events as one set of predictors and using dysfunctional attitudes

and self esteem as another are significant. However, when considered together and in
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interaction, the direct effects of self esteem and dysfunctional attitudes relinquish once a

full measurement model is validated that links these psychological predictor variables

through their association.

Further, there was a significant small mediation effect in that social support served as an

intervening variable between levels of personal beliefs about illness (PBIQ; loss,

humiliation and shame) and depression. Social support and personal beliefs about illness

have a significant effect on the level of depression at baseline, but the product of the

association between personal beliefs about illness and social support on depression

outweighs the direct effect of personal beliefs on depression.

337



rq

c

<d

pa
Ui

(/)
m Z

o Q.

cd

D

Id l/l (/>
o' 3

&
o-

(u 1/1
2. 5"

<d

Self Loss

.334 .541►[ .368►[Shame .321>|Humiliation
.137►[Entrapment .331►[Positivethougts 542►UncontTollability .310

►|Cog
confidence

.584►[Negthoughts" .385

Self

.621Achievement̂ .426►[Dependency^ .293►!Selfcontrol
.434
\

.735

.582
i

SelfEsteem

7Personal\
I BeliefsJ*

371

-.761

■302

\

215

.588

.788

7DysfunctV
\AttitudesJ

.541

CO LO 00

I .319
▼

.505.370 r

t3

r

x Q.

Q-

C/>

to t3

CD

C o

■D ■c

Q.

o F

Q-
CL

ID

CO

>737)O
G)̂OH

IDCO33ii nmii•
.>.o° ooiioo£500.00O

COo-k CD
CO

o
Ul

CO

o

zr

M

II CD
00

.825863 -.608T

o

-vl
CD

.684 .201

.574

.130

3

o Q_

ft)
CO

D
0) n>

Q_ n*
rt
o

-j
CO fi)

D
CL

fD
rfr
3

n>
3 n



Models of Baseline Predictors and Treatment Effects

8.3.3 Predictor model of mania at baseline

For mania at baseline changes had to be made to the initial measurement model as the

latent factors for each of the cognitive and interpersonal measures could not be

identified. Two new factors were therefore constructed comprising single factors for

cognitive and interpersonal variables respectively. Further it was considered on

theoretical grounds to include depression into the model due to hypotheses that the

severity of manic symptoms may be dependent on underlying depression.

The first hypothesised model tested, assuming full mediation of cognitive and

interpersonal variables plus a direct effect of negative life events only reached a moderate

fit: x2(290)=406.08; p< .001; RCFI= .782; RMSEA= .071. When depression however was

added to the model a good fit of the model was reached: y2(204)=329.27; p< .001;

RCFI= .899; RMSEA= .054. In this model as illustrated in Figure 8.4 Higher levels of

symptoms of mania were predicted by negative life events (LEDS), the cognitive factor

(MCQ, PBIQ, DAS) and depression, with self esteem impacting on the cognitive factor.

The model shows clear mediating effects of the impact of cognitive variables on mania

being mediated by both recent negative life events and current depression, with the

cognitive factor showing a main impact on concurrent depressive symtoms.
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Figure 8.4; SEM of manic symptoms at baseline
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8.4 Predictors of outcome

As illustrated in Figure 8.2 SEM was utilised in this step of the analysis to estimate the

direct and indirect effects of baseline symptomatology as well as cognitive, interpersonal

and psychosocial variables, including their associations, on outcome after psychological

treatment. Specific questions asked were:

1) How well does the model explain the population covariance matrix?

2) How well to the constructs predict the measured indicator variables?

And, in particular:

3) Do cognitive, interpersonal and psychosocial variables at baseline and following

treatment interact in their prediction of levels of symptomatic distress at

outcome?

4) Are there specific mediating effects of cognitive and interpersonal variables?

8.4.1 Predictor model of general psychiatric symptomatology following

treatment

As for the SEM model at baseline the hypothesised models for general psychiatric

symptoms following treatment had an extremely poor fit: y2(552)=476.62; p< .001;

RCFI= .594; RMSEA= .089 and y2(704)=7l 6.15; p< .001; RCFI= .621; RMSEA= .079.

No further modification or interpretation of the models was indicated as they did not

explain more for the general psychiatric symptoms outcome than the general multiple

regression models described in Chapter 7.
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8.4.2 Predictor model of depression following treatment

During the first step analyses, the measurement model underlying the longitudinal SEM in

this section failed to differentiate cognitive and interpersonal constructs as defined by the

individual measures, but instead the CFA verified four clearly distinct factors of cognitive

and interpersonal variables combined at baseline and outcome.

The prediction of level of depression following treatment testing a mediational model of

depression at baseline, and a combined cognitive factor and a combined interpersonal

factor at baseline and following treatment taking into account self esteem and negative life

events as independent predictors yielded interesting results. The initial model achieved a

moderate fit: y2(416)=328.96; p< .001; RCFI= .793; RMSEA= .055. This model however

gave clear indicators as to the modifications necessary. Therefore the impact of negative

life events was removed and interpersonal variables were specified as having a direct

effect on depression. This generated a model that provided an excellent fit to the data:

y2(394)=44.32; p= .053; RCFI= .973; RMSEA= .024.

As detailed in Figure 8.5 the effect of baseline depression on depression outcome is

clearly mediated by the factor of cognitive variables; with the combined effect of cognitive

variables on depression and baseline depression on cognitive variables following

treatment being significantly higher than that of the direct effect, with mediating effects

explaining about 6 to 12 times the proportion of variance in contrast to the direct effect

of depression at baseline on depression at outcome. Depression was further predicted

directly by a negative interpersonal factor, dissatisfaction with current social support,

perceived criticism and perceived emotional over involvement from close others. Self
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esteem at baseline impacted directly on baseline depression and self esteem following

treatment contributed directly to the cognitive factor, rather than depression outcome.

Chi2 = 44.32 p= .053

CFI= .973
RCFI= .976
RMSEA= .024 (.010-.035)
AGFI= .896
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Figure 8.5: SEM of depression following treatment

343



Models of Baseline Predictors and Treatment Effects

8.4.3 Predictor model of mania following treatment

In line with the findings from the baseline predictor model depression at baseline was

added to the prediction SEM for manic symptoms at outcome. The full mediational

model including baseline characteristics for cognitive and interpersonal variables as well

as direct effects for negative life events and self esteem resulted in poor model fit:

X2(4I I )=492.18; p< .001; RCFI= .774; RMSEA= .060.

Model modifications included a removal of baseline cognitive and interpersonal

characteristics as well as mediating effects in a second step of modification in line with a

simple regression model of multiple direct effects. The resulting model presented a very

good fit to the data: x2(591 )= 177.92; p= .046; RCFI= .918; RMSEA= .038.

As fully represented in Figure 8.6 the level of manic symptoms following the intervention

effect was directly linked to cognitive characteristics following treatment as well as level

of depression at baseline. There was also a mediating effect of the level of self esteem

strengthening the effect of the cognitive factor on manic symptoms at outcome. Baseline

symptomatology and interpersonal variables further contributed significantly to mania

outcome but to a lesser degree.
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Figure 8.6: SEM of manic symptoms following treatment
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8.5 Summary

The methodology of multiple regression analyses for the investigation of complex

relationships between various dependent and independent variables is distinctly limited.

Firstly it is only possible to investigate one dependent variable at a time which in a design

with several related outcomes poses clear restrictions. Secondly even though complex

relationships between independent variables in relation to the dependent variable such as

singular mediation effects can be examined using a multiple regression framework, this

necessitates multiple computations of regression analyses with an inflated number of

covariates which inherently limits the power of such analysis. Also within such a

methodology multiple mediating effects cannot be addressed and even though it will

produce estimates for the paths between the variables investigated, the analysis will not

indicate an overall fit of the model to the data and thus limiting its validity.

To avoid some of these shortfalls and to test the cohesiveness and power of the

prediction models described in Chapter 7 a number of hypothesised structural equation

models have been built and evaluated. The method of covariance modelling employed

here further has the advantage that models of variable interactions are specified a priori

and evaluated rather than explored based on empirical correlations. The modification of

the structural models in the process of analysis was limited to theoretically based

alternative hypotheses only. The measurement models were improved using statistical

indicators of fit of individual variables.

Similar to the multiple regression analyses the structural equation models (SEM) were

constructed in two steps: In a first step the associations and effects of interacting

independent and dependent variables relating to the two affective dimensions of bipolar
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disorder were tested, proposing interacting mediating effects between cognitive and

interpersonal characteristics. In a second step fully mediational model of treatment

effects were proposed, including complex relationships between dependent and

independent variables at baseline and following treatment, investigating simultaneously

whether effects of change in cognitive, interpersonal and psychosocial dimensions were

predictive of outcome or alternatively these psychological characteristics at baseline or

end of treatment.

In the analysis of the baseline models it became quickly apparent that models for general

psychiatric symptoms could not be identified, which is consistent with the variable

regressions models relating to this symptom dimension. The models for the manic and

depressive symptom factors at baseline however show interesting results. For

depression there was a clear mediating effect of social support for the cognitive

predictors, indicating that the social environment and perceived support from others in

availability and satisfaction clearly mediated the association between cognitive

vulnerability factors and symptomatic distress. Further, the cognitive factors were highly

intercorrelated and there was a strong indirect association between dysfunctional

attitudes, metacognitive beliefs and beliefs about illness, and their overall prediction of

depression once the interaction between these three factors could be considered. Also

noteworthy that there is a further indirect contribution in the form of self esteem which

appears to impact on self and illness appraisal strengthening its prediction of depression

rather that with the depression dimension directly.

For mania it becomes apparent that the distinct cognitive dimensions are no longer

preserved, but that the measurement model throws up that they are all related to one

latent factor of appraisal and attribution and that in the relation to mania the
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interpersonal variables are no longer predictive of level of symptoms. Also, in the

structural model there are clear mediating and indirect effects; self esteem also indirectly

impacts on levels of appraisals and attributions rather than on mania directly and there

are significant mediation effects of negative life events and level of depression enhancing

the relationship between cognitive variables and mania.

The apparent differences between these two structural models clearly indicate different

and distinct pathways for manic and depressed symptoms in this sample of bipolar

patients.

The directionality of the psychological predictors and mediators reported in the baseline

and longitudinal SEM findings are in part set by the sequence of their measurements.

Where associations and interacting effects between psychological constructs are

considered and hypothesised in the specified models, these were either determined by a

conceptual assumption, e.g. belief formation being influenced by interpersonal and

developmental processes, or they have been tested empirically by specification of

alternative models using changing and alternate directionality of effects.

For the outcome dimensions again only models for depressive and manic symptom

dimensions could be identified and again the measurement models had to be reduced to

individual latent factor s for cognitive and interpersonal variables at baseline and at end of

treatment, as the original measurement models preserving individual measures did not

adequately fit the data. Also, originally hypothesised models of full mediation effects of

cognitive and interpersonal variables at baseline and end of treatment did not provide a

good enough fit of the data in the population.
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For the depression dimension at the end of treatment there are clear mediation effects

observable; baseline depression appears to be predictive of depression at outcome, but

its association is significantly mediated by the cognitive dimension at end of treatment,

following intervention and in turn the effect of these cognitive variables of appraisals and

attributions on depression are mediated by the factor of negative interpersonal variables

at outcome of expressed emotion and support satisfaction. The model that best explains

the data for the depressed symptom dimension at the end of treatment is the model that

hypothesised interacting mediation effects of cognitive appraisals and negative aspects of

the interpersonal environment. In addition, self esteem appears to impact directly on

levels of depression at baseline but only indirectly at outcome via its strong association

with the cognitive variables.

Similar to the findings for the analyses at baseline a very different structural model

converges for manic symptoms following treatment. It appears that levels of mania after

the intervention are only mildly predicted by mania at baseline, but are mainly associated

with levels of depression and to a lesser degree by the dimension of negative

interpersonal characteristics. Cognitive variables of negative appraisals and attributions

also contribute significantly to explain the level of manic symptoms after treatment but

their effect is clearly mediated by the level of self-esteem. It appears, that with both

levels of depression and low self esteem influencing levels of mania directly, negative

affect as well as negative perception of the social environment have a major bearing on

mania, rather than the hypothesised moderation of cognitive appraisals processes.

Further it is noteworthy that in the measurement model for manic symptomatology

positive and negative cognitive appraisals and beliefs did not form independent

dimensions but converged on one factor, strengthening the argument that mania is

influenced by negative and positive affect as well as negative and positive thinking styles
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and beliefs in the face of stressors through negative life events and negative social

environments.

Overall it appears that the confirmed structural equation models for baseline

symptomatology and symptoms outcome enhance the level of interpretability of key

predictors of bipolar vulnerability and treatment effects by their possibility to highlight

and evaluate complex interacting effects.
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IX Discussion and integration of findings

When this treatment trial was designed and implemented there was only a small number

of clinical outcome studies in bipolar, disorder focusing on the psychological treatment of

bipolar symptomatology, medication adherence and coping strategies; the interventions

described in these early studies were mainly psycho educational in nature and enhanced

with behavioural strategies for dealing with the early development of symptoms and the

behavioural consequences of manic and hypomanic mood states (e.g. Haas, et a/., 1988;

van Geet & Zwart, 1991; and Honig et al., 1997). There were also some early pilot

studies utilising cognitive behavioural strategies, many of which were still focusing on

medication adherence (Cochran, 1984; Hirschfeld-Becker et al., 1998; and Perry et al.,

1999). During the first two years of the trial a couple of early studies were published that

implemented a classic CBT model plus early warning signs monitoring (Lam et al., 2000;

and Scott et al., 2001). In addition to these studies there were also some initial results

from studies using Interpersonal and Social Rhythm Therapy (Frank et al., 1999; Frank et

al., 2000) and Family Intervention specifically targeted at families of individuals with

bipolar disorder (Miller et al., 1991; and Miklowitz et al., 2000). These early results

seemed promising but often offered quite a narrow focus on relapse and recovery in

bipolar disorder for example by concentrating on medication adherence or relapse

prevention in euthymic bipolar populations.

The design of the treatment implemented in this trial was mainly inspired by the

contemporary clinical developments in psychological interventions with individuals

suffering from psychosis, and the developments in the psychological treatment of
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recurrent and chronic depression. Rather than focusing on relapse and recurrence the

treatment aimed at an improvement in the individual's understanding of their mood

instability, their response styles and appraisals of negative and (hyper) positive affect, their

mechanisms of affect regulation and their specific individual vulnerability factors in terms

of past negative and traumatic life events, the impact of the disorder on their personal

and psychological development, and their social and interpersonal aspects of vulnerability

to mood instability and negative affect regulation.

In addition to the primary aim to evaluate an integrated and formulation based treatment

combining cognitive behavioural therapy elements and interpersonal psychotherapy

components in terms of its efficacy and effectiveness in a randomised clinical trial, the

study further aimed to explore key psychological and psychosocial variables to aid the

development of a model driven clinical understanding of the vulnerability, onset and

recovery in bipolar disorders.

9.1. Trial design and implementation

From the start, the study was set up in close collaboration with service users and carers

through the involvement and support of the Bipolar Fellowship Scotland (BFS), and

latterly the Manic Depression Fellowship. Members of the BFS were involved in

discussions of the trial design and treatment format. Members of the BFS also assisted in

piloting the assessments and supported the development of the psychological

intervention by sharing their experiences of psychotherapeutic support and psychosocial

interventions. The service users in the group were very familiar with a psychoeducation
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concept that was used throughout Scotland in the development of a peer support group

network over the last 10 years.

9.1.1 Patient preference

The trial employed a mixed or nested design of randomisation to psychological treatment

(CIT+TAU) plus treatment as usual, and treatment as usual alone (TAU). Once

randomised to psychological treatment participants had a choice between individual

psychological intervention and a group format. Individual treatments consisted of 16 to

20 weekly one to one sessions that lasted about one hour and groups consisted of 20

weekly sessions of 90 minutes length. At the outset our expectation was that the

majority of participants in the trial would prefer individual treatment and that we would

possibly run only two groups per year.

The literature on patient choice specifically for group or individual treatments is mixed.

Prouty et al. (2002) found that young women with eating disorders when offered a choice

would prefer individual support as their first choice and group treatment as their second

choice, this was in part related to symptom severity in that individuals with more severe

symptoms preferred group format as their first choice over individual support. Alvirez

and Azocar (1999) asked patients of a gynaecology clinic who showed high levels of

emotional distress about their interest in psychotherapy and a majority of those surveyed

showed interest in individual psychotherapy over group psychotherapy or group

psychoeducation. Dwight-Johnson et al. (2000) however found in a sample of depressed

primary care patients that 47% of their sample preferred group counselling over

individual counselling when offered a choice.
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Contrary to our expectations we found that from the start of the trial about half of

participants opted for group treatment, which necessitated us running two groups per

week in parallel during the first year of the study. One reason for the large proportion

of participants opting for group treatments may have been linked with the promotion of

peer support groups throughout Scotland by the BFS at the time. We know that many of

the individuals who participated in the trial had prior experience of groups within user

and carer organisations including the BFS. We were aware that at the time both the BFS

and other user organisations were lobbying for improved access to psychological

treatments for users of psychiatric services. Other factors that may have biased patient

choice in this sample towards a more equal distribution of interest in group versus

individual treatment are experiences of inpatient and day patient care of most of our

participants. In both of these settings group formats are frequently used for different

aspects of psychosocial interventions. Another reason may be the wish for mental health

service users to reduce stigma and to find commonality in their distress (McCay et al.,

2007), something that is readily facilitated and experienced within group treatment

settings.

The aspect of the trial design that included patient preference for the modality in which

they would receive treatment has a number of dimensions relating to aspects of service

delivery and how users can engage in mental health services. This aspect of the trial may

also improve treatment reliability especially in relation to psychotherapeutic group

treatments. However, there are also methodological implications to consider in terms of

a partially randomised trial design.

In terms of treatment integrity, we felt at the start of the trial that randomly allocating

participants to group or individual treatment would not allow the facilitation of an
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effective interactive group format where individuals need to bring a willingness to work

with people and to acknowledge openly some of the difficulties that led them to seek

psychological treatment. Apart from the ethical dimension of an enforced treatment

modality we also thought that in providing a psychological therapy service for individuals

suffering from bipolar disorder we should allow people to choose between the available

treatment options as a model of service delivery and to support retention in the group

treatments. It is well documented that service users' choice of available treatments

improves retention in mental health settings (e.g. Dwight-Johnson et al., 2000; Dalai et

al.,2007). This was strongly supported by service users and carers on the project steering

group who felt that individuals should have access to their preferred treatment modality

and that consequently they would engage more effectively with the intervention. The

steering groups also felt very strongly that the element of patient choice within a

research trial does reflect the reality of many clinical settings. This is particularly true of

those who follow best practice recommendations and guidelines, where service users

may be offered a choice of treatments between which they would express an informed

preference, and this decision would be based on sufficient information regarding the

different available treatment options.

However, it was important to consider the methodological implications of introducing

patient preference into the trial design. Essentially, the option of participants to chose

between the two treatment modalities after allocation to treatment or after the waiting

list control condition, meant that the trial was only partially randomised to treatment and

control group, but not fully randomised in terms of psychological treatments offered.

Randomisation procedures are performed in order to maximize the internal validity of

treatment outcome studies. Objections have been made that this practice undermines

the external validity of these studies because it ignores patients' treatment preferences,
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thereby precluding the self-selection of treatment that can occur in the community

(Bower et al., 2005; King et al., 2005). A number of studies were carried out to

investigate the impact of randomisation compared to patient choice or patient preference

on a range of outcomes. Leykin et al. (2007) reviewed findings of a randomised controlled

trial for depression using two groups, medication and cognitive behavioural therapy,

where participants were randomised to either treatment after also stating a treatment

preference. They found that participants expressed preference compared to

randomisation had no effect on the reduction of depressive symptoms; either condition

was comparably effective in reducing depressive symptoms, although participants

allocated to treatment that was not their stated preference were more likely to

discontinue treatment. King et al (2005) carried out a systematic review of the impact of

participant intervention preference in RCT's in general. They concluded that although

treatment preferences led to a substantial proportion of people refusing randomisation

or discontinuing treatments, differences in outcome across the trials between

randomised and preference groups were generally small, particularly in large trials and

after accounting for baseline measures of outcome. Therefore, there was little evidence

that preferences substantially interfere with the internal validity of randomised trials.

9.1.2 Retention and involvement of participants

As reported in Chapter 5 we experienced a very high retention rate over the treatment

phase with only 14% of participants dropping out before the minimum number of session,

67% being available for the first follow-up assessments after 6 months and 54% being

available for the final follow up at 18 months. This finding is in line with comparable

intervention trials where groups experienced attrition rates of 12% (Morrison et al.,

2004), 14% (Rosenberg et al., 2004), 17% (Turkington et al., 2002) or 20% (Miklowitz et
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al., 2003) in targeted psychological or psychosocial intervention trials and up to 27%

(Miklowitz et al., 2006) in control groups. Across these studies lower attrition rates

appear to be associated with trials where psychological interventions are delivered

independently and where these are not delivered in the context of psychiatric services.

There are a number of factors that are likely to have supported the high retention of

participants in this study. We felt that patient choice in the treatment plus randomisation

to the delayed treatment condition rather than an alternative 'placebo' treatment aided

retention as individuals felt that they received the treatment that they had requested.

Another important factor was the user and carer organisation involvement in and

support of the study. Many individuals who participated in the trial learned about the

project from BFS meetings and local peer support groups. In addition the patient council

of the Royal Edinburgh Hospital had an initiative at the time lobbying for better access to

psychological treatments for people suffering from severe and enduring mental health

problems in Lothian. In that respect it was very obvious to participants referred to the

project that this was a service developed in line with users' requests and their

involvement, and the start of the project seemed very timely. This is structure of service

delivery that is comparable to the targeted psychological intervention service offered in

Manchester to individuals at ultra high risk of developing psychosis where attrition was at

12% in the treatment group (Morrison et al., 2004).

In addition, because all treatment was offered from within the project team and

therapists were employed for this purpose, we were able to offer extremely flexible

clinics and assessments. Most of the groups were run in the early evenings in group

facilities in the Royal Edinburgh Hospital or the local mental health community base.

Individual sessions were scheduled to suit the participants other commitments and many
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clinics were offered out of hours. Further, most of the follow up assessments took place

in community bases or in the context of home visits. Finally, we learned from the follow

up interviews with participants that one of the most positive aspects of the project was

the level of additional support offered, in that many individuals claimed that routinely they

were not seen very frequently by their key workers or psychiatrists and that these

contacts were often focused on symptoms and their medication treatment regime.

9.2 Key outcomes of cognitive interpersonal therapy in bipolar disorder

In Chapter 6 the main treatment effects were examined. In sum, the direct comparison

with the waiting list control group showed a large treatment effect of psychological

intervention on the primary outcome, quality of life. Similarly, medium to large treatment

effects were established for the secondary outcomes, on all indicators of bipolar

symptoms, emotional distress and indicators of relapse and recurrence. In the systematic

comparison over time individuals who received a course of the integrated cognitive

interpersonal intervention either in an individual or group therapy treatment format

showed an evident reduction in bipolar symptoms and a significant increase in their

quality of life. On the whole these primary treatment effects were maintained at six

months and eighteen months follow up. There was some indication however that on

measures of subsyndromal affective distress the treatment effects were not fully

maintained at the eighteen months follow up. On indicators of hospital admissions and

use of psychiatric services individuals who completed treatment showed a significant

reduction in service utilisation, inpatient admissions and length of inpatient stays

compared to their pattern of service use before and after treatment and compared to

the control group within the six months control interval.
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The integration of clinical efficacy and effectiveness is still difficult in the field of clinical

bipolar disorder research as most trials to date focus on different indicators of outcome.

Lam and his group (Lam et al., 2003; and Lam et al,. 2005) used time in episode and time

to recurrence as indicators of effectiveness in their trial of CBT for euthymic bipolar

individuals. Scott and colleagues (Scott et al., 2006) evaluated outcome in a large trial of a

mixed bipolar population by medication adherence and recurrence rates of bipolar

episodes. Ball et al. (2006) examined mania and depression scores following CBT

treatment and medication adherence. Frank and colleagues (Frank et al., 2000; Frank et

al., 2005) implementing IPSRT in a combination trial with cross randomisation of IPSRT,

psychoeducation and clinical management including long term maintenance support

looked at recovery time from manic or depressed episodes and survival times until

recurrence.

The heterogeneity of indicators is partly due to the developmental status of the field and

a lack of consensus what objectives and aspirations psychological interventions may

feasibly have in bipolar disorders; reduced relapse rates, symptom reduction, longer

survival times to recurrence, or constructive maintenance, 'damage limitation' and

productive coping with mood instability.

Overall the outcomes of the clinical research trials and pilot studies thus far are mixed.

Most of the earlier trials of psychological interventions in small pilot samples and

relatively homogeneous clinical groups achieved positive results in terms of survival rates

to recurrence, length of time without bipolar symptoms. Lam and colleagues (2005)

reported in a recent 30 months follow up of their original sample of 103 remitted bipolar

patients lasting effects of cognitive therapy intervention on mood ratings, social
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functioning and coping with early and milder bipolar symptoms. However, similar to the

IPSRT trial by Frank and colleagues (2005), Lam et al. found that the effects are largely

attributable to the lengthened time to recurrence of depressive episodes.

The largest randomised controlled multi centre trial by Scott et al. (2006) including 235

patients with bipolar disorder in 5 centres and Ball et al.'s (2006) recent CBT trial of 52

mixed bipolar I and bipolar II patients however achieved no lasting results in their main

outcome variables, recurrence rates and lower symptom ratings. Scott and colleagues did

not find a significant reduction in recurrence in the treatment group when compared to

the control group. The research group found that this negative finding was mainly

attributable to patient characteristics and consequently the heterogeneity of their sample

which in contrast with many of the previous trials included patients with current

substance misuse, high frequency of recurrence and high levels of co-morbidity. They also

conceded that the type of intervention used follow a classical CBT model primarily

developed for non recurring episodes of major depression and that issues in relation to

treatment fidelity monitoring across centres and therapists may have impeded the

individual focus of the treatment for each of these complex cases. A similar observation

can be made about Ball's trial where treatment followed a relatively traditional format

with a clear focus on psychoeducation, behavioural strategies, early signs monitoring and

modification of dysfunctional beliefs. Ball and colleagues achieved positive treatment

effects but found that those could not be maintained over the 12 month follow up period,

arguing that for non-remitted bipolar patients' some form of ongoing psychological

maintenance treatment is indicated.

In light of the recently reported evidence it may seem surprising that this study found

very robust and sustained positive treatment effects from psychological intervention in a
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mixed group of bipolar patients with relatively high symptom ratings at the start of

treatment compared to other trial samples. Some of the advantageous features of the

psychological treatment in this study may be the integrative nature of the interventions

combining cognitive therapy elements, with interpersonal psychotherapy, and a strong

therapeutic focus on established vulnerability factors in bipolar disorder, such as a focus

on specific dysfunctional beliefs (Alloy et al,. 2005; Tzemou & Birchwood, 2006),

traumatic past events (Garno et al., 2005) and associated intrusive emotional resonances,

as well as interpersonal and social influences in terms of social supports (Cohen et al.,

2004) and expressed emotions (Miklowitz et al., 2005).

There may further be an argument that psychological intervention for complex disorders

such as bipolar disorder, psychosis or personality disorders need to remain highly

individualised and governed by comprehensive psychological formulation of individuals'

needs and goals, and therapists' responsiveness to therapeutic processes, in a way that

makes their implementation in large multi-centre studies very difficult where

considerations of treatment fidelity and minimisation of therapists' effect are often

dominant.

9.3 Psychological models of bipolar disorder

As reviewed in Chapter 3, a consistent range of psychological factors and processes has

been examined in the context of bipolar disorder. The main concepts contributing to

psychological theories of bipolar disorder are circadian rhythm instability, the role of

depression in the genesis and recurrence of mania (manic defence), the role of specific

dysfunctional beliefs and attributional styles to mood instability and mood fluctuation, the
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role of significant negative life events and trauma, and the influence of social and

interpersonal environments and processes such as social support and expressed emotion.

Often these contributing processes are pursued in isolation in order to specify certain

effects and crystallise a particular model or test a distinct theoretical assumption.

In this study the attempt has been made to evaluate key psychological variables relevant

to the vulnerabilities and impairments in bipolar disorder within an integrative model

where their direct and indirect effects could be examined. The three main conceptual

perspectives included were: the role of social support and negative life events, the

significance of dysfunctional beliefs and cognitive styles and attributions, as well as the

influence of affective states and the individual's attempts at affect self regulation.

9.3.1 Predictors of bipolar symptoms

The main predictors of symptomatic distress are distinctly different for the two symptom

dimensions. In the current study the two dimensions of affective symptoms, levels of

depression and mania, are associated with negative life events and key cognitive factors

relating to cognitive confidence, self esteem and shame for depressive symptoms and

cognitive confidence and negative metacognitive beliefs for manic symptoms.

In the analyses relating to the prediction of the key outcome indicators there is also a

distinctively different pattern of variables impacting on the dimensions of bipolar

symptoms at the end of treatment compared with the significant psychological and

psychosocial predictors at baseline. Significant negative life events no longer have a

strong association with levels of bipolar symptoms and there are more significant

interpersonal variables as well as cognitive characteristics. Depression now is strongly
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associated with loss, humiliation and shame as well as symptoms at baseline and

metacognitive beliefs about controllability. Manic symptoms on the other hand are

predicted by positive metacognitive beliefs, cognitive confidence and self control as well

as the criticism dimension of expressed emotion.

In respect of dysfunctional beliefs and negative attributional styles Johnson & Fingerhut

(2004) found in a prospective study of 60 individuals with bipolar I disorder that

dysfunctional attitudes and negative automatic thoughts were significantly associated with

depression but not mania. Other authors, for example Bentall and Thompson (1990)

suggested that mania may be triggered by negative affect and associated negative

cognitions, and Reilly-Harrington and colleagues (1999) found that negative cognitions

were a predictor of hypomania in a sample of bipolar spectrum participants. Johnson and

Fingerhut are therefore suggesting that hypomania and mania in bipolar disorders results

not only from negative affect and negative cognitive styles but from an interaction

between negative cognitions and events related to threat, which would help to explain

the interaction between negative life events and negative cognitions for mania in this

sample. A parallel argument can be made in relation to the increase in cognitive

confidence being predictive of mania in bipolar individuals (Johnson, 2005) and its

potential interaction with threatening and negative life events.

In line with the literature on cognitive factors in bipolar disorder the findings of the

present study confirm the relevance and importance of dysfunctional attitudes (Lam et al„

2004; Johnson & Fingerhut, 2004), particularly in relation to goal attainment beliefs and

dependency. The findings also demonstrate the need for specific cognitive concepts and

measures as the constructs of dysfunctional attitudes, illness related personal beliefs and

metacognitions were developed within particular disorder groups, namely depression,
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schizophrenia and anxiety disorders, and without a full transdiagnostic validation. The

measurement models in Chapter 8 suggest that the validity and specificity of these

construct could not be confirmed for this population. Since the designs and

implementation of the trial there have been considerable advances in the development

and validation of bipolar specific cognitive scales. Mansell (2006) and Mansell and Jones

(2006) developed the Hypomanic Attitudes and Positive Predictions Inventory (HAPPI),

to identify the specific cognitions relating to hypomania and mania. Jones et al. (2006)

developed the Hypomania Interpretations Questionnaire (HIQ) which consists of two

subscales, positive self-dispositional appraisals and normalising appraisals. Both measures

successfully differentiate bipolar from control groups in these cognitive characteristics

and aim to be able to assess and target particular cognitive styles in bipolar patients to

further enhance cognitive therapy interventions for this group. It is interesting to note

that on an item level both measures contain a number of other appraisals, specifically

items relating to personal autonomy and perceived understanding and empathy in others;

this may be further confirmation of a strong interpersonal element in the mechanisms of

mood dysregulation in bipolar disorder as highlighted in the findings of the present study.

It is interesting to note that despite the strong theoretical and empirical support for the

robust influence of social support and negative interpersonal styles, or expressed

emotion, the variables relating to these concepts did not feature in the linear hierarchical

regression analyses once cognitive variables have been taken into account. This could

either suggest that the recorded influence of social and interpersonal variables are a

proxy for appraisal processes in bipolar disorder when these are not assessed at the

same time, or that there are strong interactive effects that are not accounted for with

the present methodology. This is reflected in findings of attributions linked to expressed

emotions in relatives of schizophrenic patients, where social environments marked by
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highly critical or emotionally overinvolved others are associated with specific causal and

internal attributions (Barrowclough & Hooley, 2003). This indicates that processes of

appraisals and attributions are mediated by interpersonal factors and that the quality of

key relationships in the social network influences the formation of appraisals. Further,

Lam et al. (2004) found that goal attainment attitudes were higher in individuals with

bipolar disorder than in individuals with unipolar depression, and that people with bipolar

disorder also reported higher levels of 'anti-dependency' beliefs. This was linked to

interpersonal styles of individuals with bipolar disorder in these samples. Lam et al.

(1999) found that bipolar patients often seek out others for stimulation and validation of

their ideas and beliefs, particularly in periods of ascent to mania, and that they also find it

much harder to accept advise from others in elevated mood states (Mansell & Lam,

2006). These finding indicate that interpersonal factors are much more closely related to

key cognitive indicators than is suggested in their linear relationship and suggests that

interpersonal factors may well act as mediating factors of the association of key cognitive

variables, such as dysfunctional attitudes and beliefs about illness, bipolar symptoms and

outcome.

9.3.2 Integration of cognitive and interpersonal factors in bipolar disorder

In order to examine possible interacting and mediating effects Chapter 8 described the

testing of structural and measurement models of the main cognitive interpersonal and

psychosocial variables described.

At baseline in the cross sectional models of prediction of bipolar symptoms there were

clearly differentiating findings between the models for depression and mania. In the

depression model there was a clear mediating effect of social support for the cognitive
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predictors, indicating that the social environment and perceived support from others in

availability and satisfaction mediated the association between cognitive vulnerability

factors and symptomatic distress. Further, the cognitive factors were highly

intercorrelated and there was a strong indirect association between dysfunctional

attitudes, metacognitive beliefs and beliefs about illness, and their overall prediction of

depression once the interaction between these three factors could be considered. There

also was a further indirect contribution in the form of self esteem which appears to

impact on self and illness appraisal strengthening its prediction of depression rather than

on depression directly.

For manic symptoms on the other hand it became apparent that there were clear

mediating and indirect effects in the structural model; self esteem also indirectly impacted

on levels of appraisals and attributions rather than on manic symptoms directly and there

were significant mediation effects of negative life events and level of depression enhancing

the relationship between cognitive variables and mania.

These findings of the structural models for levels of depression and mania respectively

provide a strong basis for the argument of different pathways and mechanisms for the

expression and recurrence of manic and depressive symptoms in bipolar disorder.

In relation to the specific influence of social support in bipolar disorder this is consistent

with existing findings. Johnson and colleagues (1999) suggested a polarity specific effect in

that social support influences the expression of depression but not mania in a prospective

study of 59 individuals with bipolar I disorder. They similarly found analogous to the

findings in the present study that there was no significant interaction effect of life events

and social support in bipolar participants, despite the mounting evidence of this
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interaction effect in unipolar depression (Champion, 1995). It is interesting however to

note that in the present study life events are a mediator for the influence of cognitive

appraisals on manic symptoms which may account for some of the differences that have

been noted in the interaction between negative life events and psychosocial factors

(Johnson, 2005).

Similarly for the association between self esteem and depression; Johnson and colleagues

(2000) found in a prospective study of 3 I bipolar one participants that self esteem and

social support were not linked to the expression of manic symptoms, but predicted

depression independently of social support in an analysis of the hypothesised interaction

effect between the two variables. In this study it was also found that self esteem was

independent of social support in relation to the prediction of depression, but once

cognitive factors have been included there is only an indirect effect on depressive

symptoms via negative cognitions, beliefs and appraisals.

In respect of the prediction of symptoms of depression following treatment there are

clear mediating effects: Baseline depression appears predictive of depression at outcome,

but its association is mediated by the levels of negative beliefs and appraisals at end of

treatment, and the effect of these cognitive variables on depression are mediated by

negative interpersonal variables in the form of expressed emotion and support

satisfaction. The model that best explains the data for the depressed symptom dimension

at the end of treatment is the model that hypothesised interacting mediation effects of

cognitive appraisals and negative aspects of the interpersonal environment. In addition,

self esteem appears to impact directly on levels of depression at baseline but only

indirectly at outcome via its strong association with the cognitive variables.
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For mania, levels of manic symptoms after the intervention are only insubstantially

predicted by levels of mania at baseline, but are mainly associated with levels of

depression and to a lesser degree by the dimension of negative interpersonal

characteristics. Cognitive variables of negative appraisals and attributions also contribute

significantly to explain the level of manic symptoms after treatment but their effect is

clearly mediated by the level of self-esteem. It appears, that with both levels of

depression and low self esteem influencing levels of mania directly, negative affect as well

as negative perception of the social environment have a major bearing on mania, rather

than the hypothesised moderation by cognitive appraisals processes. Further, for manic

symptoms positive and negative cognitive appraisals and beliefs converged on one factor,

strengthening the argument that mania is influenced by negative and positive affect as well

as negative and positive thinking styles and beliefs in the face of stressors through

negative life events and negative social environments.

These models of manic and depressive symptoms following treatment confirm the

findings that negative interpersonal styles are predictive of manic and depressive

outcomes in bipolar disorder (Miklowitz et al„ 2005), but that these are complex

interactions that follow different psychological mechanisms for mania and depression

respectively. This is in line with recent findings by Thomas et al. (2007) in a study of

manic patients, depressed bipolar patients, remitted bipolar patients and healthy controls,

that found that response styles to depression is the key differentiating mechanism in this

group with manic patients showing greater use of active coping and risk taking which is

likely to be associated with positive metacognitive beliefs and self esteem.

One of the most surprising finding is the mediating effects of social support on levels of

depression, both in relation to the baseline model and the model of depression
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outcomes. In line with the strong literature on the effects of social support and life

events on depression, reviewed in Section 2.6, a clear direct effect of social support on

depression, or alternatively a clear mediation effect of social support on the association

between negative life events and depression, may have been predicted. Equally, the

effects of cognitive factors and those of social factors could be expected to be found in

correlated, but separate, pathways in relation to depression or mania. Johnson et al.

(2000) found that social support appeared to be the most important predictor of change

in depression but not mania, and Johnson and Fingerhut (2004) concluded equally that

cognitive measures, such as the Dysfunctional Attitudes Scale and the Automatic

Thoughts Questionnaire, predicted increase in depression over time but not mania. In

isolation these studies seem to suggest separate psychological mechanisms for mania and

depression in bipolar disorder and separate pathways for cognitive and social support

related variables. What makes these findings difficult to interpret is that there have been

extremely few studies that combine interpersonal and cognitive variables in the study of

the psychology of bipolar disorder.

The current findings, however, seem to suggest that there is a strong interaction

between key attributional styles, appraisals and beliefs related to depression in individuals

with bipolar disorder and that the effect of cognitive factors is mediated by social support

variables. Possible explanations include that key cognitive factors, such as key

attributional styles, appraisals and beliefs are neither formed nor activated in isolation and

in the context of purely internal psychological processes. Both developmentally and

contextually, key interpersonal experiences play a major role in the development of

individuals' key beliefs and attributional styles and that therefore the current

interpersonal context would have an essential influence on how cognitive factors may

impact on mood and how depressogenic cognitive processes may be balanced or
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corrected by close others (Johnson, 2005; Tzemou & Birchwood, 2006). Another

possible interpretation is that the mechanisms of affect regulation in bipolar disorder can

be understood as a dynamic interaction between internal and external factors.

Gottschalk et al. (1995) pointed out that mood variation in bipolar disorder is not

cyclical, nor completely random, but results from a complex interaction between internal

vulnerability variables and independent external variables over time. This finding has

been picked up by a number of authors more recently in the context of the development

of psychological models of bipolar mood variation within which increasingly sensitive and

biased information processing develops through successive dynamic interaction with the

environment over time and through an accumulation of negative illness related

experiences (Mansell et al. 2007; Jones, 2001). It appears in this connection that the study

of interpersonal styles and mechanisms of affect regulation over time in relation to

bipolar disorder could benefit from more systematic research.

9.4 Theoretical implications

As discussed in Sections 2.6 to 2.8, the theoretical understanding of the psychological

mechanisms involved in bipolar disorder is restricted. Key models relate to increased

sensitivity in individuals with bipolar disorder to neuropsychological behavioural

activation systems in relation to goal attainment life events (e.g. Johnson et al. 2005;

Wright and Lam, 2004) and to the destabilising impact of circadian rhythm disruptions

(Jones, 2001). Separate from these neuropsychological models of mood regulation,

authors focused on cognitive styles and cognitive biases in bipolar disorder that influence

compensatory behavioural strategies which are thought to contribute to the
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development of mania (e.g. Bentall, 2003; Leahy, 2005). These models however remain

very unintegrated and are predominantly tested independent of alternative assumptions.

Mansell et al. (2007) recently put forward an integrative conceptual model of mood

swings in bipolar disorder that aims to put together the empirical evidence for alternative

models of affect in bipolar disorder. They suggest a functional pattern where the

interpretation of intrusions and internal mood states leads to paradigmatic response

styles in bipolar disorder that are driven and catalysed by dysfunction in the behavioural

activation system, a vulnerability to circadian rhythm disruptions and specific cognitive

appraisal processes in the face of perceived mood changes. These self-reinforcing

patterns can then quickly spiral into the development of mania and depression through

specific 'ascent behaviours' (e.g. risk-taking, increased alcohol and drug use, etc.) or

'descent behaviours' (e.g. social withdrawal, rumination, etc.) which are triggered in the

individual as an attempt to control unwanted mood states. The authors emphasise that

this describes a model of mood regulation that also applies to similar difficulties in related

disorder groups, such as psychosis and schizoaffective disorder, and that is not specific to

bipolar disorder. A key aspect of this model appears to be the misinterpretation of

internal states (physiological, emotional or cognitive) as bearing significant personal

meaning and with a number of contradictory appraisals. These appraisals of changes in

internal states can include them being signs of an imminent catastrophe, a personal

success or a personal weakness. These appraisals then trigger immediate efforts at

exerting control. The model further proposes that the appraisal of changes in internal

states and the associated ascent/ descent behaviour are influenced by a range of factors,

such as personal core beliefs regarding self and others and beliefs about affective states.

These beliefs are affected by past experiences and current stressors.
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The empirical findings of the present study highlight some of these proposed interacting

processes, especially the role of cognitive appraisals mediating the effects of social and

stress related factors differentially for manic and depressive symptoms in bipolar

individuals. The findings of the present study further suggest that personal appraisals that

influence individual reactions to changes in internal states are not only influenced by past

experiences and current stressors in general, but specifically by the quality of past and

current relationships that influence core beliefs related to early mechanisms of affect

regulation, such as the development of interpersonal trust and the establishment of stable

confiding relationships and the internal representation of others as basically reliable and

trustworthy. These patterns of interpersonal styles and their developmental correlates

of attachment and reflective function require further systematic research in order to

establish their specific role in affect regulation in bipolar disorder.

The main clinical implications of this perspective are the active integration of

interpersonal styles and behaviours within cognitive behavioural formulation and

treatment strategies in bipolar disorder, specifically the linking of the processing of

interpersonal experiences and difficulties and current difficulties in regulating negative

affect and unwanted mood changes. For details on the particular clinical framework and

techniques see Gumley and Schwannauer (2006).

9.5 Limitations of the present study

In the considerations of the findings of the present study a number of limitations ought to

be considered. Despite our efforts to keep all research assistants who carried out

baseline and follow-up assessments blind of treatment condition and the time point in the
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schedule, i.e. whether participants presented before the TAU assessment or when they

were reassessed when starting treatments, complete blindness could not be maintained

throughout the study. Further, participants were randomised into psychological

treatment plus psychiatric management or psychiatric management alone; no true control

treatment condition over the whole course of the study was provided. The results of the

treatment trial should therefore be seen as exploratory requiring replication in a fully

randomised and fully blinded controlled clinical trial. In a recent review of the

effectiveness of 24 cognitive behaviour therapy trials for schizophrenia Wykes et al.

(2007) noted that trials without full randomisation and masking of assessments can be

overoptimistic about the effects of cognitive behavioural therapy and overestimate main

treatment effects with masked studies demonstrating an estimated effect size of 0.30 and

unmasked studies of 0.49.

In terms of the ongoing psychiatric management the project team had no influence over

changes in medication management, we requested the RMO of each participant to aim to

keep medication levels and treatments stable and the same over the course of treatment

but we know from the case note analysis that for a significant subgroup medications were

changed during the participation in the trial. There was little evidence however from this

data that the medication management was systematically influenced by individual's

participation in the psychological treatment trial.

Also, all psychological treatments were carried out by two therapists and the results may

reflect therapist effects. Adherence to the treatment manual was enhanced by weekly

supervision; however, no formal assessments of treatment fidelity were carried out. At

the time when the study and the intervention was designed and implemented there was

no evaluated treatment manual for the psychological treatment of bipolar disorder
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available and especially during the pilot phase of the study the treatment format

developed considerably with the feedback from participants. The first three individual

patients and the first group were therefore viewed as experimental and data from these

participants are not included in the analysis.

9.7 Future research

The trial highlighted a number of aspects in the psychology of bipolar disorder that merit

further research. In terms of conceptual questions it raised important questions

regarding our understanding and measurement of essential risk factors in bipolar

disorders, particularly in terms of the integration of different research traditions

concerned with social and psychosocial risk in life events and social networks on the one

hand and cognitive risk factors on the other. Particularly the interaction between the

development and formation of personal beliefs and appraisals and key interpersonal

processes requires further attention in order to specify how developmentally key social

interactions and attachment experiences shape both cognitive processing of external and

internal stimuli and how these feed into the fundamental capacity for affect regulation. In

this respect we have started a number of collaborative research studies examining the

influence of attachment and reflective function in individuals with a first onset of

psychosis and bipolar disorder and how these developmental factors relate to coping

strategies and cognitive factors.

A second area for future research is the clinical application of psychological interventions

in this clinical group. The trial has highlighted that a highly targeted and individualised

psychological intervention combining cognitive therapy and interpersonal therapy can be
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very beneficial for individuals with a bipolar disorder. This raises important questions of

the application and delivery of psychological interventions for this client group and how

transferable the findings of the trial are into a NHS setting. Since the completion of the

project we had the opportunity to carry out a number of training events for Community

Mental Health Teams and Clinical Psychologists in the NHS and we aim to develop a case

series to further refine the psychological interventions and strategies used and to

investigate further which aspects appear to be particularly helpful for individual service

users.

375



References

X Papers originating from the present study

Cavanagh, J., Schwannauer, M., Power, M. & Goodwin, G.M. (submitted). A novel scale
for measuring mixed states in bipolar disorder. American Journal ofPsychiatry.

Gumley, A.I. & Schwannauer, M. (2006). Staying Well After Psychosis: A Cognitive
Interpersonal Approach to Recovery and relapse prevention. Chichester: John Wiley &
Sons.

Schwannauer, M. (2003). Cognitive Behavioural Therapy for Bipolar Affective Disorders.
In: M .J. Power (ed.). Mood Disorders: A Handbook for Science and Practice. Wiley.

XI References

Abela J.R. & Brozina, K. (2004). The use of negative events to prime cognitive
vulnerability to depression. Cognitive Therapy and Research 28, 209-227.

Ahmed, M. & Morriss, R. (1997). Assessment and management of rapid-cycling bipolar
affective disorders. Advances in Psychiatric Treatment, 3, 367-373.

Akiskal, H. S. (1983). The bipolar spectrum, new concepts in classification and diagnosis.
Psychiatric Update. L Grinspoon, American Psychiatric Press. Washington DC., 271 -292.

Akiskal, H. S. and Mallya, G. (1987). Criteria for the 'soft' bipolar spectrum, Treatment
implications. Psychopharmachology Bulletin. 23(1), 68-73.

Akiskal, H. S„ Djenderedjian, A. H., Rosenthal, R. H. and Khani, M. K. (1977).
Cyclothymic disorder, Validating criteria for inclusion in the bipolar affective group.
American Journal of Psychiatry 134(1 I), 1227-1233.

Akiskal, H.S. & Pinto, O. (1999). The evolving bipolar spectrum. Prototypes 1,11,111 and IV.
The Psychiatric Clinics of North America, 22, 3, 517-534.

Akiskal, H.S. (1994). Dysthymic and cyclothymic depressions, therapeutic considerations.
Journal of Clinical Psychiatry, 55, 46-52.

Akiskal, H.S. (2003). Validating "hard" and "soft" phenotypes within the bipolar spectrum,
continuity or discontinuity? Journal ofAffective Disorders 73, 1-5.

Akiskal, H.S. (2005). The dark side of bipolarity, detecting bipolar depression in its
pleomorphic expressions. Journal ofAffective Disorders, 84, 107-1 15.

376



References

Akiskal, H.S., Maser, J.D., Zeller, P.J., Endicott, J., Cor/ell, W., Keller, M., Warshaw, M.,
Clayton P. & Goodwin F. (1995). Switching from 'Unipolar' to Bipolar II. Archives of
General Psychiatry, 52, I 14-123.

Akvardar, Y., Akdede, B.B., Ozerdem, A., Eser, E., Topkaya, S. & Alptekin, K. (2006).
Assessment of Quality of Life with the WHOQOL-BREF in a Group of Turkish
Psychiatric Patients Compared with Diabetic and Healthy Subjects. Psychiatry and Clinical
Neurosciences, 60, 693-699.

Alexander, B., Brewin, C.R., Vearnals, S., Wolff, G. & Leff, J. (1999). An investigation of
shame and guilt in a depressed sample. British Journal ofMedical Psychology, 72, 323-338.

Alloway, R. & Bebbington, P. (1987). The buffer theory of social support-a review of the
literature. Psychological Medicine 17( I), 91 -108.

Alloy, L. B., Reilly-Harrington, N., Fresco, D. M., & Flannery -Schroeder, E. (2006).
Cognitive and life events as vulnerability factors for bipolar spectrum diosrders. In L.B.
Alloy & J.H. Riskind (Eds.), Cognitive Vulnerbaility to emotional disorders (pp. 93-124).
Hillsdale, NJ, Erlbaum.

Alloy, L. B„ Reilly-Harrington, N„ Fresco, D. M., Whitehouse, W. G. and Zechmeister, J.
S. (1999). Cognitive styles and life events in subsyndromal unipolar and bipolar disorders,
Stability and prospective prediction of depressive and hypomanic mood swings .Journal of
Cognitive Psychotherapy, An International Quarterly 13(1), 21-40.

Alloy, L.B., Abrahamson, L.Y., Urosevic, S., Walshaw, P.D., Nusslock, R„ & Neeren, A.M.
(2005). The psychosocial context of bipolar disorder, Environmental, cognitive, and
developmental risk factors. Clinical Psychology Review, 25, 1043-1075.

Alloy, L.B., Abramson, L.Y., Urosevic, S., Walshaw, P.D., Nusslock, R. & Neeren, A.M.
(2005). The psychosocial context of bipolar disorder, Environmental, cognitive, and
developmental risk factors. Clinical Psychology Review, 25, 1043-1075.

Alloy, L.B., Reilly-Harrington, N„ Fresco, D.M., Whitehouse, W.G. & Zechmeister, j.S.
(1999). Cognitive styles and life events in subsyndromal unipolar and bipolar disorders,
stability and prospective prediction of depressive and hypomanic mood swings .Journal of
Cognitive Psychotherapy, An International Quarterly, 13, I.

Alnaes, R. & Torgersen, S. (1993). Mood disorders, Developmental and precipitating
events. Canadian Journal of Psychiatry, 38, 217-224.

Altman, E.G., Hedeker, D„ Peterson, J.L. & Davis, J.M. (1997). The Altman Self-Rating
Mania Scale. Biological Psychiatry, 42, 948-955.

Altman, E.G., Hedeker, D.R., Janicak, P.G., Peterson, J.L. & Davis, J.M. (1994). The
Clinician-Administered Rating Svale for Mania (CARS-M): Development, Reliability and
Validity. Biological Psychiatry, 36, 124-134.

Altman, E.S., Rea, M.M., Mintz, J., Miklowitz, D.J., Goldstein, M.J. & Hwang, S. (1992).
Prodromal symptoms and signs of bipolar relapse, a report based on prospectively
collected data. Psychiatry Research, 41, 1-8.

377



References

AlvidrezJ. & Azocar F. (1999). Depressed women's clinic patients: Preferences for mental
health treatments and perceived obstacles. General Hospital Psychiatry, 21 (5), 340-347.

Ambelas, A. (1987). Life events and mania. A special relationship? British Journal of
Psychiatry, 150, 235-240.

Ameen, S. & Ram, D. (2007). Negative Symptoms in the Remission Phase of Bipolar
Disorder. German Journal ofPsychiatry, 10, 1-7.

American Psychiatric Association. (1994). American Psychiatric Association practice
guideline for the treatment of patients with bipolar disorder. American Journal ofPsychiatry,
151 (suppl), 1-36.

American Psychiatric Association. (1994). Diagnostic and statistical manual of mental
disorders (DSM-IV). 4th edn. Washington, DC, American Psychiatric Association.

Andrews B. & Brewin C.R. (1990). Attributions of blame for marital violence, A study of
antecedents and consequences. Journal ofMarriage and the Family, 52, 757-767.

Andrews B. & Brown G.W. (1988). Social support onset of depression and personality.
Social Psychiatry and Psychiatric Epidemiology, 23, 99-108.

Angermeyer M.C. & Klusman D. (Eds.) (1994). Soziales Netzwerk - Ein neues Konzept fur
die Psychiatrie. Berlin: Springer.

Angermeyer M.C. (1994). Soziales Netzwerk und Schizophrenie: Eine Obersicht. In:
Angermeyer M.C. & Klusman D. (Eds.). Soziales Netzwerk - Ein neues Konzept fur die
Psychiatrie (pp. 188-206). Berlin: Springer.

Angst, J. (1978). The course of affective disorders. II. Typology of bipolar manic-
depressive illness. Archives of Psychiatry 226, 65-73.

Angst, J. and Marneros, A. (2001). Bipolarity from ancient to modern times, ,

conception, birth and rebirth .Journal ofAffective Disorders 67(1-3), 3-19.

Angst, J., Gamma, A., Benazzi, F., Ajdacic, V., Eich, D. & Rossler, W. (2003). Toward a
redefinition of subthreshod bipolarity, epideiology and proposed criteria for bipolar 2,
minor bipolar disorders and hypomania. Journal ofAffective Disorders 73, 133-146.

Antonucci T.C. & Jackson j.S. (1990). The Role of Reciprocity in Social Support. In,
Sarason B.R., Sarason I.G. & Pierce G.R. (Eds.). Social Support, An interactional view (pp. III-
128). New York, Wiley.

Arnold L., Witzeman K„ Swank M., McElroy S. and Keck P.J. (2000). Health-related
quality of life using the SF-36 in patients with bipolar disorder compared with patients
with chronic back pain and the general population, Journal of Affective Disorders, 57, 235-
239

Aronson TA, Shukla S (1987). Life events and relapse in bipolar disorder, the impact of a
catastrophic event. Acta Psychiatrica Scandinavica, 75 (6), 571-5.

378



References

Ashman, S.B., Monk, T.H., Kupfer, D.J., Clark, C.H., Myers, F.S., Frank, E. & Leibenluft, E.
(1999). Relationship between social rhythms and mood in patients with rapid cycling
bipolar disorder. Psychiatry Research, 86, 1-8.

Atre-Vaidya, N„ Taylor, M.A., Seidenberg, M., Reed, R„ Perrine, A. & Glick-Oberwise, F.
(1998). Cognitive deficits, psychopathology and psychosocial functioning in bipolar mood
disorder. Neuropsychiatry, Neuropsychology and Behavioural Neurology, 11,3, 120-126.

Bagby, R.M., Young, L.T., Schuller, D.R., Binseil, K.D., Cooke, R.G., Dickens, S.E., Levitt,
A.J., & Joffe, R.T. (1996). Bipolar disorder, unipolar depression and the Five-Factor Model
of Personality. Journal ofAffective Disorders, 41, 25-32.

Ball, J.R., Mitchell, P.B., Corry, J.C., Skillecorn, A., Smith, M. & Malhi, G.S. (2006). A
Randomized Controlled Trial of Cognitive Therapy for Bipolar Disorder, Focus on the
Long-Term Change. Journal of Clinical Psychiatry, 67, 277-286.

Barbato, N. & Hafner, J. (1998). Comorbidity of Bipolar and Personality Disorder.
Australian and New Zealand Journal of Psychiatry, 32, 276-280.

Barker, C. & Pistrang, N. (2002). Psychotherapy and social support, Intergratign research
on psychological helping. Clinical Psychology Review 22, 361-379.

Baron, R.M. & Kenny, D.A. (1986). The moderator-mediator variable distinction in social
psychological research: Conceptual, strategic, and statistical considerations. Journal of
Personality and Social Psychology, 51,1173-1 182.

Barrera M. (1986). Distinction between social support concepts, measures and models.
American Journal of Community Psychology, 14, 413-445.

Barrowclough C. & Tarrier N. (1990). Social functioning in schizophrenic patients. I. The
effects of EE and family intervention. Social Psychiatry and Psychiatric Epidemiology, 25, 125-
129.

Barrowclough, C. & Hooley (2003). Attributions and expressed emotion, A review.
Clinical Psychology Review 23, 849-880.

Barrowclough, C., Haddock, G., Lobban, F., Jones, S., Siddle, R„ Roberts, C. & Gregg, L.
(2006). Group Cognitive-Behavioural Therapy for Schizophrenia. British Journal of
Psychiatry, 189, 527-532.

Barrowclough, C., Johnston, M. & Tarrier, N. (1994). Attributions, Expressed Emotion
and patient relapse, An attributional model of relatives' response to schizophrenic illness.
Behaviour Therapy, 25, 67-88.

Barrowclough, C„ Tarrier, N„ Humphreys, L., Ward J., Greg L & Andrews B (2003). Self-
esteem in schizophrenia, relationships between self-evaluation, family attitudes, and
symptomatology. Journal ofAbnormal Psychology, I 12, 92 -99

Basco, M.R. & Rush, A.J. (1996). Cognitive-behavioural therapy for bipolar disorder. In
Cognitive Behavioural Treatment ofManic Depressive Disorder. New York, Guilford Press.

379



References

Basco, M.R. & Rush, A.J. (2005). Cognitive-Behavioral Therapy for Bipolar Disorder. 2nd
Edition. New York, Guilford Press.

Basco, M.R. & Thase, M.E. (1998). Cognitive-behavioral treatment of bipolar disorder. In,
V.E. Caballo (ed). International Handbook of Cognitive and Behavioural Treatments for
Psychological Disorders. Oxford, Elsevier Science Ltd.

Basco, M.R. (2000). Cognitive-behavior therapy for bipolar I disorder. Journal of Cognitive
Psychotherapy, An International Quarterly, 14, 3, 287-304.

Basco, M.R., Ladd, G., Myers, D.S. & Tyler, D. (2007). Combining Medication Treatment
and Cognitive-Behavior Therapy for Bipolar Disorder. Journal of Cognitive Psychotherapy,
An International Quarterly, 21 (I), 7-15.

Bauer M.S., McBride L., Williford W.O., Glick H„ Kinosian B„ Altshuler L„ Beresford T„
Kilbourne A.M. and Sajatovic M. (2006). Collaborative care for bipolar disorder, Part II.
Impact on clinical outcome, function, and costs, Psychiatric Services, 57, 937-945

Bauer, M.S., McBride, L„ Chase, C., Sachs, G. & Shea, N. (1998). Manual-Based Group
Psychotherapy for Bipolar Disorder, A Feasibility Study. Journal of Clinical Psychiatry, 59,
449-455.

Bauer, M.S., McBride, L„ Williford, W.O., Glick, H., Kinosian, B„ Altshuler, L., Beresford,
T., Kilbourne, A.M., Sajatovic, M. & Coauthors for the Cooperative Studies Program 430
Study Team (2006). Collaborative Care for Bipolar Disorder, Part I. Intervention and
Implementation in a Randomized Effectiveness Trial. Psychiatric Services, 57 (7), 927-936.

Bauer, M.S., McBride, L., Williford, W.O., Glick, H„ Kinosian, B., Altshuler, L„ Beresford,
T., Kilbourne, A.M., Sajatovic, M. & Coauthors for the Cooperative Studies Program 430
Study Team (2006). Collaborative Care for Bipolar Disorder, Part II. Impact on Clinical
Outcome, Function, and Costs. Psychiatric Services, 57 (7), 937-945.

Bauer, M.S., Shea, N„ McBride, L„ Gavin, C. (1997). Predictors of Service Utilization in
Veterans with Bipolar Disorder, A Prospective Study. Journal of Affective Disorders, 44,
159-168.

Bauer, M.S., Simon, G.E., Ludman, E. & Unutzer, J. (2005). Bipolarity in bipolar disorder,
distribution of manic and depressive symptoms in a treated population. British Journal of
Psychiatry, 187, 87-88.

Bauwens, F„ Tracy, A., Pardoen, D„ Vander Elst, M. & Mendlewicz, J. (1991). Social
Adjustment of remitted bipolar and unipolar out-patients. A comparison with age and
sex-matched controls. British Journal ofPsychiatry, 159, 239-244.

Bebbington P.E. & Kuipers L. (1994). The predictive utility of Expressed Emotion in
Schizophrenia, An aggregated analysis. Psychological Medicine, 24, 707-718.

Bebbington P.E., Brugha T. & MacCarthy B. (1988). The Camberwell collaborative
depression study I, Depressed probands, Adversity and the form of depression. British
Journal of Psychology, 152, 754-765.

380



References

Bebbington, P. & Ramana, R. (1995). The epidemiology of bipolar affective disorder. Social
Psychiatry and Psychiatric Epidemiology, 30, 279-292.

Bebbington, P., Walsh, C. & Murray, R. (1993). The causes of functional psychosis. In,
G.G. Costello (ed.). Basic Issues in psychopatholoy. London, The Gilford Press.

Bebbington, P.E., Bhugra, D„ Brugha, T„ Singleton, N„ Farrell, M„ Jenkins, G. & Meltzer,
H. (2004). Psychosis, victimisation and childhood disadvantage, Evidence from the second
British National Survey of psychiatric morbidity. British Journal ofPsychiatry, 185, 220-226.

Bech, P., Bolwig, T.G., Kramp, P., Rafaelsen, O.J. (1979) The Bech-Rafaelsen Mania Scale
and the Hamilton Depression Scale. Acta Psychiatrica Scandinavica, 59, 420-430.

Bech, P., Rafaelsen, O.J., Kramp, P. & Bolwig, T.G. (1978). The Mania Rating Scale: Scale
Construction and Inter-Observer Agreement. Neuropharmacology, 17 (6), 430-431.

Bech, P., Shapiro, R.W., Sihm, F, Nielsen, B.M. (1980). Personality in unipolar and bipolar
manic-melancholic patients. Acta Psychiatrica Scandinavica, 62, 245-257.

Beck A.T., Rush A.J., Shaw B.F. & Emery G. (1979). Cognitive Theory of Depression. New
York, Wiley.

Beck, A. T. (1996). Beyond belief, a theory of modes, personality and psychopathology.
In Frontiers of Cognitive Therapy (ed. P. Salkovskis). New York, Guilford Press.

Beck, A.T. (1976). Cognitive therapy and the emotional disorders. Oxford, England,
International Universities Press.

Beck, A.T. (1978). The Beck Depression Inventory (BDI). New York, Psychological
Corporation.

Beck, A.T., Colis, M.J., Steer, R.A., Madrak, L. & Goldberg, J.F. (2006). Cognition Checklist
for Mania - Revised. Psychiatry Research, 145, 233-240.

Beck, A.T., Rush, A.J., Shaw, B.F. & Emery, G. (1979). Cognitive Therapy of Depression: A
Treatment Manual. New York: Guilford Press.

Beck, A.T., Steer, R.A., & Brown, G.K. (1996). Manual for the Beck Depression Inventory-ll.
San Antonio, TX: Psychological Corporation.

Beck, A.T., Steer, R.A., Ball, R. & Ranieri, W.F. (1996). Comparison of Beck Depression
Inventories - IA and -II in Psychiatric Outpatients. Journal of Personality Assessment, 67 (3),
588-597.

Belle D. (1982). Social ties and social support. In, Belle D. (Ed.). Lives in stress, Women and
depression (pp. I 33-145). Beverly Hills, Sage.

Bellivier, F„ Goldmar, J-L., Rietschel, M., Schulze, T.G., Malafosse, A., Preisig, M., McKeon,
P., Mynett-Johnson, L„ Henry, C. & Leboyer, M. (2003). Age at Onset in Bipolar I
Affective Disorder, Further Evidence for Three Subgroups. American Journal of Psychiatry,
160, 999-1001.

381



References

Benazzi, F. (2000). Exploring aspects of DSM-IV interpersonal sensitivity in bipolar II.
Journal ofAffective Disorders, 60, 43-46.

Benazzi, F. (2001). Bipolar II depressive mixed state change with age. Journal of Affective
Disorder I, 3-5.

Benazzi, F. (2001). Prevalence and Clinical Correlates of Residual Symptoms in Bipolar II
Disorder. Psychotherapy and Psychosomatics, 70, 232-238.

Benazzi, F. (2002). Cllinical differences between Bipolar II disorder and Unipolar major
depressive disorder, lack of an effect of age. Journal ofAffective Disorders, 72, 209-31 I.

Benazzi, F. (2002). Bipolar Depression and melancholia. Comments on Parker et al. "The
nature of bipolar depression, implications for the definition of melancholia". Journal of
Affective Disorders 72, 201 202.

Benazzi, F. (2007). Bipolar Disorder - focus on Bipolar II Disorder and Mixed Depression.
Lancet, 369, 935-945.

Benazzi, F. (2007). Is there a Continuity between Bipolar and Depressive Disorders?
Psychotherapy and Psychosomatics, 16, 70-76.

Benedetti, A., Fagiolini, A., Casamassima, F., Mian, M.S., Adamovit, A., Musetti, L„ Lattanzi,
L. & Cassano, G.B. (2007). Gender Differences in Bipolar Disorder Type I, A 48-Week
Prospective Follow-Up of 72 Patients Treated in an Italian Tertiary Care Centre. The
Journal ofNervous and Mental Disease, 195 (I), 93-96.

Benson, R. (1975). The forgotten treatment modality in bipolar illness, psychotherapy.
Diseases of the Nervous System, 36, 634-638.

Bentall, R. (2006). Madness explained, Why we must reject the Kraepelinian paradigm
and replace it with a 'complaint-orientated' approach to understanding mental illness.
Medical Hypotheses 66(2), 220-233.

Bentall, R. P. (2003). Madness explained, Psychosis and human nature. London, Penguin.

Bentall, R.P. & Thompson M. (1990). Emotional Stroop performance and the manic
defence. British Journal of Clinical Psychology, 29(2), 235-7.

Bentall, R.P. & Thomson M. (1990). Emotional Stroop performance and the manic
defence. British Journal of Clinical Psychology, 29, 235-237.

Bentler, P. (1998). Comparative Fit Indices in structural models. Psychological Bulletin, 107,
238-246.

Bentler, P. (2006). EQS 6.1 Structural Equations Program. Encino, CA: Multivariate
Software.

Bentler, P., & Dudgeon, P. (1996). Covariance structure analysis: Statistical practice,
theory and directions. Annual Review of Psychology, 47, 563-592.

382



References

Bentler, P., & Yuan, K.H. (1999). Structural Equation Modelling with small samples: Test
statistics. Multivariate Behavioural Research, 34(2), 181 -197.

Bernhard, B„ Schaub, A., Kummler, P., Dittmann, S„ Severus, E„ Seemuller, F„ Born, A.,
Forsthoff, A., Licht, R.W. & Grunze, H. (2006). Impact of cognitive-psychoeducational
interventions in bipolar patients and their relatives. European Psychiatry, 21, 81-86.

Bernhard, B„ Severus, E., Riedel, M. & Moeller, H.J. (2007). Cognitive Behavioural
Psychoeducation in Bipolar Patients, Results at 3 Months-Follow-Up of a Randomised
Controlled Trial. European Psychiatry, 22, SI-S82.

Bertrando P., BeltzJ., Bressi C.,Clerici M„ Farma T„ Invernizzi G. & Cazzullo C.L. (I 192).
Expressed Emotion and schizophrenia in Italy, A study of ana urban population. British
Journal of Psychiatry, 161, 223-229.

Beyer, J. L., Kuchibhatla, M„ Looney, C., Engstrom, E„ Cassidy, F. & Krishnan, K.R.R.
(2003). Social support in elderly patients with bipolar disorder. Bipolar Disorders, 5, 22-27.

Bidzinska, E.J. (1984). Stress factors in affective diseases. British Journal of Psychiatry, 144,
161-166.

Birchwood M, Fowler D & Jackson C. (eds.) (2000). Early intervention in psychosis, a guide
to concepts, evidence and interventions. Chichester, Wiley.

Birchwood M. & Smith J. (1987). Schzophrenia and the family. In, Orford J. (Ed.). Coping
with disorder in the family (pp. 7-38). London, Croom Helm.

Birchwood, M. & Cochrane, R. (1990). Families coping with schizophrenia, Coping styles,
their origins and correlates. Psychological Medicine, 20, 857-865.

Birchwood, M. (1992). Family factors in psychiatry. Current Opinion in Psychiatry, 5, 295-
299.

Birchwood, M. (1995). Early intervention in psychotic relapse, cognitive approaches to
detection and management. Behaviour Change, 12 (I), 2-19.

Birchwood, M. J., Spencer, E. & McGovern, D. (2000). Schizophrenia, early warning signs.
Advances in Psychiatric Treatment, 6, 93-101.

Birchwood, M„ Gilbert, P., Gilbert, J., Trower, P., Meaden, A., Hay, J., Murray, E. & Miles,
J.N.V. (2004). Interpersonal and role-related schema influence the relationship with the
dominant 'voice' in schizophrenia, a comparison of three models. Psychological Medicine,
34, 1571-1580.

Birchwood, M„ Mason, R., MacMillan, F. & Healy, J. (1993). Depression, demoralisation
and control over illness, A comparison of depressed and non-depressed patients with a
chronic psychosis. Psychological Medicine, 23 (2), 387-395.

Birchwood, M„ Smith, J., MacMillan, F., Hogg, B„ Prasad, R., Harvey, C. & Bering, S.
(1989). Predicting relapse in schizophrenia, the development and implementation of an

383



References

early signs system using patients and families as observers, a preliminary investigation.
Psychological Medicine, 19, 649-656.

Biuckians, A., Miklowitz, D.J. & Kim, E.Y. (2007). Behavioural Activation, Inhibition and
Mood Symptoms in Early-Onset Bipolar Disorder. Journal ofAffective Disorders, 97, 71-76.

Blain, M.D., Thompson, J.M. & Whiffen, V.E. (1993). Attachment and perceived
socialsupport in late adolescence. Journal ofAdolescent Research, 8, 226-241.

Blairy, S., Linotte, S., Souery, D., Papadimitrou, G.N., Dikeos, D., Lerer, B„ Kaneva, R.,
Milanova, V., Serretti, A., Macciardi, F. and Mendlewicz, J. (2004). Social adjustment and
self-esteem of bipolar patients, a multicentric study.Journal ofAffective Disorders, 79, 97-
103.

Blatt, S. J. (1995). The destructiveness of perfectionism, Implications for the treatment of
depression. American Psychologist, 50, 1003-1020

Bledin K., MacCarthy B„ Kuipers L. & Woods R. (1990). Doubters of people with
dementia, EE, strain and coping. British Journal of Psychiatry, 157, 221-227.

Bockting, C.L., Schene, A.H., Spinhoven, P., Koeter, M.W.J., Wouters, L.F. Huyser, J.,
Kamphuis, J.K. & The Delta Study Group (2005). Preventing Relapse/Recurrence in
Recurrent Depression with Cognitive Therapy, A Randomised Controlled Trial. Journal
of Consulting and Clinical Psychology, 73 (4), 647-657.

Boivin, D. B. (2000). Influence of sleep-wake and circadian rhythm disturbance in
psychiatric disorders. Journal of Psychiatry & Neuroscience 25(5), 446-58.

Bollen, K.A. & Longs J.S. (Eds.) (1993). Testing Structural Models. Newbury Park, CA, Sage.

Bottlender, R., Sato, T., Jager, M., Wegwner, U., Wittmann, J., Straub, A. & Moller, H.-J.
(2003). The impact of the duration of untreated psychosis prior to first psychiatric
admission on the 15-year outcome in schizophrenia. Schizophrenia Research 62, 37-44.

Bottlender, R., Tetsuya, S., Jager, M„ Groll, C„ Strauss, A. & Moller, H.J. (2002). The
impact of duration of untreated psychosis and pre-morbid functioning on outcome of first
inpatient treatment in schizophrenic and schizoaffective patients. European Archive of
Psychiatry and Clinical Neuroscience, 252, 226-23 I.

Boudreaux, E.D., Cagnade, C„ Kilgannon, J.H., Clark, S. & Camargo Jr., C.A. (2006).
Bipolar Disorder Screening Among Adult Patients in an Urban Emergency Department
Setting. Primary Care Companion to the Journal of Clinical Psychiatry, 8, 348-351.

Bower P., King M„ Nazareth I., Lampe F. & Sibbald B. (2005). Patient preferences in
randomised controlled trials: Conceptual framework and implications for research. Social
Science & Medicine, 61 (3), 685-695.

Bowers, M.B. (1968). Pathogenesis of acute schizophrenic psychosis. An experiential
approach. Archives of General Psychiatry, 19, 348-355.

384



References

Bowlby, J. (1980). Attachment and Loss Vol. 3, Loss, Sadness and Depression. London,
The Hogarth Press.

Bowlby, J. (1982). Attachment, 2nd edition of Vol I of Attachment and loss. London,
Hogarth Press; New York, Basic Books.

Brady and R.B. Lydiard, (1992). Bipolar affective disorder and substance abuse. Journal of
Clinical Psychology, 12, 17-22.

Brewin C.R. & Furnham A. (1986). Attributional versus pre-attributional variables in self-
esteem and depression, A comparison and test of learned helplessness theory. Journal of
Personality and Social Psychology, 50, 1013-1020.

Brewin C.R. (1995). Cognitive aspects of social support processes. In, Brugha T.S. (Ed.).
Social Support and Psychiatric Disorder — Research fndings and guidelines for clinical practice
(pp. 96-1 16). Cambridge, Cambridge University Press.

Brewin, C.R., McCarthy, B„ Duda, K., Vaughn, C.E. et al. (1991). Attributions and
expressed emotion in the relatives of patients with schizophrenia. Journal of Abnormal
Psychology, 100, 546-554.

Brieger, P., Ehrt, U. & Marneros, A. (2003). Frequency of Comorbid Personality
Disorders in Bipolar and Unipolar Affective Disorders. Comprehensive Psychaitry, 44 (I),
28-34.

Brier, A. & Strauss, J. (1983). Self-control in psychotic disorders. Archives of General
Psychiatry, 40, I 141-1 145.

Bromet, E.J., Finch, S.J., Carlson, G.A, Fochtmann, L., Mojtabai, R„ Craig, T.J., Kang, S. &
Ye, Q. (2005). Time to Remission and Relapse after the First Hospital Admission in
Severe Bipolar Disorder. Soc Psychiatry Psychiatr Epidemiol, 40, 106-1 13.

Brondolo, E. & Mas, F. (2001). Cognitive-Behavioural Strategies for Improving Medication
Adherence in Patients with Bipolar Disorder. Cognitive and Behavioral Practice, 8, 137-147.

Brown G.W. & Harris T.O. (Eds.) (1989). Life Events and illness. London, Guilford Press.

Brown G.W., Andrews A. & Bifulco A (1990). Self esteem and depression I,
Measurement issues and prediction of onset. Social Psychiatry and Psychiatric Epidemiology,
25,200-209.

Brown G.W., Andrews B„ Harris T.O., Adler Z. & Bridge L. (1986). Social support, self-
esteem and depression. Psychological Medicine, 16, 813-83 I.

Brown G.W., Carstairs G.M. & Topping G. (1958). Post-hospital adjustment of chronic
mental patients. The Lancet, Sept, 685-689.

Brown G.W., Monck E.M., Carstairs G.M. & Wing J.K. (1962). The influence of family life
on the course of schizophrenic illness. British Journal of Preventative Social Medicine, 16, 55-
68.

385



References

Brown, G.W. & Birley, J.L. (1968). Crises and life changes and the onset of schizophrenia.
Journal of Health & Social Behavior, 9, 203-214.

Brown, G.W. & Harris, T. (1978). Social origins of depression, A study of psychiatric
disorder in women. London, Tavistock.

Brown, G.W. & Rutter, M. (1966). The measurement of family activities and relationships,
methodological study. Human Relations, 19, 241-263.

Brown, G.W. (1989). Depression, A radical social perspective. In, K.R.Herbst; & E.S.
Paykel, (Eds.). Depression, An integrative approach, (pp. 21-44).Oxford, Heinemann Medical
Books.

Brown, G.W., Andrews, B., Harris, T.O., Adler, Z. & Bridge, L. (1986). Social support,
self-esteem and depression. Psychological Medicine. 16, 813-83 I.

Brown, G.W., Birley, J.L.T. & Wing, J.K. (1972). Influence of Family Life on the Course of
Psychiatric Illness. British Journal ofPsychiatry 121, 241-258.

Brown, G.W., Harris, T.O. & Hepwort, C. (1995). Loss, humiliation and entrapment
among women developing depression, A patient and non-patient comparison.
Psychological Medicine, 25 (I), 7-21.

Brown, G.W., Harris, T.O. & Hepworth, C. (1994). Life events and endogenous
depression, a puzzle reexamined. Archives of General Psychiatry, 51 (7), 525-534.

Brown, M.W. & Cudeck, R. (1993). Alternative ways of assesing model fit. In: K.A. Bollen
& J.S. Longs (Eds.). Testing Structural Models. Newbury Park, CA, Sage.

Browne, G., Steiner, M„ Roberts, J., Gafni, A., Byrne, C., Dunn, E„ Bell, B„ Mills, M.,
Chalklin, L„ Wallik, D. & Kraemer, J. (2002). Sertraline and/or interpersonal
psychotherapy for patients with dysthymic disorder in primary care, 6-month
comparison with longitudinal 2-year follow-up of effectiveness and costs. Journal of
Affective Disorders, 68, 317-330.

Browne, M. W., & Cudeck, R. (1993). Alternative ways of assessing model fit. In K. A.
Bollen & J. S. Long (Eds.), Testing structural equation models (pp. 136-162). Newbury Park,
CA: Sage.

Brugha T.S. (Ed.) (1995). Social Support and Psychiatric Disorder — Research findings
and guidelines for clinical practice. Cambridge, Cambridge University Press.

Brugha T.S., Bebbington B„ McCarthy B., Sturt E., Wykes T. & Potter J. (0). Social
networks, social support and the type of depressive illness. Acta Psychiatrica Scandinavia,
76, 664-673.

Brugha T.S., Bebbington B., McCarthy B„ Sturt E„ Wykes T. & Potter J. (1990). Gender,
social support and recovery from depressive disorders, A prospective clinical study.
Psychological Medicine, 20, 147-156.

386



References

Brugha T.S., Sturt E„ McCarthy B„ Potter J. Wykes T. & Bebbington B. (0). The interview
measures of social relationships, The description and evaluation of a survey instrument
for measuring personal social resources. Social Psychiatry, 22, 123-128.

Brugha T.S., WingJ.K., Brewin C.R., MacCarthy B. & Lesage A. (1993). The relationships
of social network deficits in social functioning in long-term psychiatric disorder. Social
Psychiatry and Psychiatric Epidemiology, 28, 218-224.

Brugha, T.S., Morgan, Z„ Bebbington, P., Jenkins, R., Lewis, G., Farrell, M. & Meltzer, H.
(2003). Social support networks and type of neurotic symptom among adults in British
households. Psychological Medicine 33, 307-3 18.

Burton, R. (1621). The Anatomy of Melancholy. Vintage, New York (reprinted 1977).

Butzlaff, R.L. & Hooley, J.M. (1998). Expressed emotion and psychiatric relapse. Archives of
General Psychiatry, 55, 547-552.

Buunk B.P., Doosje B.J., Jans L.G.J.M. & Hopstaken L.E.M. (1993). Perceived Reciprocity,
Social Support, and Stress at Work, The Role of Exchange and Communal Orientation.
Journal of Personality and Social Psychology, 65, 801 -81 I.

Calabrese J.R., Rapport D.J., Shelton M.D. and Kimmel S.E. (2001). Evolving
methodologies in bipolar disorder maintenance research. British Journal of Psychiatry. 178
SUPPLEMENT 41, s157-s 163, June 2001.

Callahan, A.M. & Bauer, M.S. (1999). Psychosocial interventions for bipolar disorder. The
Psychiatric Clinics of North America, 22, 3, 675-688.

Campbell, S. S„ Gillin, J. C., Kripke, D. F„ Janowsky, D. S. and Risch, S. C. (1989). Lithium
delays circadian phase of temperature and REM sleep in a bipolar depressive, A case
report. Psychiatry Research 27(1), 23-29.

Carlson, G.A. & Goodwin, F.K. (1973). The stages of mania. Archives of General Psychiatry,
28,221-228.

Cartwright-Hatton, S. & Wells, A. (1997). Beliefs about Worry and Intrusions: The Meta-
Cognitions Questionnaire and its Correlates. Journal ofAnxiety Disorders, I I (3), 279-296.

Carver, C. S. (2004). Negative Affects Deriving From the Behavioral Approach System.
Emotion 4(1), 3-22.

Carver, C. S. and White, T., L. (1994). Behavioural Inhibition, behavioural activation, and
affective responses to impending reward and punishment, The BIS/BAS scales.Journal of
Personality and Social Psychology 67, 319- 333.

Cassel J. (1974). Psychosocial processes and stress, theoretical formulation. International
Journal of Health Services, 4, 471 -481.

Cassidy, F., Ahearn, E., Murry, E„ Forest, K. & Carroll, B.J. (2000). Diagnostic depressive
symptoms of the mixed bipolar episode. Psychological Medicine, 30, 403-41 I.

387



References

Cassidy, F„ Forest, K., Murray, E. & Carroll, B.J. (1998). A factor analysis of the signs and
symptoms of mania. Archives of General Psychiatry, 55, 27-32.

Castine, M.R., Meador-Woodruff, J.H. & Dalack, G.W. (1998). The role of life events in
onset and recurrent episodes of schizophrenia and schizoaffective disorder. J Psychiatr
Res. 32(5), 283-8.

Cerbone, M.J.A., Mayo, J.A., Cuthbertson, B.A. & O'Connell, R.A. (1992). Group therapy
as an adjunct to medication in the management of bipolar affective disorder. Group, 16 (3),
174-187.

Champion L.A. & Power M. (1995). Social and cognitive approaches to depression:
towards a new synthesis. British Journal of Clinical Psychology, 34, 485-503.

Champion L.A. (1990). The relationship between social vulnerability and the occurence of
severely threatening life events. Psychological Medicine, 20, 157-161.

Champion L.A. (1995). A developmental perspective on social support networks. In:
Brugha T.S. (Ed.). Social Support and Psychiatric Disorder — Research findings and guidelines
for clinical practice (pp. 61-95). Cambridge: Cambridge University Press.

Champion L.A., Goodall G. & Rutter M. (1995). Behaviour problems in childhood and
stressors in early adult life. I. A 20 year follow-up of London school children. Psychological
Medicine. 25, 231-246.

Chan, H.H.L., Wing, Y.-K., Su, R„ Van Krevel, C. & Lee, S. (2000). A control study of the
cutaneous side effects of chronic lithium therapy.Journal ofAffective Disorders, 57, 107-1 13.

Chang, G. H„ Alloy, L. B. and Abramson, L. Y. (2003). Examining social rhythm regularity
to predict affective episodes in bipolar spectrum individuals. Bipolar Disorders 5(Suppl. I),
39-40.

Chapman, J. & McGhie, A. (1963). An approach to the psychotherapy of cognitive
dysfunction in schizophrenia. British Journal ofMedical Psychology, 36, 253-255.

Chen, Y.R., Swann, A.C. & Johnson, B.A. (1998). Stability of diagnosis in bipolar disorder.
The Journal ofNervous and Mental Disorders, 186, 17-23.

Chesler M.A. & Barbarin O.A. (1984). Difficulties of providing help in a crisis,
relationships with parents of children with cancer and their friends. Journal of Social Issues,
40, I 13-134.

Chisholm, D„ Van Ommeren, M„ Ayuo-Mateos, J.L. & Saxena, S. (2005). Cost-
effectiveness of clinical interventions for reducing the global burden of bipolar disorder.
British Journal of Psychiatry, 187, 559-567.

Christensen, E.M., Gjerris, A., Larsen, J.K., Larsen, B.H., Rolff, H„ Ring, G. & Schaumburg,
E. (2003). Life events and onset of a new phase in Bipolar Affective Disorder. Bipolar
Disorders, 5, 356-361.

388



References

Chrsitensen, E.M., Gjerris, A., Larsen, J.K., Bendtsen, B.B., Larsen, B.H., Rolff, H., Ring, G.,
& Schaumburgh, E. (2003). Life events and the onset of a new phase in bipolar affective
disorder. Bipolar Disorders, 5(5), 356-361.

Chrsitensen, M.V., & Kessing, L.V. (2005). Clinical use of coping in affective disorder, a
critical review of the literature. Clinical Practice and Epidemiology in Mental Health, I, 20.

Chung, R.K., Langeluddecke, P. & Tennant, C. (1986). Threatening life events in the onset
of schizophrenia, schizophreniform psychosis and hypomania. British Journal of Psychiatry,
148,680-685.

Clarkin, J.F., Carpenter, D., Hull, J., Wilner, P. & Glick, I. (1998). Effects of
psychoeducational intervention for married patients with bipolar disorder and their
spouses. Psychiatric Services, 49, 4, 53 1-533.

Clarkin, J.F., Glick, I.D., Haas, G.L., Spencer, J.H., Lewis, A.B., Peyser, J., DeMane, N.,
Good-Ellis, M„ Harris, E. & Lestelle, V. (1990). A randomized clinical trial of inpatient
family intervention. V. Results for affective disorders. Journal of Affective Disorders, 18, 17-
28.

Clayton, P.J., Ernst, C. & Angst, J. (1994). Premorbid personality characteristics of men
who develop unipoalr or bipolar disorders. European Archives of Clinical Neuroscience.

Cochran, S.D. (1984). Preventing medical noncompliance in the outpatient treatment of
bipolar affective disorders. Journal of Consulting and Clinical Psychology, 52, 873-878.

Cohen, J. (1988). Statistaical power analysis for the behavioral sciences. (2nd ed) Lawrence
Erlbaum Associates, New York.

Cohen, J. (1992). A power primer. Psychological Bulletin, I 12(1), 155-159.

Cohen C.I. & Sokolovsky J. (1978). Schizophrenia in social networks, Ex-patients in the
inner city. Schizophrenia Bulletin, 4, 546-560.

Cohen S. & Wills T.A. (1985). Stress, Social Support and the buffering hypothesis.
Psychological Bulletin, 98, 3 10-357.

Cohen, A.N., Hammen, C., Henry, R.M. & Daley, S.E. (2004). Effects of Stress and Social
Support on Recurrence in Bipolar Disorder. Journal ofAffective Disorders, 82, 143-147.

Cohen, C.I. & Kochanowicz, N. (1989). Schizophrenia and social network patterns, a
survey of black inner-city outpatients. Community Ment Health Journal 25(3), 197-207.

Cohen, S. & Willis, T. (1985). Stress and social support and the buffering hypothesis.
Psychological Bulletin, 98,. 310-357.

Cole J.D. & Kazarian S.S. (1993). Predictive Validity of the Level of Expressed Emotion
(LEE) Scale, Readmission follow-up data for 1,2, and 5-year periods. Journal of Clinical
Psychology, 49, 216-218.

389



References

Colom F, Vieta E, Reinares M, Martinez-Aran A, Torrent C, Goikolea et al. (2003)
Psychoeducation efficacy in bipolar disorders, beyond compliance enhancement. Journal
of Clinical Psychiatry, 64 (9), I 101 - 5.

Colom, F., Vieta, E„ Goikolea, J.M., Martinez-Aran, A., Reinares, M., Torrent, C. & Gasto,
C. (2002). Efficacy of Psychoeducation in Compliant Bipolar I Patients. European
Neuropsychopharmacology, 12 (Suppl 3), S245-S246.

Colom, F„ Vieta, E„ Martinez-Aran, A., Jorquera, A. & Gasto, C. (1998). What is the role
of psychotherapy in the treatment of bipolar disorder? Psychotherapy and Psychosomatics,
67, 3-9.

Colom, F„ Vieta, E., Martinez-Aran, A., Reinares, M., Goikolea, J.M., Benabarre, A.,
Torrent, C., Comes, M., Corbella, B., Parramon, G. & Corominas, J. (2003). A
Randomized Trial on the Efficacy of Group Psychoeducation in the Prophylaxis of
Reccurrences in Bipolar Patients Whose Disease Is in Remission. Archives of General
Psychiatry, 60, 402-407.

Colom, F„ Vieta, E., Sanchez-Moreno, J., Martinez-Aran, A., Torrent, C., Reineres, M.,
Goikolea, J.M., Benabarre, A. & Comes, M. (2004). Psychoeducation in bipolar patients
with comorbid personality disorders. Bipolar Disorders, 6, 294-298.

Colombo C, Benedetti F, Barbini B, Campori E, Smeraldi E. (1999). Rate of switch from
depression into mania after therapeutic sleep deprivation in bipolar depression. Psychiatry
Research, 86 (3), 267-270.

Cook, W.L., Strachan, A.M., Goldstein, M.J. & Miklowitz, D.J. (1989). Expressed emotion
and reciprocal affective relationships in families of disturbed adolescents. Fam Process.
28(3), 337-48.

Cooke, R.G., Robb, J.C., Young, L.T. & Joffe, R.T. (1996). Well-being and functioning in
patients with bipolar disorder assessed using the MOS 20-ITEM short form (SF-20).
Journal ofAffective Disorders, 39, 93-97.

Corr, P. J. (2002). J. A. Gray's reinforcement sensitivity theory, Tests of the joint
subsystems hypothesis of anxiety and impulsivity. Personality and Individual Differences
33(4), 511-532.

Coryell, W„ Scheftner, W., Keller, M„ Endicott, J., Maser, J. & Klerman, G.L. (1993). The
enduring psychosocial consequences of mania and depression. American Journal of
Psychiatry, 150, 720-727.

Coyne J.C. & Bolger N. (1990). Doing without social support as an explanatory concept.
Special issue, Social support in social and clinical psychology. Journal of Social and Clinical
Psychology, 9, 148-158.

Craddock, N. and Jones, I. (1999). Genetics of bipolar disorder. Journal of Medical
Genetics 36(8), 585-594.Journal of Social and Clinical Psychology, 9, 148-158.

Creer, C. & Wing, J.K. (1974). Schizophrenia at home. London. National Schizophrenia
Fellowship.

390



References

Cuellar, A. K„ Johnson, S. L. and Winters, R. (2005). Distinctions between bipolar and
unipolar depression. Clinical Psychology Review 25(3), 307-339.

Cutrona C.E. & Russel D.W. (1987). The provision of social relationships and adaption to
stress. Advances in Personal Relationships, I, 37-67.

Cutrona C.E. & Russel D.W. (1990). Type of social support and specific stress, Towards
a theory of optimal matching. In, Sarason B.R., Sarason I.G. & Pierce G.R. (Eds.). Social
Support, An interactional view (pp. 3 19-366). New York, Wiley.

Cutting, J. (1985). The psychology of schizophrenia. Edinburgh, Churchill Livingstone.

Dalgleish, T., & Power, M. (1999). Handbook of Cognition and Emotion. New York,
John. Wiley & Sons Ltd.

Dalai, H.M., Evans, P.H., Campbell, J.L„ Taylor, R.S., Watt, A., Read, K.L.Q., Mourant, A.J.,
Wingham, J. Thomson, D.R. & Gray D.J. (2007). Home-based versus hospital-based
rehabilitation after myocardial infarction: a randomised treatment trial with preference
arms. International Journal of Cardiology, I 19, 202-21 I.

Daniels, L. (1998). A group cognitive-behavioral and process-oriented approach to
treating the social impairment and negative symptoms associated with chronic mental
illness.) Psychother Pract Res. 7(2), 167-76.

Danielson, C.K., Feeny, N.C., Findling, R.L. & Youngstrom, E.A. (2004). Psychosocial
Treatment of Bipolar Disorders in Adolescents, A Proposed Cognitive-Behavioural
Intervention. Cognitive and Behavioral Practice, I I, 283-297.

Das Gupta, R. and Guest, J., F. (2002). Annual cost of bipolar disorder to UK society.
British Journal of Psychiatry 180(3), 227-233.

Daskalopoulou, E.G., Dikeos, D.G., Papadimitriou, G.N., Souery, D., Blairy, S., Massat, I.,
Mendlewicz, J., & Stefanis, C.N. (2002). Self-esteem, social adjustment and suicidality in
affective disorders. European Psychiatry, 17, 265-271.

de Andres, R.D., Aillon, N., Bardiot, M.C., Bourgeois, P., Mertel, S., Nerfin, F„ Romailler,
G„ Gex-Fabry, M. & Aubry, J.M. (2006). Impact of the Life Goals Group Therapy Program
for Bipolar Patients, An Open Study.Journal ofAffective Disorders, 93, 253-257.

Depue, R. A. and Collins, P. F. (1999). Neurobiology of the Structure of Personality,
Dopamine, Facilitation of Incentive Motivation, and Extraversion. Behavioral and Brain
Sciences(22), 491-569.

Depue, R. A., Krauss, S. P., & Spoont, M. R. (1987). A two-dimensional threshold model
of seasonal bipolar affective disorder. In D. Magnusson & A. Ohman (Eds.), Psychopathology,
An interactional perspective (pp. 95-123).

Depue, R. and lacono, W. G. (1989). Neurobehavioural aspects of affective disorders.
Annual Review ofPsychology 40, 457-92.

391



References

Depue, R. and lacono, W. G. (1989). Neurobehavioural aspects of affective disorders.
Annual Review of Psychology 40, 457-92.

Depue, R., A., Krauss, S., Spoon, M„ R. and Arbisi, D. (1989). General Behaviour
Inventory identifacation of unipolar and bipolar conditions in a non clinical university
population. Journal ofAbnormal Psychology 98, I 17-126.

Depue, R.A., Slater, J.F., Wolfstetter-Kausch, H„ Klein, D., Goplerud, E. & Farr, D.
(1981). A behavioural paradigm for identifying persons at risk for bipolar depressive
disorder, a conceptual framework and five validation studies. Journal of Abnormal
Psychology Monograph, 90, 382-433.

Dienes, K.A., Hammen, C., Henry, RiM., Cohen, A. & Daley, S.E. (2006). The Stress
Sensitization Hypothesis, Understanding the Course of Bipolar Disorder. Journal of
Affective Disorders, 95, 43-49.

Digman, J.M. (1990). Personality structure: Emergence of the five-factor model. Annual
Review of Psychology, 41,417-440.

Dittmann, S„ Seemuller, F., Schwarz, M.J., Kleindienst, N„ Stampfer, R., Zach, J., Born, C.,
Bernhard, B„ Fast, K., Grunze, H., Engrl, R.R. & Severus, E. (2007). Association of
Cognitive Deficits with Elevated Homocysteine Levels in Euthymic Bipolar Patients and its
Impact on Psychosocial Functioning, Preliminary Results. Bipolar Disorders, 9, 63-70.

Docherty, J.P., Van Kammen, D.P., Siris, S.G. & Marder, S.R. (1978). Stages of onset of
schizophrenic psychosis. American Journal of Psychiatry, 135, 420-426.

Dooley, L. (1921). A psychoanalytic study of manic depressive psychoses. Psychoanalytic
Review, 8, 38-72.

Dore, G. and Romans, S. E. (2001). Impact of bipolar affective disorder on family and
partners .Journal ofAffective Disorders 67(1-3), 147-158.

Dozier, M. & Kobak, R.R. (1992). Psychophysiology in attachment interviews, converging
evidence for deactivating strategies. Child Development 63(6), 1473-80.

Drake, R„ Haley, C. & Akhtar, S. (2000). Causes and consequences of duration of
untreated psychosis in schizophrenia. British Journal ofPsychiatry, 177, 51 1-515.

Dunkel-Schetter C„ Folkman S. & Lazarus R. (1987). Correlates of social support receipt.
Journal of Personality and Social Psychology, 53, 71-80.

Dunner, D.L., Patrick, V. & Fieve, R.R. (1979). Life events at the onset of bipolar affective
illness. American Journal of Psychiatry, 136, 48, 508-51 I.

Dwight-Johnson, M„ Sherbourne, C.D., Liao, D. & Wells K.B. (2000). Treatment
preferences among depressed primary care patients. Journal of Ceneral Internal Medicine,
15 (8), 527-534.

Eckblad, M. and Chapman, L. J. (1986). Development and validation of a scale for
hypomanic personality. Journal ofAbnormal Psychology 95, 214-222.

392



References

Eckblad, M. and Chapman, L. J. (1986). Development and validation of a scale for
hypomanic personality. Journal ofAbnormal Psychology 95, 214-222.

Ehlers, C. L., Frank, E. and Kupfer, D.J. (1988). Social zeitgebers and biological rhythms.
A unified approach to understanding the aetiology of depression. Archives of General
Psychiatry 45(10), 948-952.

Elgie, R. & Morselli, P.L. (2007). Social Functioning in Bipolar Patients, The Perception
and Perspective of Patients, Relatives and Advocacy Organisations - A Review. Bipolar
Disorders, 9, 144-157.

Ellicott, A., Hammen, C., Gitlin, M., Brown, G. & Jamison, K. (1990). Life events and the
course of bipolar disorder. American Journal ofPsychiatry, 147, I 194-1 198.

Epstein, N.B., Baldwin, L.M., & Bishop, D.S. (1983). The McMaster Family Assesment
Device. Journal ofMarital and Family Therapy, 9, 171 -180.

Evans MD, Hollon SD, DeRubeis RJ, Piasecki JM, Grove WM, Garvey MJ & Tuason VB
(1992). Differential relapse following cognitive therapy and pharmacotherapy for
depression. Archives ofgeneral psychiatry, 49, 802-808.

Fagiolini, A., Kupfer, D.J., Masalehdan, A., Scott, J.A., Houck, P.R. & Frank, E. (2005).
Functional Impairment in the Remission Phase of Bipolar Disorder. Bipolar Disorders, 7,
281-285.

Falloon IR, Pederson J. (1985). Family management in the prevention of morbidity of
schizophrenia, the adjustment of the family unit. Journal of the American Medical
Association, 128(2), 131-5.

Falloon IRH, Boyd JL, McGill CW (1984). Family Care of Schizophrenia - a problem-solving
approach to the treatment ofmental illness. New York, The Gulford Press.

Falloon, I.R., Boyd, J.L., McGill, C.W., Razani, J., Moss, H.B. & Gilderman, A.M. (1982).
Family management in the prevention of exacerbations of schizophrenia, a controlled
study. New England Journal ofMedicine. 306(24), 1437-40.

Falloon, I.R.H. (2003). Family Interventions for Mental Disorders, Efficacy and
Effectiveness. World Psychiatry, 2 (\), 20-28.

Farmer, A.E. & McGuffin, P. (2003). Humiliation, loss and other types of life events and
difficulties, a comparison of depressed subjects, healthy controls and their siblings.
Psychological Medicine, 33, I 169-1 175.

Fava G.A., Rafanelli C„ Grandi S., Conti S. & Belluardo P. (1999). Prevention of recurrent
depression with cognitive behavioral therapy. Archives of General Psychiatry, 56, 479-480.

Fava, G.A. (1999). Subclinical symptoms in mood disorders, pathophysiological and
therapeutic implications. Psychological Medicine, 29, 47-61.

393



References

Fava, G.A., Bartolucci, G., Rafanelli, C. & Mangelli, L. (2001). Cognitive-Behavioral
management of Patients with Bipolar Disorder who relapsed while on lithium prophylaxis.
Journal of Clinical Psychiatry 62, 556-59.

Fava, G.A., Ruinin, C., Rafanelli, C., Finos, L., Conti, S. & Grandi, S. (2004). Six-year
outcome of cognitive behaviour therapy for prevention of recurrent depression. American
Journal of Psychiatry, 161, 1872-1876.

Feeny, N.C., Danielson, C.K., Schwartz, L., Youngstrom, E.A. & Findling, R.L. (2006).
Cognitive-Behavioural Therapy for Bipolar Disorders in Adolescents, A Pilot Study.
Bipolar Disorders, 8, 508-515.

Fiedler P., Leeb B., Ernst S„ Kohlhoff A. & Mundt C. (1994). >Verdeckte Kritik< als
Expressed Emotion< (EE) in der Partnerschaft depressiver Patienten: Eine
Konstruktvalidierung mittels SASB. Zeitschrift fur Klinische Psychologie, 23 (I), 52-60.

Finch J.F., Okun M.A., Barrera M„ Zauntra A.J. & Reich J.W. (1989). Positive and negative
social ties among older adults, Measurement models and the prediction of psychological
distress and well-being. American Journal of Community Psychology, 17, 585-605.

Finkelhor D, Hotaling G, Lewis IA, Smith C. (1997). Sexual abuse in a national survey of
adult men and women, prevalence, characteristics, and risk factors. Child Abuse and
Negelect, 14 (I), 19-28.

Fiore J., Becker J. & Coppel D.B. (1983). Social network interactions, a buffer or a stress.
American Journal of Community Psychology, I I, 423-439. .

Fischer, D.J. (1972). Group psychotherapy with manic depressives. Medical Annals of the
District of Columbia, 41, 8, 512-515.

Florin I., Nostadt A., Reck C., Franzen U. & Jenkins M. (1992). Expressed Emotion in
depressed patients and their partners. Family Process, 31, 163-172.

Folkman S., Lazarus R.S., Dunkel-Schetter C„ DeLongis A. & Griin R. (1986). Dynamics of
a stressful encounter, Cognitive appraisal, coping and encounter outcomes. Journal of
Personality and Social Psychology, 50, 992-1003.

Fowles, D. C. (1987). Application of a behavioral theory of motivation to the concepts of
anxiety and impulsivity. Journal of Research in Personality 21 (4), 417-435.

Frame P. and Morrison T. (2001). Causes of Posttraumatic Stress Disorder in Psychotic
Patients. Archives of General Psychiatry, 58, 305 (reprinted).

Frangou, S. (2002). Predictors of outcome in a representative population of bipolar
disorder. Bipolar Disorders, 4(1), 41-42.

Frank, E. et al (1990), Three Year Outcomes for maintenance Therapies in Recurrent
Depression. Archives of General Psychiatry, 47,1093-1099.

394



References

Frank, E. et al (1997). Inducing lifestyle regularity in recovering bipolar disorder patients,
Results from the maintenance therapies in bipolar disorder protocol. Biol Psych, 41,
ppl165-1 173

Frank, E„ Gonzalez, J.M. & Fagiolini, A. (2006). The Importance of Routine for Preventing
Recurrence in Bipolar Disorder. American Journal ofPsychiatry, 163 (6), 981-985.

Frank, E„ Hlastala, S„ Ritenour, A., Houck, P., Tu, X.M., Monk, T.H., Mallinger, A.G. &
Kupfer, D.J. (1997). Inducing Lifestyle Regularity in Recovering Bipolar Disorder Patients,
results from the Maintenance Therapies in Bipolar Disorder Protocol. Biological Psychiatry,
41,1165-1173.

Frank, E„ Kupfer, D.J., Ehlers, C.L., Monk, T.H., Cornes, C., Carter, S. & Frankel, D.
(1994). Interpersonal and social rhythm therapy for bipolar disorder, Integrating
interpersonal and behavioral approaches. The Behavior Therapist, 17, 7, 143-149.

Frank, E., Kupfer, D.J., Thase, M.E, Mallinger, A.G., Swartz, H.A., Fagiolini, A.M.,
Grochocinski, V., Houck, P., Scott, J., Thompson, W. & Monk, T. (2005). Two-Year
Outcomes for Interpersonal and Social Rhythm Therapy in Individuals With Bipolar
Disorder. Archives ofGeneral Psychiatry, 62, 996-1004.

Frank, E„ Kupfer, D.J., Wagner, E.F., McEachran, A.B. & Cornes, C. (1991). Efficacy of
interpersonal psychotherapy as a maintenance treatment of recurrent depression,
contributing factors. Archives ofGeneral Psychiatry, 48, 1053-1059.

Frank, E., Swartz, A.H., Mallinger, A.G., Thase, M.E., Waever, E.V. & Kupfer, D.J. (1999).
Adjunctive psychotherapy for bipolar disorder, Effects of changing treatment modality.
Journal ofAbnormal Psychology, 108, 579-587.

Frank, E., Swartz, H.A. & Kupfer, D.J. (2000). Interpersonal and social rhythm therapy,
managing the chaos of bipolar disorder. Biological Psychiatry, 48, 593-604.

Franks P., Shields C., Campbell T., McDaniel S., Harp J., Botelho R.J. (1992). Association
of social relationships with depressive symptoms, Testing an alternative to social
support.Journal of Family Psychology, 6, 49-59.

Freedman, B.J. & Chapman, L.J. (1973). Early subjective experience in schizophrenic
episodes. Journal ofAbnormal Psychology, 82 (I), 46-54.

Freidman, M.S., McDermut, W.H., Solomon, D.A., Ryan, C.E., Keitner, G.I. & Miller I.W.
(1997). Family functioning and mental illness, a comparison of psychiatric and nonclinical
families. Family Process, 36 (4), 357-67.

Freud S. (1917). Trauer und Melancholie. In: Geammelte Werke, Vol. I (1974). Frankfurt:
Fischer.

Freud S. (1924). Der Realitatsverlust bei Neurose und Psychose. In: Geammelte Werke,
Vol. Ill (1974). Frankfurt: Fischer.

Friedrich, W. N. & Boriskin, J.A. (1976). The Role of the Child in Abuse, A Review of the
Literature. American Journal of Orthopsychiatry, 46(4), 580-90.

395



References

Fristad MA (2006). Psychoeducational treatment for school-aged children with bipolar
disorder. Dev Psychopathology, 18(4), 1289-306.

Fristad. M.A., Arnett, M.M. and Gavazzi, S.M., (1998). The impact of psychoeducational
workshops on families of mood-disordered children. Family Therapy, 25, 151-159.

Fristad, M.A., Gavazzi, S.M. & Mackinaw-Koons, B. (2003). Family Psychoeducation, An
Adjunctive Intervention for Children with Bipolar Disorder. Biological Psychiatry, 53, 1000-
1008.

Fristad. M.A., Gavazzi, S.M., Centolella, D.M. and Soldano, K.W., (1996). Psychoeducation,
a promising intervention strategy for families of children and adolescents with mood
disorders. Contemporary Family Therapy 18, 371-384.

Fristad. M.A., Goldberg-Arnold, J.S. and Gavazzi, S.M., (2002). Multifamily psychoeducation
groups (MFPG) for families of children with bipolar disorder. Bipolar Disorder, 4, 254-262

Gaebel, Frick, Kopcke, Linden et al. (1993). Early neuroleptic intervention in
schizophrenia, Are prodromal symptoms valid predictors of relapse? British Journal of
Psychiatry. Vol 163(Suppl 21).

Gaebel, W. & Frommann, N. (2000). Long-term course in schizophrenia, concept
methods and research strategies. Acta Psychiatrica Scandinavica, 102 (suppl. 407), 49-53.

Galeazzi, G.M., Elkins, K„ Pingani, L. & Rigatelli, M. (2006). Views on psychosis and
judegement of appropraiteness of early interventions in pre-psychotic phase, A survey of
memebers of the International Early Psychosis Association .Journal of Mental Health, 15,
569-576.

Garno, J.L., Goldberg, J.F., Ramirez, P.M. & Ritzier, B.A. (2005). Impact of Childhood
Abuse on the Clinical Course of Bipolar Disorder. British Journal of Psychiatry, 186, 121-
125.

Gazalle, F.K., Andreazza, A.C., Hallal, P.C., Kauer-SantAnna, M., Cereser, K.M., Soares,
J.C., Santin, A. & Kapczinski, F. (2006). Bipolar Depression, The Importance of being on
Remission. Rev Bras Psiquiatr, 28 (2), 93-96.

Geddes, J. & Goodwin, G. (2001). Bipolar disorder, clinical uncertainty, evidence-based
medicine and large-scale randomised trials. British Journal of Psychiatry, 178(suppl. 42), s 191 -
si 94.

Gelenberg, A. J., Kane, J. M., Keller, M. B„ Lavori, P., Rosenbaum, J. F„ Cole, K. and
Lavelle, J. (1989). Comparison of standard and low serum levels of lithium for
maintenance treatment of bipolar disorder. New England JournalL of Medicine 321(22),
1489-1493.

Geller, B. & Luby, J. (1997). Child and adolescent bipolar disorder, a review of the past
10 years. Journal of the American Academy of Child and Adolescent Psychiatry, 36, I 168-1 176.

Gilbert, P. (1992). Depression, The evolution of powerlessness. Hove, Lawrence Erlbaum
Associates.

396



References

Gitlin, M. (2006). Treatment-Resistant Bipolar Disorder. Molecular Psychiatry, I I, 227-240.

Gitlin, M.J. (2001). Treatment-resistant bipolar disorder. Bulletin of the Menninger Clinic, 65,
I, 26-40.

Gitlin, M.J., Swendsen, J., Heller, T.L. & Hammen, C. (1995). Relapse and impairment in
bipolar disorder. American Journal of Psychiatry, 152, 1635-1640.

Glahn, D.C., Bearden, C.E., Cakir, S., Barrett, J.A., Najt, P., Monkul, E.S., Maples, N.,
Velligan, D.I. & Soares, J.C. (2006). Differential Working Memory Impairment in Bipolar
Disorder and Schizophrenia, Effects of Lifetime History of Psychosis. Bipolar Disorders, 8,
I 17-123.

Glassner, B. & Haldipur, C.V (1985). A psychosocial study of early-onset bipolar disorder.
The Journal of Nervous and Mental Disease, 173, 7, 387-394.

Glassner, B. & Haldipur, C.V. (1983). Life events and early and late onset of bipolar
disorder. American Journal of Psychiatry, 140 (2), 215-217.

Glick I.D., Clarkin J.F., Haas G.L. & Spencer J.H. (1993). Clinical significance of inpatients
family intervention, Conclusions from a clinical trial. Hospital and Community Psychiatry,
44, 868-873.

Glick, I.D., Clarkin, J.F., Haas, G.L., Spencer, J.H. & Chen, C.L. (1991). A randomized
clinical trial of inpatient family intervention, VI. Mediating variables and outcome. Family
Process, 30, 85-99.

Glick, I.R., Clarkin, J.F., Spencer, J.H., Haas, G.L., Lewis, A.B., Peyser, J., DeMane, N.,
Good-Ellis, M„ Harris, E. & Lestelle, V. (1985). A controlled evaluation of inpatient family
intervention. I. Preliminary Results of the Six-Month Follow-up. Archives of General
Psychiatry, 42, 882-886.

Goffman E. (1968). Stigma. London, Penguin.

Goldberg, J.F. & Garno, J.L. (2005). Development of posttraumatic stress disorder in
adult bipolar patients with histories of severe childhood abuse. Journal of Psychiatric
Research 39, 595-601.

Goldberg, J.F. & Harrow, M. (2004). Consistency of remission and outcome in bipolar and
unipolar mood disorders, a 10-year prospective follow-up. Journal of Affective Disorders,
81, 123-131.

Goldberg, J.F., Garno, J.L., Leon, A.C., Kocsis, J.H. & Portera, L. (1998). Association of
Recurrent Suicidal Ideation with Nonremission From Acute Mixed Mania. The American

Journal of Psychiatry, 155, 1753-1755.

Goldberg, J.F., Harrow, M. & Grossman, L.S. (1995). Course and outcome in bipolar
affective disorder, a longitudinal follow-up study. American Journal of Psychiatry, 152, 379-
384.

397



References

Goldberg, J.F., Harrow, M. & Grossman, L.S. (1995). Recurrent affective syndromes in
bipolar and unipolar mood disorders at follow-up. British Journal of Psychiatry, 166, 382-
385.

Goldberg J.F„ Wenze S.J., Welker T.M., Steer R.A., Beck A.T. (2005). Content-specifity of
dysfunctional cognitions for patients with biploar mania versus unipolar depression, a
preliminary study. Bipolar Disorders, 7(1), 49-56.

Goldstein, M.J. & Miklowitz, D.J. (1994). Family intervention for persons with bipolar
disorder. In, Family interventions in mental illness. A.B. Hatfield (ed). San Franscico, Jossey-Bass
Inc., Publishers.

Goldstein, T.R., Miklowitz, D.J. & Mullen, K.L. (2006). Social Skills Knowledge and
Performance among Adolescents with Bipolar Disorder. Bipolar Disorders, 8, 350-361.

Goldstein, T.R., Miklowitz, D.J. & Richards, J.A. (2002). Expressed Emotion Attitudes and
Individual Psychopathology Among the Relatives of Bipolar Patients. Family Process, 41 (4),
645-657.

Gonzales-Pinto, A., Gonzales, C., Enjuto, S„ Fernandez de Corres, B., Lopez, P., Palomo,
J., Gutierrez, M„ Mosquer.a F. & Perez de Heredia, J.L. (2004). Psychoeducation and
cognitive-behavioual therapy in bipolar disorder, an update. Acta Psychiatrica Scandinavica,
109,83-90.

Gonzalez-Pinto, A., Ballesteros, J., Aldama, A., Perez de Heredia, J.L., Gutierrez, M.,
Mosquera, F. & Gonzalez-Pinto, A. (2003). Principal components of mania. Journal of
Affective Disorders 76, 95-102.

Goodwin, F. K. and Jamison, K. R. (1990). Manic-Depressive Illness. New York, Oxford
University Press.

Goodwin, F. K. and Jamison, K. R. (2007). Manic-Depressive Illness. Bipolar Disorders and
Recurrent Depression (2nd edition). New York, Oxford University Press.

Gottschalk, A., Bauer, M.S. & Whybrow, P.C. (1995). Evidence of chaotic mood variation
in biopolar disorder. Archives of General Psychiatry, 52, 947-959.

Grandin, L.D., Alloy, L.B. & Abramson, L.Y. (2006). The Social Zeitgeber Theory,
Circadian Rhythms, and Mood Disorders, Review and Evaluation. Clinical Psychology
Review, 26, 679-694.

Grandin, L.D., Alloy, L.B. & Abramson, L.Y. (2007). Childhood Stressful Life Events and
Bipolar Spectrum Disorders. Journal of Social and Clinical Psychology, 26 (4), 460-478.

Gray, J. A. (1976). The behavioural inhibition system, A possible substrate for anxiety.
Theoretical and experimental bases of behaviour therapies. A. Broadhurst London, Wiley, 3-41.

Gray, J. A. (1978). The neuropsychology of anxiety. British Journal of Psychology 69, 417-
434.

398



References

Gray, J. A. (1979). The neuropsychological theory of anxiety. Emotions and personality in
psychopathology. C. E. Izard. New York, Plenum, 303-335.

Gray, J. A. (1982). The neuropsychology of anxiety, An enquiry into the functions of the
septo-hippocampal system. Oxford, Oxford University Press.

Gray, J.A. (1981). A critique of Eysenck's theory of personality. In H.J. Eysenck (Ed), A
model for personality (pp. 246.276). New York, Springer.

Greenberger, E„ Chen, C., Dmitrieva, J. & Farruggia, S.P. (2003). Item-Wording and the
Dimensionality of the Rosenberg Self-Esteem Scale: Do They Matter? Personality and
Individual Differences, 35, 1241-1254.

Greenblatt M., Becerra R.M. & Seafetinides E.A. (1982). Social networks and mental
health, An overview. American Journal of Psychiatry, 139, 977-984.

Greenhouse, W.J., Meyer, B. & Johnson, S.L. (2000). Coping and medication adherence in
bipolar disorder. Journal ofAffective Disorders, 59, 237-241.

GreenleyJ.R (1986). Social control and EE. Journal of Nervous and Mental Disease, 174, 24-
30.

Gumley, A.I. & Schwannauer, M. (2006). Staying Well After Psychosis: A Cognitive
Interpersonal Approach to Recovery and relapse prevention. Chichester: John Wiley &
Sons.

Gumley, A., White, C.A. & Power, K. (1999). An interacting cognitive subsystems model
of relapse and the course of psychosis. Clinical Psychology and Psychotherapy, 6, 261-279.

Gupta, R.D. & Guest, J.F. (2002). Annual Cost of bipolar disorder to UK society. British
Journal of Psychiatry 180, 227-233.

Gutierrez, M.J. & Scott, J. (2004). Psychological Treatment for Bipolar Disorders.
European Archives of Psychiatry and Clinical Neuroscience, 254, 92-98.

Haas, G.L., Glick, I.D., Clarki,n J.F., Spencer, J.H., Lewis, A.B., Peyser, J., DeMane, N„
Good-Ellis, M„ Harris, E. & Lestelle, V. (1988). Inpatient family intervention, a
randomized clinical trial. Archives of General Psychiatry, 45, 217-224.

Hahn J., Neidhardt E., Florin I. & Franzen U. (1995). Expressed Emotion und soziale
Unterstiitzung bei alkoholabhangigen Patienten und ihren Partnerinnen. Sytem Famile, 8,
179-188.

Hall, K.S., Dunner, D.L., Zeller, G. & Fieve, R.R. (1977). Bipolar illness, a prospective
study of life events. Comprehensive Psychiatry, 18, 5, 497-502.

Hamera, Peterson, Young, Schaumloffel & Mardee (1992). Symptom monitoring in
schizophrenia, Potential for enhancing self-care. Archives of Psychiatric Nursing. Vol 6(6) Dec
324-330.

Hamilton, M. (I960). A Rating Scale for Depression. Journal of Neurology, Neurosurgery, and
Psychiatry, 23, 56-62.

399



References

Hammen, C. & Gitlin, M. (1997). Stress reactivity in bipolar patients and its relation to
prior history of disorder. American Journal of Psychiatry, 154, 856-857.

Hammen, C. (1991). Generation of stress in the course of unipolar depression. Journal of
Abnormal Psychology, 100, 556-561.

Hammen, C., Ellicott, A., & Gitlin, M. (1992). Stressors and sociotropy/autonomy, A
longitudinal study of their relationship to course of bipolar disorder. Cognitive Therapy and
Research, 16, 409-418.

Hammen, C„ Gitlin, M. & Altshuler, L. (2000). Predictors of work adjustment in bipolar I
patients, A naturalistic longitudinal follow-up. Journal of Consulting and Clinical Psychology,
68, 2, 220-225.

Hammersley, P., Dias, A., Todd, G., Bowen-Jones, K„ Reilly, B. & Bentall, R.P. (2003).
Childhood trauma and hallucinations in bipolar affective disorder, preliminary
investigation. British Journal ofPsychiatry, 182, 543-547.

Hantouche, E.G. & Akiskal, H.S. (2005). Bipolar II vs. unipolar depression,
psychopathologic differentiation by dimensional measures .Journal ofAffective Disorders, 84,
127-132.

Harmon-Jones, E. (2003). Anger and the behavioral approach system. Personality and
Individual Differences 35(5), 995-1005.

Harper, A. & Power, M. (1998). Development of the World Health Organisation
WHOQOL-BREF Quality of Life Assessment. Psychological Medicine, 28 (3), 551 -558.

Harper, D. G., Volicer, L., Stopa, E. G., McKee, A. C., Nitta, M. and Satlin, A. (2005).
Disturbance of Endogenous Circadian Rhythm in Aging and Alzheimer Disease. American
Journal of Geriatric Psychiatry 13(5), 359-368.

Harris T.O. (1992). Some reflections on the process of social support and nature of
unsupportive behaviour. In, Veiel H.O.F. & Baumann U. (Eds.). The meaning and
measurement of social support (pp. 171 -192). Washington, Hemisphere.

Harris, Brown & Robinson (1999). Befriending as an intervention for chronic depression
among women in an inner city, 2, Role of a fresh-start experiences and baseline
psychosocial factors in remission from depression. British Journal of Psychiatry, 174 (3), 225-
232.

Hauser, M., Pfennig, A., Ozgurdal, S, Heinz, A., Bauer, M. & Juckel, G. (2007). Early
Recognition of Bipolar Disorder. European Psychiatry, 22, 92 - 98.

Hayward, P., Wong, G„ Bright, J.A. & Lam, D. (2002). Stigma and self-esteem in manic
depression, an exploratory study.Journal ofAffective Disorders, 69, 61-67.

Healy, D. & Williams, J.M.G. (1989). follow up of 53 bipolar manic-depressive patients.
Psychiatric Developments, I, 49-70.

400



References

Healy, D. and Williams, J. M. G. (1988). Dysrhythmia, Dysphoria, and Depression, The
Interaction of Learned Helplessness and Circadian Dysrhythmia in the Pathogenesis of
Depression. Psychological Bulletin 103(2), 163-178.

Heller K. Swindle R.W. & Dusenbury L. (1986). Component social support processes,
Comments and Integration. Journal of Consulting and Clinical Psychology, 54, 466-470.

Henderson S. (1980). Personal networks and the schizophrenias. Australian and New
Zealand Journal of Psychiatry, 14, 255-259.

Henderson S., Byrne D.G. & Duncan-Jones P. (1981). Neurosis and the social
environment. Sydney, Academic Press.

Hendricks, L. E„ et al. (1983). The NIMH Diagnostic Interview Schedule, A test of its
validity in a population of Black adults, / Natl. Med. Assoc. 75(7), 667-671.

Henin, A., Biederman, J., Mick, E„ Hirshfeld-Becker, D.R., Sachs, G.S., Yelena, W., Yan, L.,
Ogutha, J. & Nirenberg, A.A (2007). Childhood Antecedent Disorders to Bipolar
Disorder in Adults, A Controlled Study.Journal ofAffective Disorders, 99, 51 - 57.

Henin, A., Otto, M.W. & ReiIly-Harrington, N.A. (2001). Introducing Flexibility in
Manualized Treatments, Application of Recommended Strategies to the Cognitive-
Behavioral Treatment of Bipolar Disorder. Cognitive and Behavioral Practice, 8, 3 17-328.

Henry, C., Bullivier, F., Sorbara, F., Tangwongchai, S., Lacoste, J., Faure-Chaigneu, M. &
Leboyer, M. (2001). Bipolar Sensation Seeking is associated with a Propensity to Abuse
rather than to Temperamental Characteristics. European Psychiatry 16, 289-92.

Henry, C„ Van den, B.D., Bellivier, F., Etain, B„ Rouillon, F. and Leboyer, M., (2003).
Anxiety disorders in 318 biploar patients, prevelance and impact on illness severity and
response to mood stabilzer. Journal of clinical Psychiatry, 64, 33 1-335.

Hertz, M.I. & Melville, C. (1980). Relapse in Schizophrenia. American Journal of Psychiatry,
137 (7/ 801-805.

Hill RG, Hardy P & Shepherd G (1996). Perspectives on manic depression, a survey of
the manic depression fellowship. The Sainsbury Centre for Mental Health. London.

Hilty, D.M., Brady, K.T. & Hales, R.E. (1999). A review of bipolar disorder among adults.
Psychiatric Services, 50, 201 -213.

Himmighoffen H, Budischewski K, Hartling F, Hell D, Boker H. (). Self-esteem and partner
relationships of patients with bipolar affective disorder, a study of the interval personality
with the Giessen-test. Psychiatriste Praxis;30, 21-32.

Hirsch, S.R. & Jolley, A.G. (1989). The dysphoric syndrome in schizophrenia and its
implications for relapse. British Journal of Psychiatry, 155 (suppl. 5), 46-50.

Hirschfeld, R.M.A. (2005). Are depression and bipolar disorder the same illness? American
Journal ofPsychiatry, 162 (7) 1241 -1242.

401



References

Hirschfeld, R.M.A., Klerman, G.L., Keller, M.B. & Andreason, N.C. (1986). Personality of
recovered patients with bipolar affective disorder. Journal ofAffective Disorders, I I, 81-89.

Hlastala, S.A., Frank, E„ Kowalski, J., Sherrill, J.T., Tu, X.M., Anderson, B. & Kupfer, D.J.
(2000). Stressful life events, bipolar disorder and the "kindling model". Journal ofAbnormal
Psychology, 109,4,777-786.

Hoch, A. (1915). A study of the benign psychoses. John Hopkins Hospital Bulletin, 291, 165-
169.

Hogan, B.E., Linden, W. & Najarian, B. (2002). Social support interventions, Do they
work? Clinical Psychology Review 22, 381-440.

Hogarty, G.E., Anderson, C.M., Reiss, D.J., Kornblith, S.J., Greenwald, D.P., Javna, C.D. &
Madonia, M.J. (1986). Family psychoeducation, social skills training and maintenance
chemotherapy in the aftercare treatment of schizophrenia II. One-year effects of a
controlled study on relapse and expressed emotion. Archives of General Psychiatry, 43, 633-
642.

Hollon, S.D., Kendall, P.C. & Lumry, A. (1986). Specificity of depressotypic cognitions in
clinical depression. Journal ofAbnormal Psychology, 95, 53-59.

Honig, A., Hofman, A., Hilwig, M„ Noorthoorn, E. & Ponds, R. (1995). Psychoeducation
and expressed emotion in bipolar disorder, preliminary findings. Psychiatry Research, 56,
299-301.

Honig, A., Hofman, A., Rozendaal, N. & Dingemans, P. (1997). Psycho-education in
bipolar disorder, effect on expressed emotion. Psychiatry Research, 72, 17-22.

Honig, A., Hofman, A., Rozendaal, N. &Higgins, P. (1997). Psycho-education in bipolar
disorder, effect on expressed emotion. Psychiatry Research, 12 (I), 17-22.

Hooley L.M. & Hahlweg K. (1989). Marital satisfaction and marital communication in
German and English couples, A tale in two cities. Behavioural Assessment, II, 119-131.

Hooley L.M. & Teasdale J.D. (1989). Predictors of relapse in unipolar depressives,
Expressed Emotion, marital distress and perceived criticism. Journal of Abnormal
Psychology, 98 (3), 229-235.

Hooley L.M. (1986). Expressed Emotion and depression, Interactions between patients
and high- versus low-Expressed Emotion spouses. Journal of Abnormal Psychology, 95 (3),
237-246.

Hooley, J. (1998). Expressed Emotion and Locus of Control. Journal of Nervous & Mental
Disease, 186 (6), 374-378.

Hooley, J.M. & Gotlib, I.H. (2000). A Diathesis-Stress Conceptualization of Expressed
Emotion and Clinical Outcome. Applied and Preventive Psychology, 9, 135-15 I.

Hooley, J.M. (1985). Expressed Emotion, a review of the critical literature. Clinical
Psychology Review, 5, I 19-139.

402



References

Hooley, J.M. (2007). Expressed Emotion and Relapse of Psychopathology. Annual Review of
Clinical Psychology, 3, 329-352.

Hoover, C. & Fitzgerald, R. (1981). Marital conflict of manic-depressive patients. Archives
of General Psychiatry, 38, 65-67.

Hu L.T. & Bentler, P.M. (1999). Cutoff criteria for fit indexes in covariance structure
analysis: Conventional criteria versus new alternatives. Structural Equation Modeling, 6, I-
55.

Hubschmitt T. & Zemp M. (1989). Interaction in high and low Expressed Emotion
families. Social Psychiatry and Psychiatric Epidemiology, 24,1 13-1 19.

Hultman, C.M., Wieselgren, I. & Ohman, A. (1997). Relationships between social support,
social coping and life events in the relapse of schizophrenic patients. Scandinavian Journal
of Psychology 38(1)3-13.

Hunt, N., Bruce-Jones, W. & Silverstone, T. (1992). Life events and relapse in bipolar
affective disorder. Journal ofAffective Disorders, 25, 13-20.

Isometsa, E„ Heikkinen, M„ Henriksson, M., Aro, H. & Lonnqvist, J. (1995). Recent life
events and completed suicide in bipolar affective disorder. A comparison with major
depressive suicides. Journal ofAffective Disorders, 33, 99-106.

J. Heikkila, T. Ilonen, H. Karlsson, T. Taiminen, H. Lauerma, K. Leinonen, E. Wallenius, M.
Heinimaa, S. Koponen, P. Jalo (2003). Cognitive functioning and expressed emotion
among patients with first-episode severe psychiatric disorders. Comprehensive Psychiatry,
47 (2), 152-158.

Jablensky, A., Sartorius, N.„ Ernberg, G., Anker, M. et al. (1992). Schizophrenia,
Manifestations, incidence and course in different cultures, A world health organisation
ten country study. Psychological Medicine, (suppl.20), 97.

Jackson, C., Knott, C., Skeate, A. & Birchwood, M. (2004). The trauma of first episode
psychosis, the role of cognitive mediation. Australian and New Zealand Journal of Psychiatry,
38, 327-333.

Jacobson, J.A., Julian, T.W. & Lohman, B. (2003). Confirmatory factor analysis of the
family emotional involvement and criticism scale, evidence of the dimensionality of
expressed emotion. Psychological Reports, 92, 119-127.

Jaeger J. and Vieta E. (2007). Functional Outcome and Disability in Bipolar Disorders,
Ongoing Research and Future Directions. Bipolar Disorders, 9, 1-2.

Jamison, K.R. (1992). Manic depressive illness, What role does psychology have in
management in practice problems? In K. Hawton and P. Cowen (Eds). Clinical Psychology.
Oxford, Oxford Medical Publications.

Jamison, K.R., Gerner, R.H. & Goodwin, F.K. (1979) Patient and physician attitudes
toward lithium. Archives ofGeneral Psychiatry, 36, 866-869.

403



References

Janowsky, D.S., El-Yousef, M.K. & Davis, J.M. (1974). Interpersonal manoeuvres of manic
patients. American Journal ofPsychiatry, 131, 250-255.

Janssen, I., Hanssen, M„ Bak, M., Bijl, R.V., De Graaf, R„ Vollebergh, W„ McKenzie, K. &
Van Os, J. (2003). Discrimination and delusional ideation. British Journal of Psychiatry 182,
71-76.

Janssen, I., Krabbendam, L„ Bak, M., Hanssen, M„ Vollebergh, W., De Graaf, R. & Van Os,
J. (2004). Childhood abuse as a risk factor for psychotic experiences. Acta Psychiatrica
Scandinavica, 109 (I), 38-45.

Joffe, R.T. (2002). Psychotherapeutic Approaches to Bipolar Depression. Clinical
Neuroscience Research, 2, 252-255.

Johnson, J. G., Cohen, P., Skodol, A.E., Oldham, J.O., Kasen S. & Brook, J.S. (1999).
Personality disorders in adolescence and risk of major mental disorders and suicidality
during adulthood. Archives of General Psychiatry, 56, 805-81 I.

Johnson, L., Lundstrom, O., Aberg-Wistedt, A., Mathe, A.A. (2003). Social support in
bipolar disorder, its relevance to remission and relapse. Bipolar Disorders, 5, 129-137.

Johnson, S.L. and Meyer, B. (2004). Psychosocial predictors of symptoms. Psychological
Treatment of Bipolar Disorder. R. L Leahy. New York, The Guilford Press, 83-105.

Johnson, S.L. and Kizer, A. (2002). Bipolar and unipolar depression, A comparison of
clinical phenomenology and psychosocial predictors. In I.H. Gotlib & C.L. Hammen (Eds.),
Handbook of Dpression. New York, Guilford Press.

Johnson, S.L., and Fingerhut, R. (2004). Negative cognitions predict the course of bipolar
depression, not mania. Journal of Cognitive Psychotherapy 18(2), 149-162.

Johnson, S.L. and Miller, I. (1997). Negative life events and time to recovery from
episodes of bipolar disorder. Journal ofAbnormal Psychology, 106, 3, 449-457.

Johnson, S.L. & Roberts, J.E. (1995). Life events and bipolar disorder, Implications from
biological theories. Psychological Bulletin, I 17, 434-449.

Johnson, S.L. (2005). Life events in bipolar disorder, Towards more specific models.
Clinical Psychology Review 25, 1008-1027.

Johnson, S.L., Greenhouse, W. & Bauer, M. (2000). Psychosocial approaches to the
treatment of bipolar disorder. Opinion in Psychiatry, 13, 69-72.

Johnson, S.L., Meyer, B„ Winett, C. & Small, J. (2000). Social support and self-esteem
predict changes in bipolar depression but not mania. Journal of Affective Disorders, 58, 79-
86.

Johnson, S.L., Sandrow, D., Meyer, B., Winters, R., Miller, I., Solomon, D. & Keitner, G.
(2000). Increases in manic symptoms after life events involving goal attainment. Journal of
Abnormal Psychology, 109, 4, 721 -727.

404



References

Johnson, S.L., Turner, R.J. & Iwata, N. (2003). BIS/BAS levels and psychiatric disorder, An
epidemiological study. Journal of psychopathology and behavioural assessment, 25 (I), 25-36.

Johnson, S.L., Winett, C„ Meyer, B., Greenhouse, W. & Miller, I. (1999). Social support
and the course of bipolar disorder. Journal ofAbnormal Psychology, 108, 558-566.

Jolley, A.G., Hirsch, S.R., Morrison, E. et al (1990). Trial of brief intermittent neuroleptic
prophylaxis for selected schizophrenic outpatients, Clinical and social outcome at two
years. British Medical Journal, 301, 837-842.

Jones S.H. & Bentall R.P. (2006)(Eds.). The Psychology of Bipolar Disorder; new developments
and research strategies. Oxford, Oxford university Press.

Jones, L., Scott, J., Haque, S„ Gordon-Smith, K., Heron, J., Caeser, S„ Cooper, C., Forty,
L., Hyde, S., Lyon, L„ Greening, J., Sham, P., Farmer, A., McGuffin, P., Jones, I. &
Craddock, N. (2005). Cognitive style in bipolar disorder. British Journal of Psychiatry 187,
431-437.

Jones, P., Rodgers, B„ Murray, R. & Marmot, M. (1994). Child developmental risk factors
adult schizophrenia in the British 1946 birthcohort. Lancet 344, 1398-402.

Jones, S.H. (2001). Circadian Rhythms, Mulitilevel Models of Emotion and Bipolar
Disorder - An Initial Step Towards Integration. Clinical Psychology Review 21,8, I 193-1209.

Jones, S. (2002). Cognitive Behaviour Therapy in the Treatment of Bipolar Disorder.
Bipolar Disorders, 4, 275.

Jones, S. H. (2006). Circadian Rhythms and internal attributions in bipolar disorder. The
psychology of bipolar disorder. In: S.H. Jones & R.P. Bentall (Eds.). The Psychology of
Bipolar Disorder; new developments and research strategies. Oxford, Oxford University
Press.

Jones, S. H. and Tarrier, N. (2005). New developments in bipolar disorder. Clinical
Psychology Review, 25(8), 1003-1007.

Jones, S.H., Sellwood, W. & McGovern, J. (2005). Psychological Therapies for Bipolar
Disorder, The Role of Model-Driven Approaches to Therapy Integration. Bipolar
Disorders, 7, 22-32.

Jones S.H., Mansell, W. & Waller L. (2006). Apraisal of hypomania-relevant experiences:
Development of a questionnaire to assess poitive self-dispositional appraisals in bipolar
and behavioural risk samples. Journal ofAffective Disorders, 93, 19-28.

Jorgensen, P. (1998). Eary signs of psychotic relapse in schizophrenia. The British Journal of
Psychiatry, 172, 327-330.

Judd, L. L., Akiskal, H. S., Schettler, P. J., Endicott, J., Maser, J., Solomon, D. A., Leon, A.
C„ Rice, J. A. and Keller, M. B. (2002). The long-term natural history of the weekly
symptomatic status of bipolar I disorder. Archives of General Psychiatry 59(6), 530-537.

405



References

Judd, L.L., Akiskal, H.S., Schettler, P.J., Coryell, W., Maser, J., Rice, J.A., Solomon, D.A. &
Keller, M.B. (2003). The comparative clinical phenotype and long term longitudinal
episode course f bipolar I and I I, a clinical spectrum or distinct disorders? Journal of
Affective Disorders 73, 19-32.

Judd, L.L., Akiskal, H.S., Schettler, P.J., Endicott, J., Leon, A.C., Solomon, D.A., Coryell,
W„ Maser, J.D. & Keller, M.B. (2005). Psychosocial disability in the course of bipolar I and
II disorders. Archives of General Psychiatry, 62, 1322-1330.

Kadri, N„ Mouchtaq, N., Hakkou, F. & Moussaoui, D. (2000). Relapses in bipolar patients,
changes in social rhythm? International Journal ofNeuropsychcopharmacology, 3, 45-49.

Kasch, K. L„ Rottenberg, J., Arnow, B. A. and Gotlib, I. H. (2002). Behavioral Activation
and Inhibition Systems and the Severity and Course of Depression. Journal of Abnormal
Psychology I I I (4), 589-597.

Kavanagh, D. J. (1992). Recent developments in expressed emotion and schizophrenia.
British Journal of Psychiatry, 160, 601 -620.

Kay, S.R., Fiszbein, A. & Opler, L.A. (1987). The positive and negative syndrome scale
(PANSS) for schizophrenia. Schizophrenia Bulletin, 13, 261 -276.

Kazarian S.S., Cole J.D., Malla A.K., Baker B. (1990). Comparison of two Expressed
Emotion Scales with the Camberwell Family Interview. Journal of Clinical Psychology, 46,
306-309.

Keck, P.E., McElroy, S.L., Strakowski, S.M., West, S.A., Sax, K.W., Hawkins, J.M., Bourne,
M.L. & Haggard, P. (1998). 12-Month Outcome of Patients With Bipolar Disorder
Following Hospitalization for a Manic or Mixed Episode. The American Journal of Psychiatry,
155, 646-652.

Keitner, G.I., Solomon, D.A., Ryan, C.E., Miller, I.W., Mallinger, A., Kupfer, D.J. & Frank,
E. (1996). Prodromal and residual symptoms in bipolar I disorder. Comprehensive
Psychiatry, 37,5, 362-367.

Keller, P. Lavori, B. Friedman, E. Nielsen, J. Endicott, P. McDonald-Scott and N.
Andreason, (1982). The Longitudinal Interval Follow-up Evaluation, a comprehensive
method for assesing outcome in prospective longitudinal studies. Archives of General
Psychiatry, 44, 540-548.

Kennedy, B.L., Dhaliwal, N., Pedley, L„ Sahner, C„ Greenberg, R. & Manshadi, M.S.
(2002). Post-traumatic stress disorder in subjects with schizophrenia and bipolar
disorder. Journal ofKentucky Medical Association, 100, 395-399.

Kennedy, N„ Everitt, B., Boydell, J., Van Os, J., Jones, P.B., & Murray, R.M. (2005).
Incidence and distribution of first-episode mania by age, results from a 35-year study.
Psychological Medicine, 35, 855-863.

Kennedy, S., Thompson, R„ Stancer, H., Roy, A. & Persad, E. (1983). Life events
precipitating mania. British Journal ofPsychiatry, 167, 581-588.

406



References

Kessing, L.V. (2004). Gender differences in the phenomenology of bipolar disorder.
Bipolar Disorders, 6, 421-425.

Kessing, L.V., Agerbo, E. & Mortensen, P.B. (2004). Major stressful life events and othe
risk fators for first admission with mania. Bipolar Disorders, 6 (2), 122-129.

Kessing, L.V., Hansen, M.G. & Andersen, K.P. (2004). Course of illness in depressive and
bipolar disorders. British Journal Of Psychiatry, 185, 372-377.

Kessler R.C. & McLeod J.D. (1985). Social support and mental health in community
samples. In, Cohen S. & Syme S.L (Eds.). Social Support and Health (pp. 219-242). London,
Academic Press.

Kessler, R.C., Rubinow, D.R., Holmes, C., Abelson, J.M. & Zhao, S. (1997). The
epidemiology of DSM-III-R bipolar I disorder in a general population survey. Psychological
Medicine, 27, 1079-1089.

Kim, E.Y. & Miklowitz, D.J. (2004). Expressed Emotion as a Predictor of Outcome among
Bipolar Patients Undergoing Family Therapy. Journal ofAffective Disorders, 82, 343-352.

Kim, E.Y., Miklowitz, D.J., Biuckians, A. & Mullen, K. (2007). Life Stress and the Course of
Early-Onset Bipolar Disorder. Journal ofAffective Disorders, 99 37 - 44.

King, M., Nazareth, I., Lampe, F„ Bower, P., Chandler, M„ Morou, M., Sibbald, B. & Lai, R.
(2005). Impact of Participant and Physician Intervention Preferences on Randomized
Trials: A Systematic Review. Journal of the American Medical Association. 293(9): 1089-1099.

Kleepsies DM & Dettmer EL (2000). The stress of patient emergencies for the clinician,
Incidence, impact and means of coping. Journal ofClinical Psychology, 56, 1353-1369

Klein R.J., Hawkins E.M. & Newman I. (1987). The measurement of social support, The
use of the Social Support Questionnaire as a means of examining differences between
acute and chronic hospitalized psychiatric patients. Journal of Group Psychotherapy,
Psychodrama and Sociometry, 40, 19-32.

Kleindienst, N., Engel, R.R. & Greil, W. (2005). Psychosocial and demographic factors
associated with response to lithium. A systematic review for bipolar disorders.
Psychological Medicine, 35, I-10.

Klemfuss, H. and Kripke, D. F. (1995). Antimanic drugs stabilize hamster circadian
rhythms. Psychiatry Research 57(3), 215-222.

Klerman, G.L., Weismann, N.M., Rounsaville, B.J. & Chevron, E.S. (1984). Interpersonal
therapy of depression. New York, Basic Books.

Koenig, J.E., Sachs-Ericsson, N. & Miklowitz, D.J. (1997). How do psychiatric patients
experience interactions with their relatives? Journal of Family Psychology, I I (2), 251-256.

Kraepelin E (1921). Manic Depressive Insanity and Paranoia. Edinburgh, ES Livingstone.

407



References

Kruger, S., Alda, M., Young, L.T., Goldapple, K„ Parikh, S„ Mayberg, H.S. (2006). Risk and
Resilience Markers in Bipolar Disorder, Brain Responses to Emotional Challenge in
Bipolar Patients and Their Healthy Siblings. American Journal of Psychiatry, 163, 257-264.

Kuiper, N.A. & Derry, P.A. (1982). Depressed and nondepressed content, self-reference
in mild depressives. Journal of Personality, 50, 67-80.

Kuipers L & Bebbington P (1988). Expressed emotion research in schizophrenia,
Theoretical and clinical implications. Psychological Medicine. 18, 893-909.

Kuipers L, Sturgeon D, Berkowitz R, LeffJ. (1983). Characteristics of expressed emotion,
its relationship to speech and looking in schizophrenic patients and their relatives. British
Journal of Clinical Psyhcology, 20(4), 701 -4.

Kuipers, L. & Bebbington, P. (1988). Expressed emotion research in schizophrenia,
theoretical and clinical implications. Psychological Medicine 18(4), 893-909.

Kuipers, L. (1992). Expressed Emotion in Europe. British Journal of Clinical Psychology, 31,
429-443.

Kulhara P, Basu D, Mattoo SK, Sharan P, Chopra R. (1999). Lithium prophylaxis of
recurrent bipolar affective disorder, long-term outcome and its psychosocial correlates.
Journal ofAffective Disorders, 54(1-2), 87-96.

Kulhara, P., Basu, D„ Mattoo, S.K., Sharan, P. & Chopra, R. (1999). Lithium prophlaxis of
recurrent bipolar affective disorder, long-term outcome and its psychosocial correlates.
Journal ofAffective Disorders, 54, 87-96.

Kumar, S., Thara, R. & Rajkumar, S. (1989). Coping with symptoms of relapse in
schizophrenia. European Archives of Psychiatry and Neurological Sciences, 239, 213-215.

Kupfer, D. J., Weiss, B. L. and Foster, G. (1974). Psychomotor activity in affective states.
Archives of General Psychiatry 30, 765-768.

Kusznir, A., Cooke, R.G. & Young, L.T. (2000). The correlates of community functioning
in patients with bipolar disorder. Journal ofAffective Disorders, 61, 81-85.

Kuyken, W. (2004). Cognitive therapy outcome, the effects of hopelessness in a
naturalistic outcome study. Behaviour Research and Therapy, 46 (6), 63 1-646.

Kwapil, T. R., Miller, M. B„ Zinser, M. C„ Chapman, L. J., Chapman, J. and Eckblad, M.
(2000). A longitudinal study of high scorers on the Hypomanic Personality Seale. Journal of
Abnormal Psychology 109(2), 222-226.

Kyte, Z.A., Carlson, G.A. & Goodyear, I.M. (2006). Clinical and Neuropsychological
Characteristics of Child and Adolescent Bipolar Disorder. Psychological Medicine, 36, I 197
-1211.

Lakey, B. & Cassedy, P.B. (1990). Cognitive processes in perceived social support. Journal
of Personality and Social Psychology, 59, 337-343.

408



References

Lam, D. & Wong, G. (1997). Prodromes, coping strategies, insight and social functioning
in bipolar affective disorders. Psychological Medicine, 27, 1091-1 100.

Lam, D. & Wong, G. (2005). Prodromes, coping strategies and psychological
interventions in bipolar disorders. Clinical Psychology Review 25, 1028-1042.

Lam, D. H., Jones, S. H., Hayward, P. and Bright, J. A. (1999). Cognitive therapy for Bipolar
Disorder - A therapists guide to Concepts, Methods and Practice. London, John Wiley and
Sons.

Lam, D., Wong, G., & Sham, P. (2001). Prodromes, coping strategies and course of illness
in bipolar affective disorders, - a naturalistic study. Psychological Medicine, 31,1397-1402.

Lam, D„ Wright, K. & Sham, P. (2005). Sense of hyper-positive self and response to
cognitive therapy in bipolar disorder. Psychological Medicine, 35, 69-77.

Lam, D., Wright, K. & Smith, N. (2004). Dysfunctional assumptions in bipolar disorder.
Journal ofAffective Disorders 79, 193-199.

Lam, D.H. & Power, M.J. (1991). Social support in a general practice elderly sample.
International Journal of Geriatric Psychiatry, 6, 89-93.

Lam, D.H., Bright, J., Jones, S., Hayward, P., Schuck, N., Chisholm, D. & Sham, P. (2000).
Cognitive therapy for bipolar illness - a pilot study of relapse prevention. Cognitive Therapy
and Research, 24, 5, 503-520.

Lam, D.H., Hayward, P., Watkins, E.R., Wright, K. & Sham, P. (2005). Relapse Prevention
in Patients With Bipolar Disorder, Cognitive Therapy Outcome After 2 Years. American
Journal of Psychiatry, 162, 324-329.

Lam, D.H., Watkins, E.R., Hayward, P., Bright, J., Wright, K., Kerr, N„ Parr-Davis, G. &
Sham, P. (2003). A Randomized Controlled Study of Cognitive Therapy for Relapse
Prevention for Bipolar Affective Disorder. Archives of General Psychiatry 60, 145-152.

Lam, D.J. (1991). Psychosocial family intervention in schizophrenia, A review of empirical
studies. Psychological Medicine, 21, 423-441.

Landerman, R., George, L.K., Campbell, R.T. & Blazer, D.G. (1989). Alternative models of
the stress buffering hypothesis. American Jounal of Community Psychology, 17(5), 625-42.

Leahy, R.L. (1999). Decision making and mania, Journal of Cognitive Psychotherapy, An
International Quarterly, I 3, 83-105.

Leahy, R.L. (2005). Clinical implications of the treatment of mania: reducing risk behaviors
in manic patients. Cognitive and Behavioral Practice, 12, 89-98.

Leary M.R., Atherton S.C., Hill S. & Hur C. (1986). Attributional mediators of social
avoidance and inhibition. Journal of Personality, 54, 704-716.

Leavy, R.L. (1983). Social Support and Psychiatric Disorder, A review. Journal of
Community Psychology, I I, 3-21.

409



References

Leboyer, M„ Henry, C„ Paillere-Martinot, M.-L. & Bellivier, F. (2005). Age at Onset in
Bipolar Affective Disorders, A Review. Bipolar Disorders, 7, I I I-1 18.

Leeb, B„ Mundt, C., Fiedler, P., Ernst, S„ Lober, H. & Miinzel, C. (1993). 'Verdeckte
Kritik' — ein neues Kriterium zur Bestimmung des Expressed Emotion Index nach dem
Five Minute Speech Sample bei Partnern depressiver Patienten. Nervenarzt, 64, 727-729.

Leff, J. & Vaughn, C. (1980). The interaction of life events and relatives expressen
emotion in schizophrenia and depressive neurosis. British Journal of Psychiatry, 136, 146-
153.

Leff, J. & Vaughn, C. (1985). Expressed Emotion in Families. New York, Guilford Press.

Leff, J., Kuipers, L„ Berkowitz, R., Eberlein, R. & Sturgeon, D. (1982). A controlled trial of
social intervention in the families of schizophrenic patients. British Journal of Psychiatry, 141,
121-134.

Leff, J., Berkowitz, R., Shavit, N„ Strachan, A., Glass, I. & Vaughn, C. (1989). A trial of
family therapy v. a relatives group of schizophrenia. British Journal of Psychiatry, 154, 58-66.

Leff, J., Wig, N.N., Bedi, H., Menon, D.K. et al. (1990). Relatives expressed emotion and
the course of schizophrenia in Chandigarh, A two-year follow-up of a first contact
sample. British Journal ofPsychiatry, 156, 351-356.

Leff, J., Wig, N.N., Ghosh, A., Bedi, H., Menon, D.K., Kuipers, L., Korten, A., Ernberg, G.,
Day, R. & Sartorius, N. (1987). Expressed emotion and schizophrenia in north India. III.
Influence of relatives' expressed emotion on the course of schizophrenia in Chandigarh.
The British Journal of Psychiatry 151, 166-173.

Leibenluft, E. and Wehr, T. A. (1992). Is sleep deprivation useful in the treatment of
depression? American Journal ofPsychiatry 149(2), 159-68.

Leibenluft, E„ Albert, P. S„ Rosenthal, N. E. and Wehr, T. A. (1996). Relationship between
sleep and mood in patients with rapid-cycling bipolar disorder. Psychiatry Research 63(2-3),
161-168.

Leidy N., Palmer C„ Murray M„ Robb J. and Revicki D. (1998). Health-related quality of
life assessment in euthymic and depressed patients with bipolar disorder (psychometric
performance of four self-report measures(.Journal ofAffective Disorder, 48, 207-214.

Leinhart S. (ed.) (1982). Sociological Methodology. San Francisco, Jossey-Bass.

Leon, A.C., Solomon, D.A., Mueller, T.I., Endicott, J., Posternak, M., Judd, L.L., Schettler,
P.J., Akiskal, H.S. & Keller, M.B. (2000). A brief assessment of psychosocial functioning of
subjects with bipolar I disorder. The Journal of Nervous and Mental Disease, 188, 12, 805-
812.

Leverich, G.S. & Post, R.M. (1996). Life charting the course of bipolar disorder. Current
Review ofMood and Anxiety Disorders, 1, 48-61.

410



References

Leverich, G.S. & Post, R.M. (2006). Course of Bipolar Illness after History of Childhood
Trauma. The Lancet, 367, 1040-1042.

Leverich, G.S., McElroy, S.L., Suppes, T., Keck Jr., P.E., Denicoff, K.D., Nolen, W.A.,
Altshuler, L.L., Rush, J., Kupka, R., Frye, M.A., Autio, K.A. & Post, R.M. (2002). Early
Physical and Sexual Abuse Associated with an Adverse Course of Bipolar Illness. Biological
Psychiatry, 51, 288-297.

Leverich, G.S., Post, R.M. & Rosoff, A.S. (1990). Factors Associated with Relapse during
Maintenance Treatment of Affective Disorders. International Clinical Psychopharmacology, 5,
135-156.

Levitan, R.D., Parikh, S.V., Lesage, A.D., Hegadoren, K.M., Adams, M., Kennedy, S.H. &
Goering, P.N. (1998). Major depression in individuals with a history of childhood physical
or sexual abuse, relationship to neurovegetative features, mania and gender. The
American Journal ofPsychiatry, 155 (12), 1746-1752.

Levkovitz V, Fennig S, Horesh N, Barak V, Treves (2000). Perception of ill spouse and
dyadic relationship in couples with affective disorder and those without. Journal of
Affective Disorders, 58(3), 237-40.

Leykin Y„ DeRubeis R. J., Gallop R., Amsterdam J.D„ Shelton C. & Hollon S.D. (2007).
The Relation of Patients' Treatment Preferences to Outcome in a Randomized Clinical

Trial. Behavior Therapy, 38 (3), 209-217.

Linszen D„ Dingemans P., Van der Does JM„ Nugter A., Scholte P., Lenoir R & Goldstein
MJ. (1996). Treatment, expressed emotion and relapse in recent onset schizophrenic
disorders. Psychological Medicine, 26, 333-342.

Lish, J.D., Dime-Meenan, S., Whybrow, P.C., Price, R.A. & Hirschfeld, R.M.A. (1994). The
National Depressive and Manic-depressive Association (DMDA) survey of bipolar
members. Journal ofAffective Disorders, 3 I, 281-294.

Lobban, F„ Gamble, C., Kinderman, P., Taylor, L., Chandler, C„ Tyler, E., Peters, S„
Pontin, E„ Sellwood, W. & Morriss, R.K. (2007). Enhanced Relapse Prevention for Bipolar
Disorders - ERP Trial. BA4C Psychiatry, 7:6.

Lovejoy, M.C. & Steuerwald, B.L. (1997). Subsyndromal unipolar and bipolar disorders II,
Comparisons on daily stress levels. Cognitive Therapy and Research, 21, 6, 607-618.

Lozano, B.E. & Johnson, S.L. (2001). Can personality traits predict increases in manic and
depressive symptoms? Journal ofAffective Disorders, 63, 103-1 I I.

Lukoff, D„ Snyder, K„ Ventura, J. & Nuechterlein, K.H. (1984). Life events, familial stress,
and coping in the developmental course of schizophrenia. Schizophrenia Bulletin 10(2), 258-
92.

Lyon, H.M., Startup, M. & Bentall, R.P. (1999). Social cognition and the manic defense,
attributions, selective attention, and self-schema in bipolar affective disorder. Journal of
Abnormal Psychology, 108, 2, 273-282.

41 I



References

MacCarthy B., Hemsley D„ Schrank-Fernandez C„ Kuipers L. & Katz R. (1986).
Unpredictability as a correlate of Expressed Emotion in the relatives of schizophrenics.
British Journal of Psychiatry, 148, 727-730.

McCay, E., Beanlands, H„ Zipursky, R„ Roy, P., Leszcz, M„ Landeen, J., Ryan, K., Conrad,
G., Romano, D., Francis, D., Hunt, J., Costanini, L. & Chan, E. (2007). A randomised
controlled trial of a group intervention to reduce engulfment and self-stigmatisation in
first episode schizophrenia. Australian e-Journal for the Advancement ofMental Health, 6 (3),
1-9.

MacCreadie R.G., Robertson L.J., Hall D.J. & Berry I. (1993). The Nithsdale Schizophrenia
Surveys. XI. Relatives Expressed Emotion. Stability over five years and its relations to
relapse. British Journal of Psychiatry, 162, 393-397.

Macdonald, E.M., Pica, S., Mcdonald, S., Hayes, R.L. & Baglioni, A.J. Jr. (1998). Stress and
coping in early psychosis. Role of symptoms, self-efficacy, and social support in coping
with stress. Br J Psychiatry Suppl. 172(33), 122-7.

MacKinnon, D.F. & Zamoiski, R. (2006). Panic Comorbidity and Bipolar Disorder, What
is the Manic-Panic Connection? Bipolar Disorders, 8, 648-664.

MacKinnon, D.P., Lookwood, C.M., Hoffman, J.M., West. S.G. & Sheets, V. (2002). A
comparison of methods to test mediation and other intervening variable effects.
Psychological Methods, 7, 83-104.

Macmillan, I., Howells, L„ Kale, K., Hackmann, C., Taylor, G., Hill, K., Bradford, S. &
Fowler, D. (2007). Social and Symptomatic Outcomes of First-Epsiode Bipolar Psychoses
in an Early Intervention Service. Early Intervention in Psychiatry, I, 79-87.

MacQueen G., Young L., Robb J., Marriott M„ Cooke R. and Joffe R. (2000). Effect of
number of episodes on wellbeing and functioning of patients with bipolar disorder. Acta
Psychiatr Scand 101, 374-381.

MacQueen, G.M., Young, L.T. & Joffe, R.T. (2001). A Review of Psychosocial Outcome in
Patients with Bipolar Disorder. Acta Psychiatrica Scandinavica, 103, 163-170.

Magena A., Goldstein M.J., Karno M„ Miklowitz D.J., Jenkins J. & Falloon I.R.H. (1986). A
brief method for assessing Expressed Emotion in relatives of psychiatric patients.
Psychiatry Research, 17, 203-212.

Malkoff-Schwartz, S., Frank, E., Anderson, B„ Sherrill, J.T., Siegel, L., Patterson, D. &
Kupfer, D.J. (1998). Stressful life events and social rhythm disruption in the onset of
manic and depressive bipolar episodes, a preliminary investigation. Archives of General
Psychiatry, 55 (8), 702-707.

Malkoff-Schwartz, S., Frank, E., Anderson, B.P., Hlastala, S.A., Luther, J.F., Sherrill, J.T.,
Houck, P.R. & Kupfer, D.J. (2000). Social rhythm disruption and stressful life events in the
onset of bipolar and unipolar episodes. Psychological Medicine, 30, 1005-1016.

Malla & Norman (1994). Prodromal symptoms in schizophrenia. British Journal of Psychiatry.
Vol 164.

412



References

Malmberg, A., Lewis, G., David, A. et al (1998). Premorbid adjustment and personality in
people with schizophrenia. British Journal of Psychiatry, 172, 308 -3 I 3.

Manning, J.S. (2005). Burden of Illness in Bipolar Depression. Primary Care Companion to
the Journal of Clinical Psychiatry, 1, 259-267.

Mansell, W. (2006). The hypomanic attitudes and positive predictions inventory (HAPPI):
A pilot study to select cognitions that are elevated in individuals with bipolar disorder
compared to non-clinical controls. Behavioural and Cognitive Psychotherapy, 34, 467-476.

Mansell, W„ Colom, F. & Scott, J. (2005). The nature and treatment of depression in
bipolar disorder, A review and implications for future psychological investigation. Clinical
Psychology Review 25, 1076-1 100.

Mansell, W. & Lam, D. (2006). "I won't do what you tell me!", Elevated mood and the
assessment of advice-taking in euthymic bipolar I disorder. Behaviour Research and
Therapy, 44,1787-1801.

Mansell, W. & Jones S.H. (2006). The brief HAPPI: A questionnaire to assess cognitions
that distinguish between individuals with a diagnosis of bipolar disorder and non-clinical
controls. Journal ofAffective Disorders, 93, 29-34.

Mansell, W„ Morrison A. P., Reid G., Lowens I. & Tai S. (2007). The interpretation of and
response to, changes in internal states: an integrative cognitive model of mood swings
and bipolar disorder. Behavioural and Cognitive Psychotherapy, 1-25.

Marder, S.R., Wirshing, W.C., Van Putten, T. et al (1994). Fluphenazine vs placebo
supplementation for prodromal signs of relapse in schizophrenia. Archives of General
Psychiatry, 51, 280-288.

Martin, J., Jeste, D. V., Caliguiri, M. P., Patterson, T., Heaton, R. and Ancoli-lsrael, S.
(2004). Actigraphic estimates of circadian rhythms and sleep/wake in older schizophrenia
patients. Schizophrenia Research 47(1), 77-86.

Martinez-Aran, A., Penades, R., Vieta, E., Colom, F., Reinares, M., Banabarre, A.,
Salamero, M. & Gasto, C. (2002). Executive Function in Patients with Remitted Bipolar
Disorder and Schizophrenia and Its Relationship with Functional Outcome. Psychotherapy
and Psychosomatics, 71, 39-46.

Martinez-Aran, A., Vieta, E„ Colom, F„ Torrent, C., Sanchez-Moreno, J., Reinares, M„
Benabarre, A., Goikolea, J.M., Brugue, E„ Daban, C. & Salamero, M. (2004). Cognitive
Impairment in Euthymic Bipolar Patients, Implications for Clinical and Functional
Outcome. Bipolar Disorders, 6, 224-232.

Martinez-Aran, A., Vieta, E., Reinares, M„ Colom, F., Torrent, C., Sanchez-Moreno, J.,
Benabarre, A., Goikolea, J.M., Comes, M. & Salamero, M. (2004). Cognitive Function
Across Manic or Hypomanic Depressed, and Euthymic States in Bipolar Disorder.
American Journal ofPsychiatry, 161, 262-270.

Martinez-Aran, A., Vieta, E„ Torrent, C„ Sanchez-Mereno, J., Goikolea, J.M., Salamero,
M., Malhi, G.S., Gonzalel-Pinto, A., Daban, C„ Alvarez-Grandi, S„ Fountoulakis, K„

413



References

Kaprinis, G., Tabares-Seisdedos, R. & Ayuso-Mateos, J.L. (2007). Functional Outcome in
Bipolar Disorder, The Role of Clinical and Cognitive Factors. Bipolar Disorders, 9, 103-
113.

Mattusek P. & Feil W.B. (1983) Personality attributes of depressive patients. Archives of
General Psychiatry, 40, 783-790.

Maurin, J.T. & Boyd, C.B. (1990). Burden of mental illness on the family, A critical review.
Archives of Psychiatric Nursing, 4 (Supplement 2), 99-107.

McCandless-Glimcher, L„ McKnight, S., Hamera, E., Smith, B.L., Peterson, K.A. & Plumlee,
A.A. (1986). Use of symptoms by schizophrenics to monitor and regulate their illness.
Hospital & Community Psychiatry. 37(9), 929-33.

McClellan, J., Kowatch, R., Findling, R.L. & The Work Group on Quality Issues. (2007).
Practice Parameter for the Assessment of Treatment of Children and Adolescents with

Bipolar Disorder. American Academy of Child and Adolescent Psychiatry, 46 (I), 107 - 125.

McCormick, I.R., Siegert, R.J. & Walkey, F.H. (1987). Dimensions of social support, A
factorial confirmation. American Journal of Community Psychology, 15, 73-77.

McElroy, S.L., Altshuler, L.L., Suppes, Keck Jr., P.E., Frye, M„ Denicoff, K.D., Nolen, W.A.,
Kupka, R.W., Leverich, G.S., Rochussen, J.R., Rush, A.J. & Post, R.M. (2001). Axis I
Psychiatric Cormorbidity and Its Relationship to Historial Illness Variables in 288 Patients
with Bipolar Disorder. American Journal of Psychiatry, 158 (3), 420-426.

McFarlane, W. R. (1990). Multiple family groups and the treatment of schizophrenia. In M.
I. Herz, S. Keith, & J. P. Docherty (Eds.), Psychosocial treatment of schizophrenia (167-190).
New York, Elseiver.

McFarlane, W. R. (1994). Multiple-family groups and psychoeducation in the treatment of
schizophrenia. In A. B. Hatfield (Ed.), Family interventions in mental illness (13-22). San
Francisco, Jossey-Bass.

McGhie, A. & Chapman, J. (1961). Disorders of attention and perception in early
schizophrenia. British Journal ofMedical Psychology, 34, 103-1 16.

McGorry, P.D., Chanen, A., McCarthy, E., Van Riel, R„ McKenzie, D. & Singh, B.S. (1991).
Posttraumatic stress disorder following recent-onset psychosis. An unrecognised
postpsychotic syndrome. The Journal of Nervous and Mental Disease, 179 (5), 253-258.

Mclntyre, R. S. & Keck Jr, P.E. (2006). Comorbidity in Bipolar Disorder, Clinical and
Research Opportunities. Bipolar Disorders, 8, 645-647.

Mclntyre, R.S., Soczynska, J.K., Bottas, A., Bordbar, K., Konarski, J.Z. & Kennedy, S.H.
(2006). Anxiety Disorders and Bipolar Disorder, A Review. Bipolar Disorders, 8, 665-676.

McLeod, J.D., Kessler, R.C. & Landis, K.R. (1992). Speed of recovery from major
depressive episodes in a community sample of married men and women. Journal of
Abnormal Psychology, 101, 277-286.

414



References

McPherson, H., Herbison, P. & Romans, S. (1993). Life events and relapse in established
bipolar affective disorder. British Journal of Psychiatry, 163, 381-385.

Meyer, B., Johnson, L. & Carver, C.S. (1999). Exploring Behavioural Activation and
Inhibition Sensitivities Among College Students at Risk for Bipolar Spectrum
Symptomatology. Journal ofPsychopathology and Behavioural Assessment, 21 (4), 275-292.

Meyer, B., Johnson, S.L. & Winters, R. (2001). Responsiveness to threat and incentive in
Bipolar Disorder, Relations of the BIS/BAS scales with symptoms. Journal of
Psychopathology and Behavioural Assessment, 23 (3), 133-143.

Meyer, T. D. and Hautzinger, M. (2003). Screening for bipolar disorders using the
Hypomanic Personality Scale. Journal ofAffective Disorders 75(2), 149-154.

Meyer, T.D. & Maier, S. (2006). Is there evidence for social rhythm instability in people at
risk for affective disorders? Psychiatry Research, 141, 103-1 14.

Michalak EE, Yatham LN, Lam RW. (2004). The role of psychoeducation in the treatment
of bipolar disorder, A clinical perspective. Clinical Approaches in Bipolar Disorder, 3, 5-1 I.

Michalak, E.E., Yatham, L.N., Wan, D.D.C. & Lam, R.W. (2005). Perceived Quality of Life
in Patients with Bipolar Disorder. Does Group Psychoeducation have an Impact? The
Canadian Journal of Psychiatry, 50 (2), 95-100.

Miklowitz D. (1992). Longitudinal outcome and medication non compliance among manic
patients with and without mood incongruent psychotic features. Journal of Nervous and
Mental Disorders 180, 703-71 I.

Miklowitz, D.J. & Craighead, W.E. (2001). Bipolar affective disorder, does psychosocial
treatment add to the efficacy of drug therapy? Economics of Neuroscience Vol. 3 (1), 58-64.

Miklowitz, D.J. & Goldstein, M.J. (1990). Behavioral family treatment for patients with
bipolar affective disorder. Behavior Modification, 14, 457-489.

Miklowitz, D.J. & Johnson, S.L. (2006). The Psychopathology and Treatment of Bipolar
Disorder. Annual Review of Clinical Psychology, 2, 199-235.

Miklowitz, D.J. & Otto, M.W. (2006). New Psychosocial Interventions for Bipolar
Disorder, A Review of Literature and Introduction of the Systematic Treatment
Enhancement Program. Journal of Cognitive Psychotherapy, An International Quarterly, 20 (2),
215-230.

Miklowitz, D.J. & Taylor, D.O. (2006). Family-Focused Treatment of the Suicidal Bipolar
Patient. Bipolar Disorders, 8, 640-651.

Miklowitz, D.J. (2002). Family-focused treatment of Bipolar Disorder, one year effects of
a psychosocial education programme in conjunction with pharmacotherapy. Year Book of
Psychiatry & Applied Mental Health.

Miklowitz, D.J., Frank, E. & George, E.L. (1996). New psychosocial treatments for the
outpatient management of bipolar disorder. Psychopharmacology Bulletin, 32, 4, 613-621.

415



References

Miklowitz, D.J., George, E.L., Axelson, D.A., Kim, E.Y., Birmaher, B„ Schneck, C.,
Beresford, C., Craighead, W.E. & Brent, D.A. (2004). Family-Focused Treatment for
Adolescents with Bipolar Disorder. Journal ofAffective Disorders, 82 (Suppl I), SI I3-SI28.

Miklowitz, D.J., George, E.L., Richards, J.A., Simoneau, T.L. & Suddath, R.I. (2003). A
Randomized Study of Family-Focused Psychoeducation and Pharmacoptherapy in the
Putpatient Management of Bipolar Disorder. Archives of General Psychiatry, 60, 904-912.

Miklowitz, D.J., Goldstein, M.J. & Neuchterlein, K.H. (1995). Verbal interactions in the
families of schizophrenic and bipolar affective patients .Journal of Abnormal Psychology, 104,
268-276.

Miklowitz, D.J., Goldstein, M.J. and Faloon, I.R.H., (1983). Premorbid and symptomatic
characteristics of schizophrenics from families with high and low levels of expressed
emotions. J. Abnorm. Psychol. 92, 359-367.

Miklowitz, D.J., Goldstein, M.J., Neuchterlein, K.H., Snyder, K.S. & Mintz, J. (1988). Family
factors and the course of bipolar affective disorder. Archives of General Psychiatry, 45, 225-
231.

Miklowitz, D.J., M.J., Doane, J.A., Nuechterlein, K.H., Strachan, A.M., Snyder, K.S. &
Magana-Amato, A. (1989). Is Expressed Emotion an index of a transactional process? I.
Parents affective style. Family Process, 28, 153-167.

Miklowitz, D.J., Otto, M.W., Wisniewski, S.R., Araga, M., Frank, E., Reilly-Harrington,
N.A., Lembke, A. & Sachs, G.S. (2006). Psychotherapy, Symptom Outcomes, and Role
Functioning over One Year among Patients with Bipolar Disorder. Psychiatric Services, 57
(7), 959-965.

Miklowitz, D.J., Richards, J.A., George, E.L., Frank, E„ Suddath, R,L, Powell, K.B. & Sacher,
J.A (2003). Integrated family and individual therapy for bipolar disorder, Results of a
Treatment Development Study. Journal of Clinical Psychiatry 64, 182-191.

Miklowitz, D.J., Simoneau, T.L., George, E.L., Richards, J.A. (2000). Family-focused
treatment of bipolar disorder, I-year effects of a psychoeducational program in
conjunction with pharmacotherapy. Biological Psychiatry, 48, 582-592.

Miklowitz, D.J., Wisniewski, S.R., Miyahara, S., Otto, M.W. & Sachs, G.S. (2005).
Perceived Criticism from Family Members as a Predictor of the One-Year Course of
Bipolar Disorder. Psychiatry Research, 136, 101-1 II.

Mikulincer, M. & Florian, V. (1997). Are emotional and instrumental supportive
interactions beneficial in times of stress? The impact of attachment style. Anxiety, Stress &
Coping, An International Journal. 10„ 109-127.

Mikulincer, M., Florian, V., & Weller, A. (1993). Attachment styles, coping strategies, and
post-traumatic psychological distress, The impact of the Gulf War in Israel. Journal of
Personality and Social Psychology, 64, 817-826.

416



References

Miller, I.W., Solomon, D.A., Ryan, C.E. & Keitner, G.I. (2004). Does Adjunctive Family
Therapy Enhance Recovery from Bipolar I Mood Episodes? Journal of Affective Disorders,
82,431-436.

Miller, I.W.„ Kabacoff, R.I., Epstein, N.B.,Bishop, D.S., Keitner, G.I., Baldwin, L.M. & van
dere Spuy, H.I.J. (1994). The Development of a Clinical Rating Scale the McMaster Model
of Family Functioning. Family Process 33 (I), 53-69.

Mitchell, P.B., Malhi, G.S. & Ball, J.R. (2004). Major Advances in Bipolar Disorder. Medical
Journal ofAustralia, 181 (4), 207-210.

Moeller, F.G., Barratt, E.S., Dougherty, D.M., Schmitz, J.M. & Swann, A.C. (2001).
Psychiatric Aspects of Impulsivity. The American Journal of Psychiatry, 158 (I I), 1783-1793.

Monk, T. H., Flaherty, J. F„ Frank, E„ Hoskinson, K. and Kupfer, D. J. (1990). The Social
Rhythm Metric. An instrument to quantify the daily rhythms of life. Journal of Nervous and
Mental Disorders 178(2), 120-126.

Monk, T. H„ Frank, E., Potts, J. M. and Kupfer, D. J. (2002). A simple way to measure daily
lifestyle regularity. Journal of Sleep Research 11(3), 183-190.

Monk, T.H., Petrei, S.R., Hayes, A.J. & Kupfer, D.J. (1994). Regularity of daily life in
relation to personality, age, gender, sleep quality and circadium rhythms. Journal of Sleep
Research, 3, 196-205.

Moore, E. & Kuipers, L. (1992). Behavioral correlates of expressed emotion in staff-
patient interactions. Social Psychiatry and Psychiatric Epidemiology 27, 298-303.

Moore, E., Ball, R. A. & Kuipers, L. (1992). Expressed emotion in staff working with the
long-term adult mentally ill. British Journal ofPsychiatry 161, 802-808.

Moore, E„ Kuipers, L. & Ball, R. (1992). Staff-patient relationships in the care of the long-
term adult mentally ill. A content analysis of Expressed Emotion interviews. Social
Psychiatry and Psychiatric Epidemiology IT, 28-34.

Morrison, A.P., Frame, L. & Larkin, W. (2003). Relationships between trauma and
psychosis, A review and integration. British Journal of Clinical Psychology, 42, 33 1-353.

Morrison, A.P., French, P., Lewis, S.W., Kilcommons, A. & Bentall, R. (2004). Cognitive
therapy for the prevention of psychosis in people at ultra-high-risk. British Journal of
Psychiatry, 185, 291-297.

Morriss, R. (2002). Clinical Importance of Inter-episode Symptoms in Patients with
Bipolar Affective Disorder. Journal ofAffective Disorders, 72, S3-SI3.

Morriss, R. (2006). Psychological Models of Mood Disorders. Psychiatry, 5 (5), 147-150.

Muller-Oerlinghausen, B„ Berghofer, A. & Bauer, M. (2002). Bipolar Disorder. The Lancet,
359,241-247.

417



References

Murphy, F.C., Sahakian, B.J., Rubinsztein, J.S., Michael, A., Rogers, R.D., Robbins, T.W. &
Paykel, E.S. (1999). Emotional bias and inhibitory control processes in mania and
depression. Psychological Medicine, 29, 1307-1321.

Murphy, K. (2006). Managing the Ups and Downs of Bipolar Disorder. Nursing, 36 (10),
58-63.

Myin-Germeys, I., Krabendam, L„ Delespaul, P.A.E.G. & Van Os, J. (2003). Do life events
have their effect on psychosis by influencing the emotional reactivity to daily life stress?
Psychological Medicine 33, 327-333.

Myin-Germeys, I., Peeters, F., Havermans, R„ Nicolson, N.A., DeVries, M.W., Delespaul,
P. & Van Os, J. (2003). Emotional reactivity to daily life stress in psychosis and affective
disorder, an experience sampling study. Acta Psychiatrica Scandinavica, 107, 124-131.

Myin-Germeys, I., Van Os, J., Schwartz, J.E., Stone, A.A. & Delespaul, P.A. (2001).
Emotional reactivity to daily life stress in psychosis. Archives of General Psychiatry, 58(12),
I 137-44.

Najt, P., Perez, J., Sanches, M., Peluso, M.A.M., Glahn, D. & Soares, J.C. (2007). Impulsivity
and Bipolar Disorder. European Neuropsychopharmacology, 17, 3 13 - 320.

Neria Y., Bromet EJ„ Sievers S., Lavelle J & Fochtman LJ (2002). Trauma exposure and
post traumatic stress disorder in psychosis, finds from a first admission cohort .Journal of
consulting psychology, 70, 246-251.

Neuchterlein, K.H., Miklowitz, D.J., Ventura, J., Gitlin, M.J., Stoddard, M. & Lukoff, D.
(2006). Classifying Episodes in Schizophrenia and Bipolar Disorder, Criteria for Relapse
and Remission Applied to Recent-Onset Samples. Psychiatry Research, 144, 153-166.

Newman, C. F., Leahy, R. L„ Beck, A. T., Reilly-Harrington, N. and Gyulai, L. (2002).
Bipolar Disorder, A cognitive therapy approach. Washington, D.C., American Psychological
Association.

NICE - Developed by National Collaborating Centre for Mental Health (2006). Bipolar
Disorder, The Management of Bipolar Disorder in Adults, Children and Adolescents, in
Primary and Secondary Care. National Institute for Health and Clinical Excellence.

Nusslock, R., Abramson, L.Y., Harmon-Jones, E„ Alloy, L.B. & Hogan, M.E. (2007). A
Goal-Striving Life Event and the Onset of Hypomanic and Depressive Episodes and
Symptoms, Perspective from the Behavioral Approach System (BAS) Dysregulation
Theory. Journal ofAbnormal Psychology, 116(1), 105-1 15.

O'Brien, M.P., Gordon, J.L., Bearden, C.E., Lopez, S.R., Kopelwicz, A. & Cannon, T.D.
(2006). Positive Family Environment Predicts Improvement in Symptoms and Social
Functioning Among Adolescents at Imminent Risk for Onset of Psychosis. Schizophrenia
Research, 81, 269-275.

O'Connell, R.A., Mayo, J.A., Eng, L.K. & Gable, R.H. (1985). Social support and long term
lithium outcome. British Journal of Psychiatry, 147, 272-275.

418



References

O'Connell, R.A., Mayo, J.A., Flatow, L„ Cuthbertson, B. & O'Brien, B.E. (1991). Outcome
of bipolar disorder on long-term treatment with Lithium. British Journal of Psychiatry, 159,
123-129.

O'Croinin, F., Zibin, T. & Byrne, A. (1994). Life events and relapse in bipolar disorder.
British Journal ofPsychiatry, 164, 416-422.

Oedegaard, K.J., Neckelmann, D. & Fasmer, O.B. (2005). Type A behaviour differentiates
bipolar II from unipolar depressed patients. Journal ofAffective Disorders, in press.

Ognibene, T.C., & Collins, N.L. (1998). Adult attachment styles, perceived social support
and coping strategies. Journal of Social and Personal Relationships, 15, 323-345.

Okun, M.A., Melichar, J.F. & Hill, M.D. (1990). Negative daily events, positive and negative
social ties, and psychological distress among older adults. Gerontologist, 30, 535-542.

Olejinik, S. & Algina, J. (2000). Measures of effect size for comparative studies;
applications, interpretations, and limitations. Contemporary Educational Psychology, 25, 241 -
286.

Olin, S.S. & Mednick, S.A. (1996). Risk factors of psychosis, identifying vulnerable
populations premorbidly. Schizophrenia Bulletin, 22, 223-240.

Otto, M.W., Simon, N.M., Wisniewski, S.R., Miklowitz, D.J., Kogan, J.N., Reilly-
Harrington, N.A., Frank, E., Nierenberg, A.A., Marangell, L.B., Sagduyu, K„ Weiss, R.D.,
Miyahara, S., Thase, M.E., Sachs, G.S. & Pollack, M.H. for the STEP-BD Investigators
(2006). Prospective 12-Month Course of Bipolar Disorder in Out-Patients with and
without Comorbid Anxiety Disorders. British Journal of Psychiatry, 189, 20-25.

Otto, M.W., Smits, J.A.J., Reese, H.E. (2005). Combined Psychotherapy and
Pharmacotherapy for Mood and Anxiety Disorders in Adults, Review and Analysis.
Clinical Psychology, Science and Practice, 12 (I), 72-86.

Ozer S, Ulusahin A, Batur S, Kabakci E, Saka MC. (2002). Outcome measures of
interepisode bipolar patients in a Turkish sample. Social Psychiatry and Psychiatric
Epidemiology, 37, 31-37.

Pallanti, S., Quercioli, L. & Pazzagli, A. (1997). Relapse in young paranoid schizophrenic
patients, a prospective study of stressful life events, P300 measures and coping. American
Journal of Psychiatry, 154 (6), 792-798.

Palmer, A.G., Williams, H. & Adams, M. (1995). CBT in a Group Format for Bi-Polar
Affective Disorder. Behavioural and Cognitive Psychotherapy, 23, 153-168.

Papadimitriou, G.N., Dikeos, D.G., Soldatos, C.R. & Calabrese, J.R. (2007). Non-
Pharmacological Treatments in the Management of Rapid Cycling Bipolar Disorder.
Journal ofAffective Disorders, 98, I -10.

Pardoen, D„ Bauwens, F„ Dramaix, M, Tracy, A., Genevrois, C., Staner, L. & Mendlewicz,
J. (1996). Life events and primary affective disorders. A one year prospective study. British
Journal of Psychiatry, 169, 160-166.

419



References

Pardoen, D„ Bauwens, F„ Tracy, A., Martin, F. & Mendlewicz, J. (1993). Self-esteem in
Recovered Bipolar and Unipolar Out-patients. British Journal of Psychiatry, 163, 755-762.

Paris, J., Gunderson, J. & Weinberg, I. (2007). The Interface Between Borderline
Personality Disorders and Bipolar Spectrum Disorders. Comprehensive Psychiatry, 48, 145-
154.

Parry, G., Shapiro, D. A. & Davies, L. (1989). Reliability of life-event ratings, An
independent replication. In, T.W. Miller (Ed). Stressful life events. International Universities
Press stress and health series, Monograph 4. (pp. 123-126). Madison,, International Universities
Press, Inc.

Pataki, C.S. & Carlson, G.A. (1992). Bipolar disorders, clinical manifestations, differential
diagnosis and treatment. In M.Shaffi & S.L Shaffi (eds). Clinical guide to depression in children
and adolescents. Washington, APP, Inc.

Patelis-Siotis I, Young LT, Robb JC, Marriott M, Bieling PJ, Cox LC, Joffe RT. (2001).
Group cognitive behavioural therapy for bipolar disorder, A feasibility and effectiveness
study. Journal ofAffective Disorders, 65, 145-153.

Patelis-Siotis, I. (2001). Cognitive-behavioral therapy, applications for the management of
bipolar disorder. Bipolar Disorders, 3, I-10.

Patelis-Siotis, I., Young, L.T., Robb, J.C., Marriott, M„ Bieling, P.J., Cox, L.C. & Joffe, R.T.
(2001). Group cognitive behavioral therapy for bipolar disorder, a feasibility and
effectiveness study. Journal ofAffective Disorders, 65, 145-153.

Patterson, Birchwood & Cochrane (2000). Preventing the entrenchment of high
expressed emotion in first episode psychosis, early developmental attachment pathways.
Australian and New Zealand Journal of Psychiatry 34, S191 -S197.

Paykel, E„ Abbott, R., Morriss, R. Hayhurst, H. & Scott, J. (2006). Sub-Syndromal and
Syndromal Symptoms in the Longitudinal Course of Bipolar Disorder. British Journal of
Psychiatry, 189, I 18-123.

Pearlin, L.I. (1985). Social structure and processes of social support. In S. Cohen and S. L
Syme eds., Social Support and Health. Orlando, FL, Academic Press.

Peet, M. & Harvey, N.S. (1991). Lithium maintenance, I. A standard education
programme for patients. British Journal of Psychiatry, 158, 197-200.

Perlis, R.H., Brown, E„ Baker, R.W. & Nierenberg, A.A. (2006). Clinical Features of
Bipolar Depression Versus Major Depressive Disorder in Large Multicentre Trials.
American Journal of Psychiatry, 163, 225-23 I.

Perlis, R.H., Miyahara, L.B., Marangell, L.B., Wisniewski, S.R., Ostacher, M„ DelBello, M.P.,
Bowden, C.L., Sachs, G.S. & Nierenberg, A.A. (2004). Long-term implications of early
onset in bipolar disorder, data from the first 1000 participants in the systematic
treatment enhancement program for bipolar disorder (STEP-BD). Biological Psychiatry, 55,
875-881.

420



References

Perris, H. (1984). Life events and depression Part 2. Results in diagnostic subgroups, and
in relation to the reccurrence of depression. Journal ofAffective Disorders, 7, 25-36.

Perry, A., Tarrier, N., Morriss, R., Mcarthy, E. & Limb, K. (1999). Randomised controlled
trial of efficacy of teaching patients with bipolar disorder to identify early symptoms of
relapse and obtain treatment. British Medical Journal, 318, 149-153.

Perugi, G., Micheli, C., Akiskal, H.S., Madaro, D„ Socci, C., Quilici, C. & Musetti, L. (2000).
Polarity of the First Episode, Clinical Characteristics, and Course of Manic Depressive
Illness, A Systematic Retrospective Investigation of 320 Bipolar I Patients. Comprehensive
Psychiatry, 41 (I), 13-18.

Peselow, E.D., Sanfilipo, M.P. & Fieve, R.R. (1995). Relationship between hypomania and
personality disorders before and after successful treatment. American Journal of Psychiatry,
152, 232-238.

Pichot, P. (2006). Tracing the Origins of Bipolar Disorder, From Falret to DSM-IV and
ICD-10. Journal ofAffective Disorders, 96, 145-148.

Pilkonis, P.A., Feldman, H„ Himmelhoch, J. & Cornes, C. (1980). Social anxiety and
psychiatric diagnosis. Journal of Nervous Mental Disorders 168( I), 13-8.

Pinfold, V., Toulmin, H„ Thornicroft, G., Huxley, P., Farmer, P., & Graham, T. (2003).
Reducing psychiatric stigma and discrimination: Evaluation of educational interventions.
British Journal ofPsychiatry, 182(A), 342-346.

Pini, S„ De Queiroz, V., Pagnin, D„ Pezawas, L„ Angst, J., Cassano, G.B. & Wittchen, H.-
U. (2005). Prevalence and Burden of Bipolar Disorders in European Countries. European
Neuropsychopharmacology, 15, 425-434.

Pini, S., Maser, J.D., DelPOsso, L„ Abelli, M„ Muti, M„ Gesi, C. & Cassano, G.B. (2006).
Social Anxiety Disorder Comorbidity in Patients with Bipolar Disorder, A Clinical
Replication. Anxiety Disorders, 20, I 148-1 157.

Pollack, L.E. (1995). Striving for stability with bipolar disorder despite barriers. Archives of
Psychiatric Nursing, 9, 122-129.

Pollock, H.M., Malzberg, B. & Fuller, R.G. (1939). Hereditary and environmental factors in
the causation of manic-depressive psychoses and dementia praecox. Utica, N.Y, State
Hospitals Press.

Pope, M., Dudley, R. & Scott, J. (2007). Determinants of Social Functioning in Bipolar
Disorder. Bipolar Disorders, 9, 38-44.

Post, R.M. (1992). Transduction of psychosocial stress into the neurobiology of recurrent
affective disorder. American Journal ofPsychiatry, 149, 999-1010.

Power, M.J. and Dalgleish, T. (1997). Cognition and emotion, From order to disorder.
Hove, Psychology Press,.

421



References

Power, M.J. (2005). Psychological approaches to bipolar disorders, A theoretical critique.
Clinical Psychology Review 25, I 101 -1 122.

Priebe S, Wildgrube C, Muller-Oerlinghausen B. (1989). Lithium prophylaxis and
expressed emotion. British Journal of Psychiatry, 154, 396-9.

Priebe, S„ Broker, M. & Gunkel, S. (1998). Involuntary admission and posttraumatic stress
disorder symptoms in schizophrenia patients. Comprehensive Psychiatry, 39, 220-224.

Prouty A.M., Protinsky H.O. & Canada D. (2002). College women: eating behviours and
help-seeking preferences. Adolescence, 2, 3-12.

Rabiner, C.J., Wegner, J.T. & Kane, J.M. (1986). Outcome study of first episode psychosis.
American Journal ofPsychiatry, 143 (9), 1155-1158.

Ramana, R. & Bebbington, P. (1995). Social influences on bipolar affective disorders. Social
Psychiatry Psychiatric Epidemiology, 30, 152-160.

Ravindran, A.V., Anisman, H„ Merali, Z„ Charbonneau, Y., Telner, J., Bialik, R.J., Wiens,
A., Ellis, J. & Griffiths, J. (1999). Treatment of primary dysthymia with group cognitive
therapy and pharmacotherapy, clinical symptoms and functional impairments. American
Journal of Psychiatry, 156, 1608-1617.

Rea, M.M., Tompson, M.C., Miklowitz, D.J., Goldstein, M.J., Hwang, S., & Mintz, J. (2003).
Family-focused Treatment versus Individual Treatment for Bipolar Disorder, Results of a
Randomized Clinical Trial. Journal of Consuting and Clinical Psychology 71(3), 482-492.

Read, J., Agar, K„ Argyle, N. & Aderhold, V. (2003). Sexual and physical abuse during
childhood and adulthood as predictors of hallucinations, delusions and thought disorder.
Psychology and Psychotherapy, Theory, Research and Practice, 76, 1-22.

Reichart, C.G., Van der Ende, J., Wals, M., Hillegers, M.H.J., Nolen, W.A., Ormel, J &
Verhulst, F.C. (2007). Social Functioning of Bipolar Offspring. Journal of Affective Disorders,
98, 207-213.

Reilly-Harrington, N.A. & Knauz, R.O. (2005). Cognitive-Behavioral Therapy for Rapid
Cycling Bipolar Disorder. Cognitive and Behavioral Practice, 12, 66-75.

Reilly-Harrington, N.A., Alloy, L.B., Fresco, W. & Whitehouse, W.G. (1999). Cognitive
styles and life events interact to predict bipolar and unipolar symptomatology. Journal of
Abnormal Psychology, 108, 567-578.

Reinares, M., Colom, F., Martinez-Aran, A., Benabarre, A., & Vieta, E. (2002). Therapeutic
interventions focused on the family of bipolar patients. Psychotherapy and Psychosomatics,
71,2-10.

Reinares, M„ Vieta, E„ Colom, F„ Martinez-Aran, A., Torrent, C., Comes, M., Goikolea,
J.M., Benabarre, A., & Sanchez-Moreno, J. (2004). Impact of a psychoeducational family
intervention on caregivers of stabilized bipolar patients. Psychotherapy and Psychosomatics,
73,312-319.

422



References

Resnick SG, Fontana A, Lehman AF & Rosenheck RA (2005) An empirical
conceptualization of recovery orientation. Schizophrenia Research 75, I 19 - 128.

Riskind, J.H., Beck, A.T., Brown, G. & Steer, R.A. (1987). Taking the Measure of Anxiety
and Depression: Validity of the Reconstructed Hamilton Scales, journal of Nervous and
Mental Disease, 175, 474-479.

Robb, J.C., Cooke, R.G., Devins, G.M., Young, L.T. &Joffe, R.T. (1997). Quality of life and
lifestyle disruption in euthymic bipolar disorder. Journal of Psychiatric Research, 31, 5, 509-
517.

Robinson, D„ Woerner, M.G., Alvir, J.M.J.A, Bilder, R., Goldman, R., Geisler, S., Koreen,
A., Sheitman, B., Chakos, M„ Mayerhoff, D. & Lieberman, J.A. (1999). Predictors of
relapse following response from a first episode of schizophrenia or schizoaffective
disorder. Archives of General Psychiatry, 56, 241-247.

Robinson, L.A., Berman, J.S. & Neimeyer, R.A. (1990). Psychotherapy for the Treatment
of Depression, A Comprehensive Review of Controlled Outcome Research. Psychological
Bulletin, Vol.108, No. I, 30-49.

Rogers, C.R. (1961). On becoming a person, A therapists view of psychotherapy. London,
Constable.

Rohrle, B. (1994). Soziale Netzwerke und Soziale Unterstutzung. Weinheim, Psychologie
Verlags Union.

Romans, S.E. & McPherson, H.M. (1992). The social networks of bipolar affective disorder
patients. Journal ofAffective Disorders, 25, 221-228.

Romans-Clarkson, S.E. & McPherson, H.M. (1991). The social networks of bipolar
affective disorder patients. Biological Psychiatry, 29, 308S.

Rook, K.S. (1984). The negative side of social interaction, Impact on psychological well-
being. Journal of Personality and Social Psychology, 46 (Supplement 5), 1097-1 108.

Rook, K.S. (1990). Parallels in the study of social support and social strain. Journal of Social
and Clinical Psychology, 9, I 18-132.

Rook, K.S. (1998). Detrimental aspects of social relationships, Taking stock of an
emerging literatur. In, Veiel H.O.F. & Baumann U. (Eds.). The meaning and measurement of
social support (pp. 157-169(.Washington, Hemisphere.

Rosa, A.R., Marco, M., Fachel, J.M.G., Kapczinski, F., Stein, A.T. & Barros, H.M.T. (2007).
Correlation Between Drug Treatment Adherence and Lithium Treatment Attitudes and
Knowledge by Bipolar Patients. Progress in Neuro-Psychophamacology & Biological Psychiatry,
31,217-224.

Rosenberg, M. (1965). Society and the Adolescent Self-image. Princeton, New Jersey:
Princeton University Press.

423



References

Rosenberg, S., Mueser, K., Jankowski, M., Salyers, M. & Acker, K. (2004). Cognitive-
Behavioral Treatmenzt of PTSD in Severe Mental Illness: Results of a Pilot Study.
American Journal ofPsychiatric Rehabilitation, 7 (2), 171 -186.

Rosenfarb, I.S., Becker, J., Khan, A. & Mintz, J. (1998). Dependency and self-criticism in
bipolar and unipolar depressed women. British Journal of Clinical Psychology, 37, 409-414.

Rosenfarb, I.S., Miklowitz, D.J., Goldstein, M.J., Harmon, L., Nuechterlein, K.H. & Rea,
M.M. (2001). Family transactions and relapse in bipolar disorder. Family Process, 40(1), 5-
14.

Rossi, A., Daneluzzo, E„ Arduini, L„ Domenico, M.D.I, Stratta, P. & Petruzzi, C. (2000).
Cognitive symptoms of mania in pure and mixed episodes evaluated with the Positive and
Negative Syndrome Scale. European Archives of Psychiatry and Clinical Neuroscience, 250,
254-256.

Rouget, B.W. & Aubry, J.-M. (2007). Efficacy of Psychoeducational Approaches on Bipolar
Disorders, A Review of the Literature. Journal ofAffective Disorders, 98, I 1-27.

Roy, A. Personality variables in depressed patients and normal controls. (1990-91)
Neuropsychobiology, 23(3), I 19-123.

Rucci, P., Frank, E„ Kostelnik, B., Fagiolini, A., Mallinger, A.G., Swartz, H.A., Thase, M.E.,
Siegel, L„ Wilson, D. & Kupfer, D.J. (2002). Suicide Attempts in Patients with Bipolar I
Disorder During Acute and Maintenance Phases of Intensive Treatment with
Pharmacotherapy and Adjunctive Psychotherapy. American Journal of Psychiatry, 159 (7),
I 160-1 164.

Rucklidge, J. (2006). Psychosocial Functioning of Adolescents With and Without
Paediatric Bipolar Disorder. Journal ofAffective Disorders, 91, 181 -188.

Rutter, M.L. & Brown, G.W. (1966). The reliability and validity of measures of family life
and relationships in families containing a psychiatric patient. Social Psychiatry, 38-53.

Sachs, G.S., Thase, M.E., Otto, M.W., Bauer, M., Miklowitz, D„ Wisniewski, S.R., Lavori,
P., Lebowitz, B., Rudorfer, M„ Frank, E„ Nierenberg, A.A., Fava, M., Bowden, C., Ketter,
T., Marangell, L., Calabrese, J., Kupfer, D. & Rosenbaum, J.F. (2003). Rationale, Design,
and Methods of the Systematic Treatment Enhancement Program for Bipolar Disorder
(STEP-BD). Biological Society, 53, 1028-1042.

Sadeh, A. and Acebo, C. (2002). The role of actigraphy in sleep medicine. Sleep Medicine
Reviews 6(2), I I 3-124.

Sadeh, A., Hauri, P. J., Kripke, D. F. and Lavie, P. (1995). The role of actigraphy in the
evaluation of sleep disorders. Sleep 18(4), 288-302.

Safford, S.M., Alloy, L.B., Abramson, L.Y. & Crossfield, A.G. (2007). Negative Cognitive
Style as a Predictor of Negative Life Events in Depression-Prone Individuals, A Test of
the Stress Generation Hypothesis. Journal ofAffective Disorders, 99, 147-154.

424



References

Salavert, J., Caseras, X., Torrubia, R., Furest, S., Arranz, B., Duenas, R. & San, L. (2007).
The Functioning of the Behavioural Activation and Inhibition Systems in Bipolar I
Euthymic Patients and its Influence in Subsequent Episodes over an Eighteen-Month
Period. Personality and Individual Differences, 42, 1323-1331.

Salloum, I.R., Cornelius, J.R., Mezzich, J.E., Kirisci, L„ Daley, D.C., Spotts, C.R. & Zuckoff,
A. (2001). Characterizing female bipolar alcoholics presenting for intitial evaluation.
Addictive Behaviors 26, 341 -348.

Sarason, B.R., Pierce, G.R., & Sarason, I.G. (1990). Social support, The sense of
acceptanceand the role of relationships. In B. R. Sarason, I. G. Sarason, & G. R. Pierce (Eds.),
Social support, An interactional view. New York, John Wiley.

Sarason, B.R., Pierce, G.R., Shearin, E.N., Sarason, I.G., Waltz, J.A. & Poppe, L. (1991).
Perceived social support and working models of self and actual others. Journal of
Personality and Social Psychology, 60, 273 - 287.

Satterfield, J.M. (1999). Adjunctive cognitive-behavioural therapyy for rapid-cycling bipolar
disorder, an empirical case study. Psychiatry, 62, 357-369.

Scazufca, M. & Kuipers, E. (1996). Links between expressed emotion and burden of care
in relatives of patients with schizophrenia. British Journal of Psychiatry 168(5), 580-7.

Schmitz, J.M., Averill, P., Sayre, S., McCleary, P., Moeller, F.G. & Swann, A. (2002).
Cognitive-Behavioural Treatment of Bipolar Disorder and Substance Abuse, A
Preliminary Randomized Study. Addictive Disorders & Their Treatment, I, 17-24.

Schuster, T.L., Kessler, R.C. & Aseltine, R.H. (1990). Supportive interactions, negative
interactions and depressed mood. American Journal of Community Psychology, 18 (3), 423-
438.

Schuster, T.L., Kessler, R.C. & Aseltine, R.H. (1990). Supportive interactions, negative
ineteractions and depressed mood. American Jounal ofCommunity Psychology, 18, 423-438.

Schuster, T.L., Kessler, R.C. and Aseltine, R.H., (1990). Supportive interactions, negative
interactions, and depressed mood. Am. J. Community Psychol. 18, 423-438

Schwannauer, M. (1997). Social Networks, Social Support and Expressed Emotion
Significance of Psychosocial Factors in the Long-Term Community Care of Patients with
Schizophrenia and Major Depression. Thesis. Philipps-University, Marburg, Germany.

Schwannauer, M. (2003). Cognitive Behavioural Therapy for Bipolar Affective Disorders.
In: M .J. Power (ed.). Mood Disorders: A Handbook for Science and Practice. Wiley.

Schweitzer, I., Maguire, K. & Ng, C.H. (2005). Should bipolar disorder be viewed as manic
disorder? Implications for bipolar depression. Bipolar Disorders, 7, 418-423.

Sclare, P. And Creed, F. (1990). Life events and the onset of mania. British Journal of
Psychiatry, 156, 508-514.

425



References

Scott J, and Pope M. (2002). Nonadherence with mood stabilizers, prevalence and
predictors, J Clinical Psychiatry 63, 384-390.

Scott, J. & Gutierrez, M.J. (2004). The Current Status of Psychological Treatments in
Bipolar Disorders, A Systematic Review of Relapse Prevention. Bipolar Disorders, 6, 498-
503.

Scott, J. & Pope, M. (2003). Cognitive styles in individuals with bipolar disorders.
Psychological Medicine, 33, 1081 -1088.

Scott, J. (1995). Psychotherapy for bipolar disorder, An unmet need? British Journal of
Psychiatry, 167, 581-588.

Scott, J. (1996). The role of cognitive behaviour therapy in bipolar disorders. Behavioural
and Cognitive Psychotherapy, 24, 3, 195-208.

Scott, J. (2001). Cognitive Therapy as an adjunct to medicine in bipolar disorder. British
Journal of Psychiatry 178 (sppl 41), 5164-.

Scott, J., Garland, A., & Moorhead, S. (2001). A pilot study of cognitive therapy in bipolar
disorders. Psychological Medicine 31, 459-467.

Scott, J., Paykel, E., Morriss, R., Bentall, R., Kinderman, P., Johnson, T., Abbott, R. &
Hayhurst, H. (2006). Cognitive-behavioural therapy for severe and reccurrent bipolar
disorders. British Journal ofPsychiatry, 188, 313-320.

Scott, J., Paykel, E., Morriss, R„ Bentall, R., Kinderman, P., Johnson, T., Abbott, R. &
Hayhurst, H. (2006). Cognitive-Behavioural Therapy for Bipolar Disorder. British Journal of
Psychiatry, 188, 488-495.

Scott, J., Stanton, B„ Garland, A. & Ferrier, I.N. (2000). Cognitive vulnerability in patients
with bipolar disorder. Psychological Medicine, 30, 467-472.

Scott, J., Stanton, B., Garland, A. and Ferrier, I.N. (2000). Cognitive vulnerability in
patients with bipolar disorder. Psychological Medicine, 30, 467-472.

Scott, W.D., Winters, R.W. & Beevers, C.G. (2000). Affective distress as a central and
organizing symptom in depression, psychological mechanisms. In, Stress, coping and
depression. (Eds) S.L Johnson, AM. Hayes, J.M. Field, N.Schneiderman & P.M. McCabe. New
Jersey and London, Lawrence Erlbaum Associates, publishers.

Seligman, M. E. P. and Altenor, A. (1980). Part II, Learned helplessness. Behaviour
Research and Therapy 18(5), 462-473.

Selten, J.P., Patino, L.R., Van Engeland, H., Duyx, J.H., Kahn, R.S. & Burger, H. (2005).
Migration, family dysfunction and psychotic symptoms in children and adolescents. British
Journal of Psychiatry 186, 442-3.

Selten, J.P., Veen, N., Feller, W., Blom, J.D., Schols, D., Camoenie, W., Oolders, J., Van
der Velden, M„ Hoek, H.W., Rivero, V.M., Van der Graaf, Y. & Kahn, R. (2001). Incidence

426



References

of psychotic disorders in immigrant groups to The Netherlands. British Journal ofPsychiatry
178, 367-7.

Serretti, A. & Olgiati, P. (2005). Profiles of "manic" symptoms in bipolar I, bipolar II and
major depressive disorders. Journal ofAffective Disorders 84, 159-166.

Serretti, A., Cavallini, M.C., Macciardi, F., Namia, C., Fanchini, L., Souery, D., Lipp, O.,
Bauwens, F., Smeraldi, E. & Mendlewicz, J. (1999). Social adjustment and self-esteem in
remitted patients with mood disorders. European Psychiatry, 14, 137-142.

Shapira, B„ Zislin, J., Gelfin, Y„ Osher, Y„ Gorfine, M„ Souery, D., Mendlewicz, J. & Lerer,
B. (1999). Social adjustment and self-esteem in remitted patients with unipolar and
bipolar affective disorder, a case-control study. Comprehensive Psychiatry, 40, I, 24-30.

Shaw, K„ McFarlane, A. & Bookless, C. (1997). The phenomenology of traumatic
reactions to psychotic illness. The Journal ofNervous and Mental Disease, 185, 434-441.

Shaw, K., McFarlane, A., Bookless, C. & Air, T. (2002). The aetiology of postpsychotic
posttraumatic stress disorder following a psychotic episode. Journal of Traumatic Stress, 15,
39-47.

Sheri, J. & Kizer, A. (2002). Bipolar and unipolar depression, A comparison of clinical
phenomenology and psychosocial predictors. In, C.L Hammen & I.H. Gotlib (Ed). Handbook
ofDepression (pp. 141-165). New York, US, Guilford Press.

Shields, C.G., Franks, P., Harp, J.J., McDaniel, S.H. & Campbell, T. (1994). Family
Involvement and Criticism Scale (FEICS), II. Reliability and validity studies. Family Systems
Medicine, 12 (4), 361-377.

Shields, C.G., Franks, P., Harp, J.J., McDaniel, S.H. & Campbell, T. (1992). Development of
the Family Involvement and Criticism Scale (FEICS), A self-report scale to measure
expresse emotion .Journal ofMarital and Family Therapy, 18 (4), 395-407.

Sierra, P., Livianos, L. & Rojo, L. (2005). Quality of Life for Patients with Bipolar Disorder,
Relationship with Clinical and Demographic Variables. Bipolar Disorders, 7, 159-165.

SIGN - Scottish Intercollegiate Guidelines Network (2005). Bipolar Affective Disorder, A
National Clinical Guideline. Scottish Intercollegiate Guidelines Network.

Silverman AB, Reinherz HZ, Giaconia RM. (1996). The long-term sequelae of child and
adolescent abuse, a longitudinal community study. Child Abuse and Neglect, 20(8), 709.23.

Simon, G.E., Ludman, E., Unutzer, J. & Bauer, M.S. (2002). Design and implementation of a
randomized trial evaluating systematic care for bipolar disorder. Bipolar Disorders, 4, 226-
236.

Simon, G.E., Ludman, E„ Unutzer, J., Bauer, M.S., Operskalski, B. & Rutter, C. (2005).
Randomized trial of a population-based care program for people with bipolr disorder.
Psychological Medicine 35, 13-24.

427



References

Simon, G.E., Ludman, E.J., Bauer, M.S., Unutzer, J. & Operskalski, B. (2006). Long-Term
Effectiveness and Cost of a Systematic Care Program for Bipolar Disorder. Archives of
General Psychiatry, 63, 500-508.

Simon, N.M., Zalta, A.K., Otto, M., Ostacher, M.J., Fischmann, D„ Chow, C.W.,
Thompson, E.H., Stevens, J.C., Demopulos, C.M., Nierenberg, A.A. & Pollack, M.H.
(2007). The Association of Comorbid Anxiety Disorders with Suicide Attempts and
Suicidal Association in Outpatients with Bipolar Disorder. Journal of Psychiatric Research,
41, 255-264.

Simoneau, T.L., Miklowitz, D.J. & Saleem, R. (1998). Expressed emotion and interactional
patterns in the families of bipolar patients. Journal ofAbnormal Psychology, 107, 497-507.

Simoneau, T.L., Miklowitz, D.J., Richards, J.A., Saleem, R. & George, E.L. (1999). Bipolar
disorder and family communication, Effects of a psychoeducational treatment program.
Journal ofAbnormal Psychology, 108, 588-597.

Skolnick, A. (1986). Early attachment and personal relationships across the life course. In
P.B. BaltesF D.L. Featherman, and R.M. Learner (Eds.), Life-span Development and
Behaviour (7) (pp. 173-206). Academic Press, San diego, CA.

Smith, J.A. & Tarrier, N. (1992). Prodromal symptoms in manic depressive psychosis.
Social Psychiatry Psychiatric Epidemiology, 27, 245-248.

Sobel M.E. (1982). Astmptotic intervals for indirect effects in structural equation models.
In: S. Leinhart (ed.). Sociological Methodology. San Francisco, Jossey-Bass.

Solomon, D.A., Shea, M.T., Leon, A.C., Mueller, T.I., Coryell, W., Maser, J.D., Endicott, J.
& Keller, M.B. (1996). Personality in subjects with bipolar I disorder in remission. Journal
ofAffective Disorder in remission, 40, 41 -48.

Sommer, G. & Fydrich, T. (1989). Soziale Unterstiitzung. Diagnostik, Konzepte, F-SOZU.
DGVT-Materialie 22. Tubingen, DGVT.

Sommer, G. & Fydrich, T. (1991). Entwicklung und Uberpriifung eines Fragebogens zur
sozialen Unterstutzung (F-SOZU). Diagnostica, 37 (2), 160-178.

Souetre, E„ Salvati, E., Belugou, J.-L., Pringuey, D., Candito, M„ Krebs, B„ Ardisson, J.-L.
and Darcourt, G. (1989). Circadian rhythms in depression and recovery, Evidence for
blunted amplitude as the main chronobiological abnormality. Psychiatry Research 28(3),
263-278.

Spauwen, J., Krabbendam, L., Lieb, R., Wittchen, H.U. & Van Os, J. (2004). Does
urbanicity shift the population expression of psychosis? J Psychiatr Res. 38(6), 61 3-8.

Spencer, J.H., Glick, I.D., Haas, G.L., Clarkin, J.F., Lewis, A.B., Peyser, J., DeMane, N„
Good-Ellis, M„ Harris, E. & Lestelle, V. (1988). A randomised clinical trial of inpatient
family intervention, III, Effects at 6-month and 18-month follow-ups. American Journal of
Psychiatry, 145, 9, I I 15-1 121.

428



References

Stachran, A.M., Feingold, F., Goldstein, M.J., Miklowitz, D.J. & Nuechterlein, K.H. (1989).
Is Expressed Emotion an index of a transactional process? II. Patients coping style. Family
Process, 28, 169-181.

Staner, L„ Tracy, A., Dramaix, M„ Genevrois, C., Vanderelst, M„ Vilane, A., Bauwens, F.,
Pardoen, D. & Mendlewicz, J. (1997). Clinical and psychosocial predictors of recurrence
in recovered bipolar and unipolar depressives, a one-year controlled prospective study.
Psychiatry Research, 69, 39-51.

Stanford EJ, Goetz RR, Bloom JD (1994). The No Harm Contract in the emergency
assessment of suicidal risk. J Clin Psychiatry, 55, 344-8.

Stang, P., Frank, C„ Yood, M.U., Wells, K. & Burch, S. (2007). Impact of Bipolar Disorder,
Results from a Screening Study. Primary Care Companion to the Journal of Clinical Psychiatry,
9, 42-47.

Stang, P., Frank, C., Yood, M.U., Wells, K„ Burch, S. & Muma, B. (2006). Bipolar Disorder
Detection, Ascertainment, and Treatment, Primary Care Physician Knowledge, Attitudes,
and Awareness. Primary Care Companion to the Journal of Clinical Psychiatry, 8, 147-152.

Stefos, G„ Bauwens, F., Staner, L, Pardoen, D. & Mendlewicz, J. (1996). Psychosocial
predictors of major affective recurrences in bipolar disorder, a 4-year longitudinal study
of patients on prophylactic treatment. Acta Psychiatrica Scandinavica, 93, 420-426.

Strauss, J.L. & Johnson, S.L. (2006). Role of Treatment Alliance in the Clinical
Management of Bipolar Disorder, Stronger Alliances Prospectively Predict Fewer Manic
Symptoms. Psychiatry Research, 145, 215-233.

Stuart, S. & Robertson, M. (2003). Interpersonal Psychotherapy - A clinicians guide.
London, Eduard Arnold.

Sturgeon, D., Kuipers, L. & Berkowitz, R. (1981). Psychophysiological responses of
schizophrenic patients to high and low expressed emotion relatives. British Journal of
Psychiatry, I 38, 40-45.

Subotnik, K.L. & Neuchterlein, K.H. (1988). Prodromal signs and symptoms of
schizophrenic relapse. Journal ofAbnormal Psychology, 97, 405—412.

Sunquist, K„ Frank, G. & Sundquist, J. (2004). Urbanisation and incidence of psychosis and
depression. British Journal of Psychiatry 184, 293-298.

Suppes, T„ Leverich, G.S., Keck, P.E., Nolen, W.A., Denicoff, K.D., Altshuler, L.L. &
McElroy, S.L (2001). The Stanley Foundation Bipolar Treatment Outcome Network. II.
Demographics and illness characteristics of the first 261 patients. Journal of Affective
Disorders,67(1-3), 45-59.

Sutton, S. K. and Davidson, R. J. (1997). Prefrontal brain asymmetry, A Biological
Substrate of the Behavioral Approach and Inhibition Systems. Psychological Science 8(3),
204-210.

429



References

Swann, A.C., Dougherty, D.M., Pazzaglia, P.J., Pham, M. & Moeller, F.G. (2004).
Impulsivity, A Link between Bipolar Disorder and Substance Abuse. Bipolar Disorders, 6,
204-212.

Swann, A.C., Geller, B„ Post, R.M., Altshuler, L., Chang, K.D., DelBello, M.P., Reist, C. &
Juster, I .A. (2005). Practical Clues to Early Recognition of Bipolar Disorder, A Primary
Care Approach. Primary Care Companion to the Journal of Clinical Psychiatry, 7, 15-21.

Swann, A.C., Pazzaglia, P., Nicholls, A., Dougherty, D.M. & Moeller, F.G. (2003).
Impulsivity and phase of illness in bipolar disorder. Journal of Affective Disorders 73, 105-
III.

Swann, A.C., Secunda, S.K., Stokes, P.E., Croughan, J., Davis, J.M., Koslow, S.H. & Maas,
J.W. (1990). Stress, depression and mania, relationship between perceived role of
stressful events and clinical and biochemical characteristics. Acta Psychiatrica Scandinavica,
81,389-397.

Swartz, H.A., Pilkonis, P.A., Frank, E„ Proietti, J.M. & Scott, J. (2005). Acute Treatment
Outcomes in Patients with Bipolar I Disorder and Co-Morbid Borderline Personality
Disorder Receiving Medication and Psychotherapy. Bipolar Disorders, 1, 192-197.

Swendsen, J., Hammen, C., Hller, T. & Gitlin, M. (1995). Correlates of Stress Reactivity in
Patients With Bipolar Disorder. American Journal ofPsychiatry, 152, 795-797.

Szuba, M. P., Yager, A., Guze, B. H„ Allen, E. M. and Baxter, J., Lewis R. (1992).
Disruption of social circadian rhythms in major depression, A preliminary report.
Psychiatry Research 42(3), 221 -230.

Tabachnik B.G. and Fidell L.S. (2007). Using Multivariate Statistics (Fifth Edition). Boston,
Pearson International.

Tarrier N„ Vaughn C.E., Lader M.H. & Leff J.P. (1979). Bodily reaction to people and
events in schizophrenics. Archives of General Psychiatry, 36, 3 I 1-3 15.

Tarrier, N. & Turpin, G. (1992). Psychosocial factors, arousal and schizophrenic relapse.
British Journal of Psychiatry, 161, 3-1 I.

Tarrier, N. Barrowclough, C. Vaughn, C. Bamrah, J.S. Porceddu, K. Watts, S. & Freeman,
H. (1989). Community management of schizophrenia. A two-year follow-up of a
behavioural intervention with families. British Journal ofPsychiatry. 154, 625-8.

Tarrier, N., Barrowclough, C. & Bamrah, J.S. (1991). Prodromal signs of relapse in
schizophrenia. Social Psychiatry & Psychiatric Epidemiology. Vol 26(4).

Tarrier, N., Barrowclough, C„ Vaughn, C„ Bamrah, J.S., Porceddu, K„ Watts, S. &
Freeman, H. (1988). The community management of schizophrenia. A controlled trial of a
behavioural intervention with families to reduce relapse. British Journal of Psychiatry, 153,
532-542.

430



References

Tarrier, N., Yusupoff, L„ Kinney, C., McCarthy, E. & Gledhill, A. (1998). Randomised
controlled trial of intensive cognitive behaviour therapy for patients with chronic
schizophrenia. British Medical Journal, 3 17, 303-307.

Teasdale, J.D. & Barnard, P.J. (1993). Affect, Cognition and Change, Re-modelling
Depressive Thought. Hove, Lawrence Erlbaum Associates.

Teicher, M. H., Glod, C. A., Magnus, E., Harper, D., Benson, G., Krueger, K. and
McGreenery, C. E. (1997). Circadian rest-activity disturbances in seasonal affective
disorder. Archives of General Psychiatry 54(2), 124-1 30.

ten Have, M., Vollebergh, W„ Bijl, R. and Nolen, W. A. (2002). Bipolar disorder in the
general population in The Netherlands (prevalence, consequences and care utilisation),
Results from The Netherlands Mental Health Survey and Incidence Study (NEMESIS).
Journal ofAffective Disorders 68(2-3), 203-21 3.

Tetzloff, C.E. & Barrera, M. (1987). Divorcing mothers and social support. American
Journal of Community Psychology, 15, 419-434.

Thase, M. and Salloun, l„ (2000). Impact of substance abuse on the course and treatment
of bipolar disorder. Bipolar Disorder, 2, 269-280.

Thoits, P.A. (1986). Multiple identities, Examining gender and marital status differences in
distress. American Sociological Review, 51, 259-272.

Thomas, J., Knowles, R., Tai, S. & Bentall R.P. (2007). Response styles to depressed mood
in bipolar affective disorder. Journal ofAffective Disorders, 100, 249-252.

Thurm, I. & Haefner, H. (1987). Perceived vulnerability, relapse risk and coping in
schizophrenia. An explorative study. European Archives of Psychiatry and Neurological
Sciences, 237, 46-53.

Tillman R, Geller B, Bolhofner K, Craney JL, Williams M, Zimerman B. (2003). Ages of
onset and rates of syndromal and subsyndromal comorbid DSM-IV diagnoses in a
prepubertal and early adolescent bipolar disorder phenotype. Journal of the American
Academy of Child and Adolescent Psychiatry, 42(12), 1486-93.

Tohen M„ Waternaux GM, Tsaung MT. (1990). Outcome in mania, a 4 year prospective
follow up of 75 patients utilising survival analysis. Archives of general Psychiatry 47 (12),
I 106- I I.

Tomaros V., Vlachonikolis I.G., Stefanis C.M. & Medianos M. (1988). The effect of
individual psychosocial treatment on the family atmosphere of schizophrenic patients.
Social Psychiatry, 23, 256-261.

Tondo, L., Baldessarini, R. J. and Floris, G. (2001). Long-term clinical effectiveness of
lithium maintenance treatment in types I and II bipolar disorders. British Journal of
Psychiatry \78(SUPPL 141).

Tondo, L., Hennen, J. & Baldessarini, R.J. (2003). Rapid-cycling bipolar disorder, effects of
long-term treatments. Acta Psychiatrica Scandinavica, 108, 4-14.

431



References

Tracy, A., Bauwens, F„ Martin, F., Pardoen, D. & Mendlewicz, J. (1992). Attributional style
and depression, A controlled comparison of remitted unipolar and bipolar patients.
British Journal of Clinical Psychology, 31, 83-84.

Trivedi, M. H., Fava, M., Wisniewski, S. R., Thase, M. E„ Quitkin, F„ Warden, D., Ritz, L.,
Nierenberg, A. A., Lebowitz, B. D., Biggs, M. M., Luther, J. F„ Shores-Wilson, K., Rush, A.
J., the STAR*D Study Team, (2006). Medication augmentation after the failure of SSRIs
for depression. New England Journal ofMedicine, 354, 1243-1252

Tsai, S-Y. M„ Chen, C-C., Kuo, C-J., Lee, J-C., Lee, H-C., Strakowski, S.M. (2001). 15-year
outcome of treated bipolar disorder. Journal ofAffective Disorders, 63, 215-220.

Turkington, D„ Kingdon, D. & Turner T. (2002). Effectiveness of a brief cognitive-
behavioural therapy intervention in the treatment of schizophrenia. British Journal of
Psychiatry, 180, 523-527.

Tzemou, E. & Birchwood, M. (2006). A Prospective Study of Dysfunctional Thinking and
the Regulation of Negative Intrusive Memories in Bipolar I Disorder, Implications for
Affect Regulation Theory. Psychological Medicine, 37(5), 689-698.

Uebelacker, L.A., Beevers, C.G., Battle, C.L., Strong, D„ Keitner, G.I., Ryan, C.E.,
Solomon, D.A. & Miller, I.W. (2006). Family Functioning in Bipolar I Disorder. Journal of
Family Psychology, 20 (4), 701 - 704.

Uebelacker, L.A., Beevers, C.G., Battle, C.L., Strong, D., Keitner, G.I., Ryan, C.E.,
Solomon, D.A., Miller, IW. (2006). Family functioning in bipolar I disorder. Journal of
Family Psychology;20(4);701 -4.

Ullman J.B. (2007). Structural Equation Modeling. In: B.G. Tabachnik & L.S. Fidell. Using
Multivariate Statistics (Fifth Edition). Boston, Pearson International.

Urosevic, S„ Abramson, L. Y., Harmon-Jones, E„ Donovan, P. M., Van Voorhis, L., Hogan,
M. and Alloy, L. B. (2006). The Behavioral Approach System (BAS) and Bipolar Spectrum
Disorders, Relationship of BAS and Behavioral Inhibition System (BIS) Sensitivities to
Bipolar Spectrum Diagnoses and Hypomanic Personality. Under review.

Valtonen H, Suominen K, Mantere O, Leppamaki S, Arvilommi P, Isometsa E. (2005).
Suicidal ideation and attempts in bipolar I and II disorders. Joural of Clinical Psychiatry, 66,
1456-1462.

Valtonen, H.M., Suominen, K., Mantere, O., Leppamaki, S„ Arvilommi, P. & Isometsa, E.
(2007). Suicidal Behaviour During Different Phases of Bipolar Disorder. Journal ofAffective
Disorders, 97, 101 -107.

Van Gent, E.M. & Zwart, F.M. (1991). Psychoeducation of partners of bipolar-manic
patients. Journal ofAffective Disorders, 21, 15-18.

Van Os, J., Pedersen, C.B. & Mortensen, P.B. (2004). Confirmation of synergy between
urbanicity and familial liability in the causation of psychosis. American Journal of Psychiatry,
161(12), 2312-4.

432



References

Vasile, D„ Vasiliu, O., Ojog, D„ Vasile, M., Sarmache, M. & Terpan, M. (2007). Augmenting
Antidepressant Psychopharmacoiogical Approach with Cognitive-Behavioural Therapy in
Bipolar Depression. European Psychiatry, 22, S22I-S34I.

Vaughn C.E. & Leff J.P. (1976). The influence of family and social factors on the course of
psychiatric illness, A comparison of schizophrenia and depressed neurotic patients. British
Journal ofPsychiatry, 129, 125-137.

Vaux A. (1988). Social Support - Theory, Research, and Intervention. New York, Wiley.

Veiel H.O.F. (1987). Buffer effects and threshold effects, An alternative interpretation of
nonlinearities in the relationship between social support, stress and depression. American
Journal of Community Psychology, 15 (6), 717-740.

Veiel H.O.F. (1988). Base-rates, cut-points and interaction effects, The problem with
dichotomized continuous variables. Psychological Medicine, 18, 703-710.

Velligan, D„ Prihoda, T., Dennehy, E., Biggs, M., Shores-Wilson, K., Crismon, M.L., Rush,
A.J., Miller, A., Suppes, T., Trivedi, M., Kashner, T.M., Witte, B„ Toprac, M., Carmody, T.,
Chiles, J. & Shon, S. (2005). Brief Psychiatric Rating Scale Expanded Version, How Do
New Items Affect Factor Structure? Psychiatry Research, 135, 217-228.

Ventura, J., Lukoff, D., Snyder, K. & Nuechterlein, K.H. (2004). Life events, familial stress,
and coping in the developmental course of schizophrenia. Schizophrenia Bulletin,
1984; 10(2), 258-92.

Vieta E (2005) Improving treatment adherence in bipolar disorder through
psychoeducation J Clin Psychiatry I (66 Suppl.), 24-29

Viguera, A.C., Baldessarini, R.J. & Tondo, Le. (2001). Response to lithium maintenance
treatment in bipolar disorders, comparison of women and men. Bipolar Disorders, 3(5),
245-252.

Vojta C., Kinosian B., Glick H„ Altshuler L. and Bauer M. (2001). Self-reported quality of
life across mood states in bipolar disorder. Comprehensive Psychiatry 42, 190-195.

Waghorn, G„ Chant, D. & Jaeger, J. (2007). Employment Functioning and Disability among
Community Residents with Bipolar Disorder, Results from an Australian Community
Survey. Bipolar Disorders, 9, 166-182.

Wallace, J. L. & Vaux, A. (1993). Social support network orientation, The role of adult
attachment style. Journal of Social and Clinical Psychology, 12, 354-365.

Ware J.J. and Sherbourne C. (1992). The MOS 36-item Short-Form Health Survey (SF-
36). I. Conceptual framework and item selection. Aled Care 30, 473-483.

Warr P. & Parry G. (1982). Paid employment and womens psychological well-being.
Psychological Bulletin, 91 (3), 498-516.

Watkins, E. (2003). Combining Cognitive Therapy with Medication in Bipolar Disorder.
Advances in Psychiatric Treatment, 9, 110-116.

433



References

Wehr, T. A., Sack, D. A. and Rosenthal, N. E. (1987). Sleep reduction as a final common
pathway in the genesis of mania. American Journal of Psychiatry, 144, 201-204.

Weiner, B. (1985). An attributional theory of achievement motivation and emotion.
Psychological Review, 92, 548—573.

Weinstock, L., Keitner, G.I., Ryan, C.E., Solomon, D.A. & Miller, I.W. (2006). Family
Functioning and Mood Disorders, A Comparison between Patients with Major
Depressive Disorder and Bipolar I Disorder. Journal of Counsulting and Clinical Psychology,
74 (6), I 192- 1202.

Weiss, R.D., Griffin, M.L., Greenfield, S.F., Najavits, L.M., Wyner, D„ Soto, J.A. & Hennen,
J.A. (2000). Group therapy for patients with bipolar disorder and substance dependence,
Results of a pilot study.Journal of Clinical Psychiatry, 61, 361-367.

Weiss, R.D., Griffin, M.L., Kolodziej, M.E., Greenfield, S.F., Najavits, L.M., Daley, D.C.,
Doreau, H.R. & Hennen, J.A. (2007). A Randomized Trial of Integrated Group Therapy
versus Group Drug Counseling for Patients with Bipolar Disorder and Substance
Dependence. American Journal of Psychiatry, 164 (I), 100-107.

Weissman, A.N., & Beck, A.T. (1978). Development and validation of the Dysfunctional
Attitude Scale, A preliminary investigation. Paper presented at the annual meeting of the
American Educational Research Association, Toront, Ontario, Canada.

Weissman M.M. (1987). Advances in psychiatric epidemiology, Rates and risks for major
depression. American Journal of Public Health, 77, 445-451.

Weissman, M.M. & Wickramaratne, M.M. (2000). Age of onset and familial risk in major
depression. American Medical Association, 57, 513-514.

Wells, A. and Cartwright-Hatton, S. (2004). A Short Form of the Metacognitions
Questionnaire: Properties of the MCQ-30. Behaviour Research and Therapy, 42 (4), 385-
396.

Wendel, J.S., Miklowitz, D.J., Richards, J.A. & George, E.L. (2000). Expressed emotion and
attributions in the relatives of bipolar patients, an analysis of problem-solving
interactions. Journal ofAbnormal Psychology, 109, 4, 792-796.

West, A., Henry, D.B. & Pavuluri, M.N. (2007). Maintenance Model of Integrated
Psychosocial Treatment in Pediatric Bipolar Disorder, A Pilot Feasibility Study. American
Academy of Child and Adolescent Psychiatry, 46 (2), 205 - 212.

Wheaton B. (1982). A comparison of the moderating effects of personal coping resources
in the impact of exposure to stress in two groups. Journal of Community Psychology, 10,
293-311.

WHOQOL Group (1998). The World Health Organisation Quality of Life Assessment
(WHOQOL) User Manual.

434



References

Widiger, T. A. and Samuel, D. B. (2005). Diagnostic Categories or Dimensions? A
Question for the Diagnostic and Statistical Manual of Mental Disorders-Fifth Edition.
Journal ofAbnormal Psychology, I 14(4), 494-504.

Wiersma, Wiersma, D., Nienhuis, F. J., Slooff, C. J., et al. (1998).Natural course of
schizophrenic disorders, a 15-year follow-up of a Dutch incidence cohort. Schizophrenia
Bulletin, 24, 75 -85.

Wilkins, K. (2004). Bipolar I Disorder, Social Support and Work. Health Reports, 15
(Suppl), 21-30.

Wills T.A. (1985). Supportive functions of interpersonal relationships. In, Cohen S. &
Syme S.L (Eds.). Social Support and Health (pp. 61 -82). London, Academic Press.

Winters, K. & Neale, J. (1985). Mania and low self-esteem. Journal of Abnormal Psychology,
94, 3, 282-290.

Wright, K., Lam, D. & Newsom-Davis, I. (2005). Induced Mood Change and Dysfunctional
Attitudes in Remitted Bipolar I Affective Disorder. Journal ofAbnormal Psychology, I 14 (4),
689-696.

Wykes, T., Steel, C„ Everitt, B. & Tarrier, N. (2007). Cognitive behavior therapy for
schizophrenia: Effect sizes, clinical models, and methodological rigour. Schizophrenia
Bulletin, in print. Advances access published October 25, 2007.

Xiong, W. Phillips, M.R. Hu, X., Wang, R„ Dai, Q„ Kleinman, J. & Kleinman, A. (1994).
Family-based intervention for schizophrenic patients in China. A randomised controlled
trial. British Journal of Psychiatry. 165(2), 239-47.

Xu, J., Rasmussen, A.-A., Bernsten, E.M., Moss, K„ Shnier, R„ Lagopoulos, J. & Malhi, G.S.
(2007). A Growth in Bipolar Disorder? Acta Psychiatrica Scandinavica, I 15, 246-250.

Yalom, I.D. (1995). The theory and practice ofgroup psychotherapy. Basic Books, New York.

Yan, L.J., Hammen, C., Cohen, A.N., Daley, S.E. & Henry, R.M. (2004). Expressed emotion
versus relationship variables in the prediction of recurrence in bipolar patients. Journal of
Affective Disorders, 83, 199-206.

Yatham LN, Kennedy SH, O'Donovan C, Parikh S, MacQueen G, Mclntyre R, Sharma V,
Silverstone P, Alda M, Baruch P, Beaulieu S, Daigneault A, Milev R, Young T, Ravindran A,
Schaffer A, Connolly M, Gorman CP (2005). Canadian Network for Mood and Anxiety
Treatments (CANMAT) guidelines for the management of patients with bipolar disorder,
consensus and controversies. Bipolar Disorder, 7 (Suppl. 3), 5-69.

Yatham, L.N., Lecrubier, Y„ Fieve, R.R., Davis, K.H., Harris, S.D., & Krishan, A.A. (2004).
Quality of life in patients with bipolar I depression, data from 920 patients. Bipolar
Disorders, 6, 379-385.

Young, R., Biggs, J. & Meyer, D. (1978). A Rating Scale for Mania: Reliability, Validity and
Sensitivity. British Journal of Psychiatry, 133, 429-435.

435



References

Zarate Jr, C.A., Tohen, M., Land, M. & Cavanagh, S. (2000). Functional Impairment and
Cognition in Bipolar Disorder. Psychiatric Quarterly, 71 (4), 309-329.

Zaretsky, A. (2003). Targeted psychosocial interventions for bipolar disorder. Bipolar
Disorders, 5 (2), 80-87.

Zaretsky, A.E., Zindel, V.S. & Gemar, M. (1999). Cognitive therapy for bipolar depression,
a pilot study. Canadian Journal of Psychiatry, 44, 49 1-494.

Zhang, H., Wisniewski, S.R., Bauer, M.S., Sachs, G.S., Thase, M.E., for the STEP-BD
Investigators (2006). Comparisons of Perceived Quality of Life Across Clinical States in
Bipolar Disorder, Data from the First 2000 Systematic Treatment Enhancement Program
for Bipolar Disorder (STEP-BD) Participants. Comprehensive Psychiatry, 47, 161-168.

Zubieta, J.-K., Huguelet, P., O'Neil, R.L. & Giordani, B.J. (2001). Cognitive Function in
Euthymic Bipolar I Disorder. Psychiatry Research, 102, 9-20.

Zuroff DC, Blatt SJ, Sotsky SM, KrupnickJL, Martin DJ, Sainslow CA & Simmens S (2000).
Relation of therapeutic alliance and perfectionism to outcome in brief outpatient
treatment of depression. Journal of Consulting and Clinical Psychology, 68, I 14 - 124.

436



Appendix

Appendix

Semi-structured Interview Guide and Assessment Tools



I

Interview Schedule



Interview Schedule

Date: / / Initials: No.:

First I want to ask about a few basic details and about the people you live with and those you have
contact with.

Can I begin by asking your date of birth? / / Age:

Gender:

Are you married?
— living with somebody?

Date of start of current marriage/ cohabitation: / /

Have you ever been married before or lived with anyone for more than six months?
No. ofmarriages: No. of cohabs. (> 6 months):

Who else lives with you at present?
No. of household members including S:

Do you have any children?
No. of children in household: No. of children born to subject:

Are all the children yours and your husband's/ partner's?

If in question - ?

Excluding the people that live with you, how many relatives live within 20 miles?
With whom are you in regular contact?

Excluding the people that live with you, how many friends live within 20 miles?
With whom are you in regular contact?



Are you employed at present?

ifunemployed: What year did you last work?

Is it your choice not to work outside the home?

ifemployed: Can you tell me what you do? — Do you have any official title?

How long have you been in this job?
How many jobs did you have since you left school?

Is (spouse or partner) working? Title:
Determine who is the main breadwinner.

How long have you lived in your current home?
Note housing type

Who owns the property you live in?

After you left school have you ever done a full time/ part time educational or training course?
O No O Yes; What?:

What year did you begin your first course:

What year did you finish your last course (completed):

Ifno, - Did you do any exams before you left school?

Do you have any general health problems that stop you from doing things you must do?
If yes please say what kind of problem:

Do you drink any alcohol?



How much per week?

Do you use any recreational drugs or any other substances?

If yes, what do you take?

How often do you take them?

Did you experience any early childhood losses?

What?

When?

Since when have you experienced difficulties with your mental health, e.g. feel low and depressed,
etc.?

At what age did you have your first serious mood swing?

At what age were you first diagnosed as having manic depression?

How many episodes of depression have you had?

When did your last episode of depression begin?

How many episodes ofmania have you had?



When did your last episode of mania begin?

How long did it last?

To what extent did this episode disrupt your daily life?

Did your mental health get in the way ofwhat you felt able to do?

more recently?

Have you ever been admitted to hospital for either mania or depression?
If yes,

a. How many times in the last 5 years?

b. How long on each occasion?

What treatments have you been given in hospital?

Have you ever been prescribed lithium?

What other medications have you been prescribed?

Has your medication been changed/ reviewed in the past 12 months?

How often do you see your doctor, your psychiatrist/ psychologist?

Are there other professionals you see regularly (nurses, social worker, etc.)?



Would you like to see more (semi)-professionals (befriender, volunteer support worker etc.)?

What other non-medication treatments have you received?

(e.g. group or individual therapy)

What treatment(s) do you perceive as being most effective for you?

Are there any forms of treatment you have not received but would like to?

How would you describe your relationship with your carer?

In your opinion to what extent does your carer understand:
a. You?

b. Your illness?

Do you know any members of your family, who have had difficulties with their mental health,

e.g. were depressed?
who/ what:

Have they been in hospital for that reason, - or seen a specialist (Psychiatrist, Psychologist)?

If you would like to be considered for the follow up study we also need the following details:

If you choose not to fill in these details: We would be grateful if you could nevertheless complete the questionnaire.
You have the option of sending it back anonymously.

Name:
Address:

Home Tel. No:
Relative contact/carer in own household.
Name:

Relationship:



Combined PANSS & BPRS assessment interview



About the Hybrid Interview Schedule

vThe "Hybrid Interview Schedule" is an integrated clinical symptom interview which allows the user to

obtain all the necessary information to rate several commonly used scales. It integrates the Brief

Psychiatric Rating Scale (BPRS), the Positive and Negative Syndrome Scale (PANSS). By eliminating

the overlap between different scales, the Hybrid Interview Schedule provides a comprehensive

assessment of the various symptom dimensions found in individuals presenting with psychosis. The

frequency, severity, interference with functioning and other relevant aspects of the symptom are

assessed over the preceding 4-week period. The information gathered during the interview is to be

noted on the respective "Hybrid Interview Schedule Recording Sheet". The individual manuals for

the above mentioned scales are to be used to rate each scale.



INTRODUCTION

"We are meeting together for about half an hour to an hour to get a better idea of the nature of the
problems and symptoms that you may have had over the pastmonth. I will be taking notes from time to
time. This is simply so that I will be able to remember things later.

First of all, I wonder if you could tell me about how you have been doing in the past month. I'd like you to
take a few minutes to tell me about your current living circumstances and your present well-being."

CONFIDENTIALITY (for non-PEPP patients only):" Everything you will say during our meeting will
essentially remain confidential. Nevertheless certain things may come up that we believe should best be
shared with your case manager/psychiatrist. Depending on the nature of such information I am also
legally bound to share that information with your case manager/psychiatrist."

1. SOMATIC CONCERN

Establish
• FREQUENCY
• IMPAIRMENT OF FUNCTIONING
• DELUSIONAL
• DISCLOSURE

• Have you been concerned about your physical health?
• Have you had any illness or seen a medical doctor lately?
• Has anything changed regarding your physical appearance? Is there anything wrong with your

body?
• Have you told anyone about this concern?
• How often are you concerned about [X]?
• Has it interfered with your ability to perform your usual activities?

Score BPRS 1, PANSS G1

• How have you been sleeping? Have you had any trouble falling asleep at the beginning of the
night? Have you felt at any times like you needed less sleep than usual? If yes, do you feel rested
when you wake up?

• Do you wake earlier in the morning than is normal for you?
Score HAS 11, YMRS 4, CDS 7

2



2. fANXIETY

Establish :

• FREQUENCY
• IMPAIRMENT OF FUNCTIONING
• AUTONOMIC ACCOMPANIMENT

• Have you been worried a lot in the last [2wks] (What do you worry about?)
• Are you concerned about anything? How about finances or the future?
• How much of the time have you been [X]?
• Has it interfered with your ability to perform your usual activities/work?
• When you are feeling nervous, do your palms sweat or does your heart beat fast? (Shortness of

breath/trembling/choking?)

Score BPRS 2, PANSS G2

Extra Anxiety Questions - needed to rate the Hamilton Anxiety Rating Scale
• Have you been feeling tense? Do you startle easy? Cry easily? Easily fatigued? Have you been

trembling or feeling restless or unable to relax?
• Have you been feeling fearful (phobic) of situations or events? For example, have you been afraid

of the dark? Of strangers? Of being left alone? Of animals? Of being caught in traffic? Of crowds?
Other fears?

• Have you been experiencing aches, pains or stiffness in your muscles? Have you experienced
muscle twitching or sudden muscle jerks?

• Have you been experiencing ringing in your ears, blurred vision, hot or cold flashes, feelings of
weakness or prickling sensations?

• Have you had episodes of a racing, skipping or pounding heart? How about pain in your chest or
fainting feelings?

• Have you been having trouble with your breathing? For example, pressure or constriction in your
chest, choking feelings, sighing or feeling like you can't catch your breath?

• Have you had any difficulties with stomach pain or discomfort? Nausea or vomiting? Burning or
rumbling in your stomach? Heartburn? Loose bowels? Constipation? Sinking feeling in your
stomach?

• Have you been experiencing urinary difficulties? For example, have you had to urinate more
frequently than usual? FOR WOMEN: Have your periods been regular?

• Have you been experiencing flushing in your face? Getting pale? Lightheadedness? Have you
been having tension headaches? Have you felt the hair rise on your arms, the back of your neck
or head, as though something had frightened you?

3. fDEPRESSION/Hopelessness/Self Depreciation

Establish :

• FREQUENCY
. SEVERITY
• IMPAIRMENT OF FUNCTIONING

• How has your mood been recently/in the last [X]?
• Have you felt depressed, sad or down?
• How would you rate it out of 10, with 10 the best you've ever felt, 0 the worst and five average?

3



• How often have you felt like that?
• When you have felt depressed have you noticed the depression being worse at any particular

time of day?
• Are you able to switch your attention to more pleasant topics when you want to?
• Do you find that you have lost interest in or get less pleasure from things that you used to enjoy?

• How long do these feelings last?
• Has it interfered with your ability to perform activities/work?

• How do you see the future for yourself? Have you given up or does there still seem to be some
reason for trying?

• What is your opinion of yourself compared to other people? Do you feel better or not as good or
about the same as most?

Score BPRS 3, PANSS G6, CDS 1, 2, 3, 6

4. SUICIDALITY

Establish :

. FREQUENCY
• IDEATION
. PLANS/ATTEMPTS

• Have you felt that life wasn't worth living?
• Have you thought about harming yourself or killing yourself?
• Have you ever felt tired of living or as if you'd be better off dead?

• How often have you thought about it?
• Did (do) you have a specific plan?

5. GUILT

Establish :

• PREOCCUPATION
• IMPAIRMENT OF FUNCTIONING
• DELUSIONAL

• Is there anything you feel guilty about?
• Have you been thinking about past problems?
• Do you tend to blame yourself for things that have happened?
• Have you done anything you're ashamed of?
• Have you ever felt that you have done some terrible thing that you deserve to be punished for?

• How often have you been thinking about [X]?
• Have you disclosed your feelings of guilt to others?

• Do you have the feeling that you are being blamed for something or even wrongly accused?
Score BPRS 5, PANSS G3, SAPS 10, CDS 4 & 5
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6. HOSTILITY

Establish :

• ACTUAL BEHAVIOUR
• External & Internal HOSTILITY

• How have you been getting along with people lately?
• Have you been irritable or grumpy? (Do you keep it to yourself? Do you show it?)

• Were you ever so irritable that you would shout at people or start fights?
• Have you hit anyone recently?
• Have you done anything to try to harm animals or people?

Score BPRS 6, PANSS G14 , YMRS 5 & 9

7. ANHEDONIA-ASOCIALITY

Establish :

. ACTIVE AVOIDANCE vs PASSIVE WITHDRAWAL
• INTEREST, DESIRE & INITIATIVE (regarding activities, relationships)
• ABILITY TO DERIVE PLEASURE/ ENJOYMENT from activities,

relationships

Impersistence at work/school:
• What is your primary activity? Do you work/attend school/homemaker?
• Do you enjoy your work/school, (other chores)?
• During the past month, have you been having any problems at work/school etc?

Physical Anergia/Hyperactivity:

• Are there times when you lie or sit around most of the day?
• What about the opposite, of finding that you have much more energy than normal, ie feel

hyperactive or restless?
• Does this ever last longer than a day?

Occupational/ Recreational interests and activities/:
• What kinds of things do you do in your free time? Do you have any particular hobbies you enjoy

like sports, political or religious activities, cooking, reading or any favorite TV programs?
• During the last month, what types of recreational activities have you engaged in?
• How often do you do these activities?
• Have you felt interested in the things you usually enjoy? (Have they been as fun as ususal)?

• During the last month, have you had a chance to socialize with your friends or family? How
often?

• Do you generally make the plans to go out or do you wait for somebody else to invite you?

5



9. GRANDIOSITY

Establish :

• SEVERITY
• CONVICTION (acted on?)
. DELUSIONAL

• Is there anything special about you? Do you have any special abilities or powers?
• Do you feel you are going to achieve great things?
• Have you thought that you might be somebody rich or famous?

• How often have you been thinking about [X]?
• Have you told anyone about what you have been thinking?
• Have you acted on any of these ideas?

Score BPRS 8, PANSS P5, SAPS 11

10. SUSPICIOUSNESS

Establish :

• FREQUENCY
• PREOCCUPATION
• DELUSIONAL

• Do you ever feel uncomfortable in public? Does it seem as though others are watching you? Are yo
concerned about anyone's intentions toward you?

• Do you feel in any danger?
• Have you felt that people are against you? Is anyone going out of their way to give you a hard time

trying to hurt you?
• Do you think people have been plotting against you?

• How often have you been concerned about [X]?
• Have you told anyone about these experiences?

Score BPRS 9, PANSS P6, SAPS 8 Score PANSS G16 (combine information from P6, G14, N4)

11. tHALLUCINATIONS

Establish :

. FREQUENCY

. IMPAIRMENT OF FUNCTIONING

Auditory hallucinations:
• Have you heard any sounds or people talking to you when there was no one around?
• What does/do the VOICE(S) say? Does it have a voice quality? Male/female?
• Do you ever hear your name being called?

Voices commenting:



Relations with Friends and Peers
• Do you have many friends? Close friends? How often have you seen them in the past month?
• Do you spend most of your time alone or with other people?
• Do you prefer to be alone?
• Do you join in activities with others? Do you enjoy being with others?

o Why not? Are you afraid of people, or do you dislike them?

Ability to feel intimacy and closeness:
• Do you feel close to your partner or anyone in your family? Is there anyone that you feel

particularly close to?
• Are you close to your family? How often do you see/hear from them? Do you keep in contact

with them or do you wait for them to contact you?
• Do you have someone you can talk to if you need help? Do others confide in you?

Sexual activity and interest:
• Are you currently married/single?
• Do you currently have an intimate relationship/partner/boyfriend or girlfriend?

IF YES: How often have you seen him/her in the past month?
Did you enjoy your time together?
Have you noticed a decrease or increase in your interest in or enjoyment of sex?

IF NO: Would you like to meet someone?
Would you like to have a relationship/partner/ boyfriend or girlfriend?
IF NO: Why not? Do you have trouble meeting people?
IF YES: During the last month, were you interested in having sexual relations?

Have you noticed a decrease in your interest in or desire for sex?

Score PANSS N2, N4, SANS 15,18,19, 20, 21, YMRS 2 & 3

8. ELEVATED MOOD

Establish :

• FREQUENCY
• SEVERITY

• Have you felt so good or high recently that other people thought you were not your normal self?
• Have you been feeling cheerful or "on top of the world" without any reason?

• Did it feel like more than just feeling good?
• How long did it last?

Score BPRS 7, YMRS 1
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o Have you ever heard voices commenting on what you are thinking or doing? What do
they say?

Voices conversing:
o Have you heard two or more voices talking with each other? What did they say?

Visual hallucinations:
• Do you ever have VISIONS or see things that others don't see? What did you see?
• Did this occur when you were falling asleep or waking up?

Somatic or tactile hallucinations:
• Have you ever had burning SENSATIONS or other strange feelings in your body?

Olfactory hallucinations:
• Have you ever experienced any unusual SMELLS or ODORS that others don't smell? What wen

they?

For each hallucination reported, ask the following questions:
• Have these experiences interfered with your ability to perform your usual activities/work?
• How do you explain them?
• How often does this happen?

Score BPRS 10, PANSS P3, SAPS 1-6

12. fDELUSIONS

Establish :

• FREQUENCY
• IMPAIRMENT OF FUNCTIONING
• CONVICTION/EXPLANATION

Delusions of Jealousy
• Have you ever worried that your husband/wife might be unfaithful to you?

o What evidence do you have?

Religious Delusions
• Are you a religious person?
• Do you have a special relationship with God?
• Have you had any unusual religious experiences?
• What was your religious training as a child?

Delusions of Reference
• Have you ever walked into a room and thought people were talking about you or laughing at

you?
• Have you seen things in magazines or on TV that seem to refer to you or contain special

messages for you?
• Are anything like X-rays, or radio waves affecting you?

Delusions of Being Controlled



• Have you ever felt that you were being controlled by some outside force?
• Have you felt that you were under the control of another person or force?

Delusions of Mind Reading
• Have you ever had the feeling that people could read your mind?
• Can anyone read your mind?

Thought Broadcasting
• Have you ever heard your own thoughts out loud, as if they were a voice outside your head?
• Have you ever felt your thoughts were broadcast so other people could hear them?

Thought Insertion
• Have you ever felt that thoughts were being put into your head by some outside force?
• Are thoughts put into your head that are not your own?

Thought Withdrawal
• Have you ever felt your thoughts were taken away by some outside force?

For each non-/delusional belief reported, ask the following questions:
• How often do you think about [X]?
• Have you told anyone about these experiences?
• How do you explain the things that have been happening?

Score BPRS 11, PANSS P1, G9, SAPS 9, 12, 13, 14, 15, 16, 17, 18, 19, 20

BIZARRE BEHAVIOUR

Social and Sexual Behaviour:
• Have you done anything that seemed unusual or disturbing to others?
• Have you done anything that could have got you in trouble with the police?

Clothing and Appearance
• Have you noticed anything unusual about your appearance?
• Have you done anything that has attracted the attention of others?

Repetitive or stereotyped behaviour
• Are there any things that you do over and over?

Score BPRS 13, SAPS 21-24

14. SELF-NEGLECT

• How has your grooming been lately? How often do you change your clothes?
• How often do you bathe/shower?
• Has anyone complained about your grooming or dress?
• Do you eat regular meals?

Score BPRS 13, SANS 14



15. fDISORIENTATION

• May I ask you some standard questions we ask everybody?
• What is today's date?
• What is this place/building?
• Who is the current Prime Minister?

Score BPRS 14, PANSSG10

16. INATTENTIVENESS

• "Can you spell the word "world" backwards?"(count errors)
• "Starting at the number 100, please subtract backwards by 7s (for those with at least Grade

100 or by3s (for those with at least Grade 6) for a series of 5 subtractions." (count errors)

Score SANS 24

17. ABSTRACT THINKING
APPENDIX A : Items for assessing SIMILARITIES

1



1.
2.
3.
4.

5.
6.
7.
8.

9.
10.
11.
12.

13.
14.
15.
16.

How are a ball and an orange alike?
Apple and banana?
Pencil and pen?
Nickel and dime

Table and chair?

Tiger and elephant?
Hat and shirt?
Bus and train?

Arm and leg?
Rose and tulip?
Uncle and cousin?
The sun and the moon?

Painting and poem?
Hilltop and valley?
Air and water?
Peace and prosperity?
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Note on Appendix A : Similarities are generally assessed by
sampling four of the items at different levels of difficulty (i.e.,
one item selected from each quarter of the full set). When
using the PANSS longitudinally, items should be
systematically alternated with successive interviews so as to
provide different selections from the various levels of difficulty
and thus minimize repetition.

Notes on Similarities responses :

'You've probably heard the expression, "Carrying a chip on the shoulder." What does that really mean?There's a very old
saying, "Don't judge a book by its cover." What is the deeper meaning of this proverb? »

APPENDIX B Items for assessing PROVERB INTERPRETATION

What does the saying mean:

1. "Plain as the nose on your face"
2. "Carrying a chip on your shoulder"
3. "Two heads are better than one"
4. "Too many cooks spoil the broth"

5. "Don't judge a book by its cover"
6. "One man's food is another man's

poison
7. "All that glitters is not gold"
8. "Don't cross the bridge until you come

to it"

9. "What's good for the goose is good for
the gander"

10. "The grass always looks greener on the
other side"

11. Don't keep all your eggs in one basket"
12. "One swallow does not make a

summer"

13. "A stitch in time saves nine"
14. "A rolling stone gathers no moss"
15. "The acorn never falls far from the

tree"
16. "People who live in glass houses

should not throw stones at others"
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Note on Appendix B : Proverb interpretation is generally
assessed by sampling four of the items at different levels of
difficulty (i.e., one item selected from each quarter of the full
set). When using the PANSS longitudinally, items should be
systematically alternated with successive interviews so as to
provide different selections from the various levels of difficulty
and thus minimize repetition.

Notes on Proverb responses

18. LACK OF JUDGEMENT AND INSIGHT

i:



How long have you been in the hospital/clinic etc?
Why did you come to the hospital/clinic etc?
Did you need to be in a hospital/clinic etc?

Did you have a problem that needed treatment?
Would you say that you had a psychiatric or mental problem?
Can you tell me about it and what it consists of?

In your opinion, do you need to be taking medicine?
ifmedicated: Why then are you taking medication?
if unmedicated: Why are you still in the hospital/clinic etc?
Does this medicine help you in any way?

Do you at this time have any psychiatric or mental problems?
i. For what reason are you still in the hospital/clinic etc? Please explain.
ii. Just how serious are these problems?

if hospitalized: Are you ready for discharge from the hospital?
Do you think you'll be taking medication for your problems after discharge?
What are your future plans?
What about your longer-range goals?

Score PANSS G12

"Well, that's about all I have to ask of you now. Are there any questions that you might like to ask me?
Thank you for your co-operation."

END

Legend:

t indicates items for which ratings on the BPRS and PANSS are equivalent. BPRS and PANSS
items are rated using a 7-point scale.



Interview Schedule Recording Sheet

Recording sheet for Patient's direct VERBAL RESPONSES to Questions

NB: Where necessary for rating (indicated by *), note down REPORTS

Subject No: Date: Interviewer:

INTRODUCTION 1. SOMATIC CONCERN

2. ANXIETY 3. DEPRESSION

4. SUICIDALITY 5. GUILT

6. HOSTILITY 7. *ANHEDONIA-ASOCIALITY



8. *ELEVATED MOOD 9. GRANDIOSTIY

10. SUSPICOUSNESS 11. HALLUCINATIONS

Auditory/Visual/Somatic/Olfactory

12. DELUSIONS 13. *BIZARRE BEHAVIOUR

Jealousy/Religious/Reference/Control/Mind
Reading/Broadcasting/Insertion/Withdrawal

14. *SELF-NEGLECT 15. DISORIENTATION



16. INATTENTIVENESS 17. ABSTRACT THINKING

"WORLD", Serial 3s or 7s Similarities, Proverbs

18. LACK OF INSIGHT COMMENTS:

Items based on OBSERVATION during interview and REPORTS from primary care
workers, family or chart

1. FORMAL THOUGHT DISORDER 2. BLUNTED AFFECT
Derailment Unchanging facial expression

Tangentiality

Incoherence
Decreased spontaneous movements

Illogicality Paucity of expressive gestures

Circumstantiality

Pressure
Poor eye contact

Distractibility Affective non-responsitivity

Clanging

Other observations: (e.g. neologisms):
Inappropriate Affect

Lack of vocal inflection

3. ALOGIA 4. *MOTOR BEHAVIOUR
Poverty of Speech Physical Anergia

Poverty of Content of Speech
Motor retardation



Tension

Stereotyped thinking
Excitement

Blocking Motor Hyperactivity

Increased Latency ofResponse
Poor Impulse Control

Mannerisms and Posturing

Disturbance ofVolition

5. *RAPPORT/ENGAGEMENT COMMENTS:

Preoccupation

Uncooperativeness (interpersonal compliance)

During interview.
Social Inattentiveness

Distractibility/Poor Attention

Uncooperativeness/Hostility

Poor rapport

Emotional Withdrawal ("invisible barrier")

I



Confidence in assessment:
1 = Not at all - 5 = Very Confident

Explain here if validity of assessment is questionable:
Symptoms possibly drug-induced
Underreported due to lack of rapport
Underreported due to negative symptoms
Patient uncooperative
Difficulty to assess due to formal thought disorder
Other



Brief Psychiatric Positive and Negative Syndrome Rating Scale

Name/ID § : Date: interviewer:

NA 1 2 3 4 5 67
Not Assessed Not present Very Mild Mild Moderate Moderately Severe Severe Extremely Severe

Rate the following items on the basis of the patient's self-report during the interview (N.B. Items 7, G14,12 and 13
are also rated on basis of observed behaviour)

1. Somatic Concern (not nec. delusional) 1 2 3 4 5 6 7

G1 somatic Concern 1 2 3 4 5 6 7

2./G2 Anxiety 1 2 3 4 5 6 7

3./G6 Depression 1 2 3 4 5 6 7

4. Suicidality 1 2 3 4 5 6 7

5. Guilt 1 2 3 4 5 6 7

G3 Guilt Feelings 1 2 3 4 5 6 7

6. Hostility 1 2 3 4 5 6 7

G14 Poor impulse control 1 2 3 4 5 6 7

N4 Passive/Apathetic Social withdrawal 1 2 3 4 5 6 7

7. Elevated Mood 1 2 3 4 5 6 7

8. Grandiosity 1 2 3 4 5 6 7

P5 Grandiosity 1 2 3 4 5 6 7

9. Suspiciousness 1 2 3 4 5 6 7

P6 Suspiciousness/Persecution 1 2 3 4 5 6 7

G16 Active social Avoidance 1 2 3 4 5 6 7

10./P3 Hallucinations 1 2 3 4 5 6 7

11./P1 unusual Thought/ Delusions (Conviction, Preoccjmp.) 1 2 3 4 5 6 7

G9 unusual Thought Content (Bizarreness) 1 2 3 4 5 6 7

12. Bizarre Behavior 1 2 3 4 5 6 7

13. Seif-neglect 1 2 3 4 5 6 7

14./G10 Disorientation 1 2 3 4 5 6 7

I\I2 Emotional withdrawal (from interpers. milieu) 1 2 3 4 5 6 7

N5. Abstract thinking 1 2 3 4 5 6 7

P12. Lack of insight 1 2 3 4 5 6 7

Rate the following items on the basis of observed behaviour or speech of the patient during the inte

15./P2 Concept. Disorganization 1 2 3 4 5 6 7

N6 Lack of spontaneity & flow of Conversation 1 2 3 4 5 6 7

N7 stereotyped Thinking 1 2 3 4 5 6 7

16./N1 Blunted Affect 1 2 3 4 5 6 7

17. Emotional Withdrawal ("invisible barrier") 1 2 3 4 5 6 7

N3 poor rapport (not psychosis-related) 1 2 3 4 5 6 7

P7 Hostility (during interview only) 1 2 3 4 5 6 7



C15 Preoccupation (absorption w. autistic exp.) 1 2 3 4 5 6 7

18./G7 Motor Retardation 1 2 3 4 5 6 7

19./G4 Tension 1 2 3 4 5 6 7

20. Uncooperativenessfduring interview only) 1 2 3 4 5 6 7

G8 Uncooperativeness (interpersonal non-compliance) 1 2 3 4 5 6 7

21 ./P4 Excitement 1 2 3 4 5 6 7

22./G11 Distractibility/Poor Attention 1 2 3 4 5 6 7

23. Motor Hyperactivity 1 2 3 4 5 6 7

24./G5 Mannerisms and Posturing 1 2 3 4 5 6 7

G13 Disturbance of volition 1 2 3 4 5 6 7

Confidence in assessment: Explain here if validity of assessment is questionable:
1 = Not at all - 5 = Very Confident Symptoms possibly drug-induced

Underreported due to lack of rapport
Underreported due to negative symptoms
Patient uncooperative
Difficulty to assess due to formal thought disorder
Other



Beck Depression inventory



Name: Marital Status: Age: Sex:

i Occupation: Education:

Instructions: This questionnaire consists of 21 groups of statements. Please read each group of statements carefully, and
then pick out the one statement in each group that best describes the way you have been feeling during the past two
weeks, including today. Circle the number beside the statement you have picked. If several statements in the group

i seem to apply equally well, circle the highest number for that group. Be sure that you do not choose more than one
statement for any group, including Item 16 (Changes in Sleeping Pattern) or Item 18 (Changes in Appetite).

1. Sadness

0 I do not feel sad.

1 I feel sad much of the time.

2 I am sad all the time.

3 I am so sad or unhappy that I can't stand it.

2. Pessimism

0 I am not discouraged about my future.
1 I feel more discouraged about my future than I

2

3

used to be.

I do not expect things to work out for me.
I feel my future is hopeless and will only get
worse.

3. Past Failure
0 I do not feel like a failure.

1 I have failed more than I should have.

2 As I look back, I see a lot of failures.
3 I feel I am a total failure as a person.

4. Loss of Pleasure
0 I get as much pleasure as I ever did from the

things I enjoy.
1 I don't enjoy things as much as I used to.
2 I get very little pleasure from the things I used

to enjoy.
3 I can't get any pleasure from the things I used

to enjoy.

5. Guilty Feelings
0 I don't feel particularly guilty.
1 I feel guilty over many things I have done or

should have done.

2 I feel quite guilty most of the time.
3 I feel guilty all of the time.

6. Punishment Feelings
0 I don't feel I am being punished.
1 I feel I may be punished.
2 I expect to be punished.
3 I feel I am being punished.

7. Self-Dislike

0 I feel the same about myself as ever.
1 I have lost confidence in myself.
2 I am disappointed in myself.
3 I dislike myself.

8. Self-Criticalness
0 I don't criticize or blame myself more than usual.
1 I am more critical of myself than I used to be.
2 I criticize myself for all ofmy faults.
3 I blame myself for everything bad that happens.

9. Suicidal Thoughts or Wishes
0 I don't have any thoughts of killing myself.
1 I have thoughts of killing myself, but I would

not carry them out.
2 I would like to kill myself.
3 I would kill myself if I had the chance.

10. Crying
0 I don't cry anymore than I used to.
1 I cry more than I used to.
2 I cry over every little thing.
3 I feel like crying, but I can't.
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11. Agitation
0 I am no more restless or wound up than usual.
1 I feel more restless or wound up than usual.
2 I am so restless or agitated that it's hard to stay

still.

3 I am so restless or agitated that I have to keep
moving or doing something.

12. Loss of Interest

0 I have not lost interest in other people or
activities.

1 I am less interested in other people or things
than before.

2 I have lost most of my interest in other people
or things.

3 It's hard to get interested in anything.

13. Indecisiveness

0 I make decisions about as well as ever.

1 I find it more difficult to make decisions than
usual.

2 I have much greater difficulty in making
decisions than I used to.

3 I have trouble making any decisions.

14. Worthlessness

0 I do not feel I am worthless.

1 I don't consider myself as worthwhile and useful
as I used to.

2 I feel more worthless as compared to other
people.

3 I feel utterly worthless.

15. Loss of Energy
0 I have as much energy as ever.
1 I have less energy than I used to have.
2 I don't have enough energy to do very much.
3 I don't have enough energy to do anything.

16. Changes in Sleeping Pattern
0 I have not experienced any change in my

sleeping pattern.
la I sleep somewhat more than usual.
lb I sleep somewhat less than usual.
2a I sleep a lot more than usual.
2b I sleep a lot less than usual.
3 a I sleep most of the day.
3b I wake up 1-2 hours early and can't get back

to sleep.

17. Irritability
0 I am no more irritable than usual.

1 I am more irritable than usual.

2 I am much more irritable than usual.

3 I am irritable all the time.

18. Changes in Appetite
0 I have not experienced any change in my

appetite.
la My appetite is somewhat less than usual,
lb My appetite is somewhat greater than usual.
2a My appetite is much less than before.
2b My appetite is much greater than usual.
3a I have no appetite at all.
3b I crave food all the time.

19. Concentration Difficulty
0 I can concentrate as well as ever.

1 I can't concentrate as well as usual.

It's hard to keep my mind on anything for
very long.

3 I find I can't concentrate on anything.

20. Tiredness or Fatigue
0 I am no more tired or fatigued than usual.
1 I get more tired or fatigued more easily than

usual.

2 I am too tired or fatigued to do a lot of the things
I used to do.

3 I am too tired or fatigued to do most of the
things I used to do.

21. Loss of Interest in Sex
0 I have not noticed any recent change in my

interest in sex.

1 I am less interested in sex than I used to be.

2 I am much less interested in sex now.

3 I have lost interest in sex completely.

NOTICE: This form is printed with both blue and black ink. If your
copy does not appear this way, it has been photocopied in
violation of copyright laws.
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Mania rating scales



Choose the one statement in each group that best describes the way you have been feelingfor the
past week including today. Circle the number next to the statementyou picked.
Please note: the word "occasionally" when used here means once or twice; "often"means several times or
more; "frequently"means most ofthe time.

I do not feel happier or more cheerful than usual.
I occasionally feel happier or more cheerful than usual.
I often feel happier or more cheerful than usual.
I feel happier or more cheerful than usual most of the time.
I feel happier or more cheerful than usual all of the time.

I do not feel more self-confident than usual.
I occasionally feel more self-confident than usual.
I often feel more self-confident than usual.
I feel more self-confident than usual most of the time.
I feel extremely self-confident all of the time.

3)

0
1
2
3
4

4)

0
1
2
3
4

5)

I do not need less sleep than usual.
I occasionally need less sleep than usual.
I often need less sleep than usual.
I frequently need less sleep than usual
I can go all day and night without any sleep and still not
feel tired.

I do not talk more than usual.
I occasionally talk more than usual.
I often talk more than usual.
I frequently talk more than usual.
I talk constantly and cannot be interrupted.

I have not been more active (either socially, sexually, at
work, home/ school) than usual.
I have occasionally been more active than usual.
I have often been more active than usual.
I have frequently been more active than usual.
I am constantly active or on the go all the time.

Below are a number of statements describing how people sometimes feel. For each statement please
indicate whether or not it applies to you. Simply circle YES if it applies to you, or NO if it does not
apply to you. Please judge the statements on the basis ofyour feeling during the past week including
today.
1. I can't sit still. YES NO

2. Lately I have been working much faster than usual. YES NO

3. I feel angry. YES NO

4. I have boundless energy. YES NO

5. I feel as though I can work 20 hours a day. YES NO

6. I feel like going on a spending spree. YES NO

7. I am constantly on the go. YES NO

8. People annoy me now more than before. YES NO

9. I move faster now than before. YES NO

10. Lately I feel like breaking things. YES NO

11. I've been telephoning a lot of friends recently. YES NO

12. I don't need as much sleep as other people. YES NO

13. I have been making new plans for travel. YES NO

14. I am continuously involved in activities. YES NO

15. I feel like being with people. YES NO

16. I make up my mind quickly. YES NO



Bipolar Longitudinal Investigation of Problems



Please think back on the last week and note ifyou have been aware ofany ofthe following changes.

You would normally be expected to circle only one out ofthe "A" or "B" items in each section or just the
"0" item, but please feel free to choose more than one item for each section. ifapplicable. For example,
for Question 1 (ACTIVITY-PHYSICAL) you might have felt more active for some of the time but less
active for the rest ofthe time, in which case you should circle the numbers next to the two items that most
closely applied.

'A' Items 'B' Items

1. ACTIVITY - PHYSICAL
0 - I was no more or less active than usual and I think I appeared calm

A1 I was slightly more active than usual. B1 I was slightly less active than usual.
A2 I was moderately more active than usual. B2 I was moderately less active than usual.
A3 I was considerably more active than usual. B3 I was considerably less active than usual.
A4 I was excessively active and constantly driven to B4 I was virtually inactive and felt exhausted.

movement.

2. ACTIVITY-VERBAL
0 - I engaged in conversation and talked normally

A1 I talked slightly more often and more rapidly in B1 I talked slightly less than usual in conversation.
conversation.

A2 I noticed a moderate increase in the rate and the B2 I noticed a moderate decrease in the rate

amount I talked. and the amount I talked.
A3 I felt very talkative. B3 I noted a considerable decrease in my speech.
A4 I couldn't stop myself talking. B4 I hardly said anything.

3. THOUGHT PROCESSES
0 - My mind was alert and my speech coherent and easy to follow

A1 My thoughts seemed to move a little faster. B1 I felt there was a slight slowing ofmy
I sometimes deviated from my main topic of thoughts and my speech.
conversation.

A2 My thoughts were going fast and I regularly B2 I felt a moderate slowing ofmy thoughts
deviated from my main topic of conversation. and speech.

A3 My thoughts were going very fast and I often B3 I noticed longer gaps between my sentences.
deviated from my main topic of conversation.

A4 1 was constantly distracted by the speed ofmy B4 I had virtually nothing to say and my mind
thoughts. felt empty and blank.

4. VOICE LEVEL
0 - The volume ofmy voice was the same as usual,

I spoke clearly and regulated my voice level according to the environment.

A1 I spoke somewhat more loudly than usual. B1 I spoke somewhat more quietly than usual.
A2 I spoke considerably more loudly than usual .

B2 I spoke so quietly that others had to strain
to hear.

A3 I spoke very loudly, with little attention to the B3 I spoke very quietly, a lot more quietly than
immediate environment. usual.

A4 I felt like shouting and screaming and making B4 I volume ofmy voice was almost impossible
lots of noise. for others to hear.



5. MOOD
0 - The mood that I experienced was very much a normal, neutral mood.

A1 My mood was a little better than usual. B1 My mood was slightly lower than usual.
A2 I felt slightly elated. B2 I felt miserable.
A3 I felt elated, emotionally high, joyful and exuberant. B3 I was really down and I often felt like crying.
A4 I was so high that I was out of touch with my B4 I was completely down and felt a sense of

situation. utter depression and gloom.

6. SELF-ESTEEM
0 - My feelings of self-worth and esteem were the same as usual.

A1 My self-esteem had slightly increased. B1 My self-esteem had slightly decreased.
A2 My self-esteem had increased considerably. B2 My self-esteem had considerably decreased.
A3 I felt that I was greatly admired and respected B3 My estimation ofmy own self-worth and

by other people and that I had particular talents abilities was extremely low.
or abilities.

A4 I had grandiose ideas which I could not be B4 I hated myself and felt worthless. My sense of
dissuaded from. self was so distorted that I could see no way to

improve my situation.

7. CONTACT
0 - I had normal emotional contact with others.

A1 I felt sociable and tried to meet people. B1 I had a reduced wish or ability to be with
people and was slightly withdrawn.

A2 I chose to meet people but often became irritable. B2 I didn't feel like being with people. I had
withdrawn to a moderate degree.

A3 I felt very sociable and outgoing but behaved in a B3 I felt isolated yet emotionally indifferent to
dominating way with others. others, even to friends and family, and I was

withdrawing from everyone.
A4 I constantly wanted to be with people but they did B4 I felt totally isolated yet wanted no human

not like my dominating behaviour. contact. I was withdrawing from even the
most important aspects of life.

8. SLEEP
0 - My sleep was normal.

A1 I took longer to fall asleep at night. B1 I had difficulty falling asleep at night.
A2 I often woke up in the night but slept longer B2 I had difficulty falling asleep and woke up

than usual. frequently.
A3 I woke up before my usual time in the morning, B3 My sleep was extremely disturbed having a

but I slept longer overall and felt tired during marked effect on the way I felt during the day.
the day.

A4 I wanted to sleep most of the time. B4 My inability to sleep properly was a major
preoccupation and seemed to affect everything
I did.

9. SEXUAL INTEREST
0 - My level of sexual interest and activity was the same as usual.

A1 There was a slight increase in my level of B1 There was a slight decrease in my level of
sexual interest and activity. sexual interest and activity.

A2 There was a moderate increase in my level of B2 There was a moderate decrease in my level
of sexual interest and activity. sexual interest and activity.

A3 There was a marked increase in my level of B3 There was a marked decrease in my level of
sexual interest and impulsiveness in sexual activity. sexual interest and activity.

A4 I was disinhibited and felt sexual constantly. B4 I had no interest whatsoever in sex and felt
repulsed by the idea.



10. EATING HABITS
0 - My eating habits were about the same as is usual for me, in amount,

regularity and rate of eating.

A1 My appetite was slightly decreased. I was eating B1 My appetite was slightly increased and I ate
slightly less than usual. more faster and more often.

A2 I felt moderately less desire for food than B2 I felt a moderately greater desire for food than
usual and ate more slowly. usual and ate more quickly.

A3 I had to force myself to eat my much reduced B3 I was eating much more and more often than
intake of food. is usual for me.

A4 I had no need for food at all and ate very little or B4 I was completely preoccupied by food with a
nothing. marked increase in how much, how often and

how fast I ate.

11. WEIGHT CHANGE
0 - I weighed about the same as is usual for me.

A1 I felt that I was losing weight, but not B1 I felt that I was putting on weight, but not
noticeable so. noticeably so.

A2 My weight was noticeably less than usual. B2 My weight was noticeably more than usual.
A3 I had lost a great deal of weight. B3 I had put on a great deal of weight.
A4 My weight was very noticeably lower than B4 My weight was very noticeably greater than is

was usual for me. I was worried about the usual for me. I was worried about the amount

amount ofweight I had lost ofweight that I had put on.

12. MEANING
0 - I had not noticed any change in what I regard as important in my life.

A1 I had noticed certain everyday things meant B1 I had some doubts about what is meaningful
more to me. in my life.

A2 I had noticed more significance in certain B2 Questions ofmeaning and purpose were of
things than I would normally. concern to me.

A3 I had become aware of great significance B3 I was frequently concerned that there was
becoming attached to things/events/people. no meaning or purpose to life.

A4 I felt that I had a more profound understanding B4 My life felt completely without meaning or
and/or awareness and I was convinced ofmy purpose.
pivotal role in the scheme of things.

13. ANXIETY
0 - I felt no more or less anxious, insecure or tense than usual.

A1 I felt more anxious than usual. B1 I felt less anxious than usual.
A2 I felt I was in a state of anxiety which was difficult B2 I felt much less anxious than usual.

to control and which interfered with my daily life.
A3 My feelings of anxiety and experience of inner B3 I felt positively more relaxed and worried

unrest, nervousness and panic often interfered about things a lot less.
with my daily life.

A4 Feelings of panic were present so often that B4 I felt remarkably calm and tranquil.
They constantly interfered with my daily life.



14. FEELINGS OF PRESSURE
0 - I felt that there was no more or less pressure on me than usual.

A1 I was putting myselfunder slightly less pressure B1 I was putting myselfunder slightly more
than usual. pressure than usual.

A2 I did not feel under pressure. B2 I felt under pressure.
A3 I felt detached from my B3 I felt a strong sense of responsibility and that

responsibilities. it was important that I try to satisfy and respond
to all the pressures and demands upon me.

A4 I had no feeling of pressure at all and felt B4 I had to keep going though under the weight
completely separate and detached from any sense of enormous pressure.
of responsibility.

15. PASSAGE OF TIME
0 - My perception of the passing of time was no different than usual.

A1 Time seemed to be passing slower than usual B1 Time seemed to be passing more quickly
than usual. than usual.

A2 I felt unable to fill all ofmy time constructively. B2 I was fully occupied and I feared I would
not fit everything in that I wanted to.

A3 Time dragged so much and passed so slowly that I B3 Time was passing so quickly that I felt
dreaded the future. pressured to keep up.

A4 I felt almost as if time had stopped and that the B4 Time was flying by so fast that I didn't have
future would not happen. time to stop and think.

16. FUTURE PLANS
0 - My ability to plan for the future was the same as usual for me.

A1 I was slightly more able than usual to make plans B1 I occasionally questioned whether I should
for the future. plan for the future.

A2 I was thinking ofmore future plans than usual. B2 I sometimes thought there was no point in
planning for the future.

A3 My head was full ofmany plans and ideas. B3 I frequently thought there was no point in
planning for the future.

A4 I couldn't stop myself from constantly thinking of B4 The future seemed completely hopeless to me.
unrealistic plans for the future.

17. PAIN SENSITIVITY
0 - My sensitivity to pain was the same as usual for me.

A1 I felt slightly less sensitive to pain than usual. B1 I felt slightly more sensitive to pain than usual.
A2 I definitely felt less sensitive to pain than usual. B2 I definitely felt more sensitive to pain than

usual.
A3 My capacity to tolerate pain felt very high. B3 My capacity to tolerate pain felt extremely low.
A4 I felt incapable of experiencing pain ever again. B4 I felt completely overrun with pain.

18. WORK
0 - My capacity for work was the same as usual for me.

A1 I had a slightly increased capacity for work. B1 I had a slightly decreased capacity for work.
A2 I had a greatly increased capacity for work. B2 I had a greatly decreased capacity for work.
A3 My capacity for work was extremely high. B3 My capacity for work was extremely low.
A4 I felt I had an infinite capacity for work and B4 I had no capacity for work whatsoever and the

could take on anything. slightest demand overwhelmed me.



INDIVIDUAL CHARACTERISTICS

Please feel free to personalise any of the stated items if you think they are relevant to you but in a slightly
different way, or add additional items at the end of the questionnaire if there are other items relevant for you
that have not been mentioned at all.

1. GENERAL HEALTH
0 I had no particular health worries.
1 I had been worrying more about my health.
2 I had frequent worries that I had symptoms I could not explain.
3 I was increasingly preoccupied by thoughts of the serious illnesses I might have.
4 I was convinced that I had a life threatening illness.

2. SMOKING
0 I did not smoke/I had stopped smoking.
1 I had started smoking again/I continued to smoke as often as usual.
2 I smoked a slightly increased number per day e.g. 10-15 extra.
3 I smoked a greatly increased number per day e.g. a packet or more, chain smoking.
4 I smoked constantly.

3. ALCOHOL
0 I drank the same amount as was normal for me.
1 I drank slightly more or slightly more often than usual.
2 There was a moderate increase in the amount or frequency ofmy intake.
3 There was a marked increase in my alcohol consumption.
4 I was intoxicated most of the time and often incapacitated.

4. HOSTILITY/DESTRUCTIVENESS
0 I felt no more or less irritable than usual.
1 I felt slightly more irritable than usual, when provoked.
2 I felt angrier and more aggressive than usual and felt more likely to lose my temper.
3 I felt argumentative, lost my temper and become more aggressive without provocation but the resulting

conflict could be resolved.
4 I felt unable to control my feelings of violent anger and destructiveness.

5. SPENDING
0. I was spending money in the same amounts and at the same rate as usual.
1. I was spending slightly more money than usual, not excessively so.
2. I was spending more freely and impulsively than usual.
3. I was spending money indiscriminately and inappropriately.
4. I was grossly overspending, way over my budget.

6. RECREATIONAL DRUG HABITS
0. I continued my abstinence/my normal use.
1. My use was slightly increased compared with normal.
2. My use was moderately increased compared with normal.
3. My use was markedly increased compared with normal.
4. My use of recreational drugs had become excessive and extreme.

7. RELIGIOSITY (this item refers to feelings described as, e.g. religious, spiritual, mystical, significant,
meaningful).

0. My customary practice and strength of feelings were as is usual for me.
1. I was more aware than usual of this aspect ofmy life, in my thoughts.
2. I actively participated more and felt more strongly in my spiritual life.
3. I felt drawn to and preoccupied by strong feelings, which seemed most meaningful.
4. I was completely preoccupied by a profound, personal spiritual experience.



8. RESPONSE TO FRUSTRATION
0. I dealt with frustration in a calm and ordered way.
1. I disliked it when others prevented me from getting my way.
2. Frustration ofmy efforts upset me and I reacted accordingly.
3. I reacted with a short fuse to frustration of my plans.4. I felt violently angry when others tried to restrict me.

9. MEDICATION
0. I continued with my usual scheme of prescribed medication.
1. I occasionally altered my dose ofmedication (increasing or decreasing).
2. I deliberately changed the dose I took, against medical instructions.
3. I stopped taking my prescribed medication i.e. active discontinuation.
4. My symptoms returned after discontinuation and I required medication to return to a stable state.

10. INCONSIDERATE ACTIVITY
0. I was aware of the feelings of others to the same degree as usual for me.
1. I adjusted my behaviour according to the needs of others less than usual.
2. I felt disinhibited and put my own wants ahead of those of others.
3. I did not care what effect my behaviour had on others.
4. My behaviour was constantly upsetting others but I still did not care at all.

11. CLOTHING
0. My style of dress was the same as usual for me.
1. I was more aware ofmy choice and style of dress than usual.
2. I felt like wearing louder, more colourful clothing than usual.
3. I wanted to look way out and be unusual in my style of dress.
4. I imbued certain items and colours with specific meaning.

12. CREATIVITY
0. I felt no more or less creative than is usual for me.
1. My appreciation was slightly enhanced of things e.g. music, colour, literature.
2. I was coming up with more new ideas than is usual.
3. I felt drawn to spend much ofmy time doing creative things e.g. writing, art.
4. I was preoccupied by spontaneous ideas and I had to follow my urges to be creative, e.g. to make something,

paint, play an instrument, write.

13. DAILY VARIATION IN MOOD
0. My moods were not generally associated with time of day.
1. I noticed slight mood changes according to time of day.
2. My mood was predictable by time of day.
3. I experienced very powerful swings in mood according to time of day.
4. Time of day completely determined my mood.

14. CONCENTRATION
0. There was no change in my ability to concentrate.
1. I needed to make an effort to concentrate.

2. Even with effort, it was difficult to concentrate.
3. My lack of concentration affected my memory and decision making.
4. I found it virtually impossible to concentrate e.g. I couldn't follow a conversation or TV programme.

15. IMPULSTVITY
0. I noticed no unusual or abnormal impulses.
1. I felt more impulsive but this was controllable.
2. I noticed the urge to act on impulses more strongly.
3. I found it increasingly difficult to resist acting on impulses.
4. I felt I had no control over my impulses whatsoever.



16. SUICIDAL IMPULSES
0. I had experienced no impulses to harm myself.
1. I had occasional thoughts ofharming myself or wanting to be unconscious to get away from things.
2. I had frequent wishes to be dead and had reflected on how I could achieve this by my own actions.
3. I had thought out how I would kill myself and the plan came to mind regularly.
4. I had a constant urge to end my life and I was preoccupied by plans for achieving this.

17. MENSTRUAL CYCLE (WOMEN)
0. I did not associate my menstrual cycle with any marked mood swings.
1. I noticed slight premenstrual mood swings.
2. I expected to experience mood changes before the start ofmy period.
3. My marked premenstrual mood swings eased once the period stopped.
4. I experienced prolonged, marked and extreme mood changes premenstrually which persisted during the period

and afterwards.

18. SEASONALITY
0. My mood was unaffected by changing seasons.
1. I experienced minor mood changes in relation to season.
2. I experienced significant mood changes in relation to season.
3. I experienced major mood changes in relation to season.
4. I experienced extreme mood changes in relation to season.

19. JET LAG
0. My mood was unaffected by jet lag
1. I noticed a slight change in my mood because ofjet lag.
2. My mood showed a definite change because of jet lag.
3. I noticed a considerable change in my mood because ofjet lag.
4. My mood changed dramatically because ofjet lag.

PLEASE NOTE ANY OTHER CHANGES THAT YOU ARE AWARE OF BUT WHICH HAVE NOT BEEN
MENTIONED ELSEWHERE IN THE QUESTIONNAIRE:

1

2

3



Quality of Life



Thispart of the questionnaire asks how you feel about your quality oflife, health, and other areas ofyour
life. Please answer all the questions. Ifyou are unsure about which response to give to a question, please
choose the one that appears most appropriate. This can often be yourfirst response. Please keep in mind
your standards, hopes, pleasures and concerns. We ask that you think about your life in the last two
weeks. For example, thinking about the last two weeks, a question might ask:

Not Little Moderate Very Extreme
at all amount much Amount

How much do you worry about your health 1 2 3 5

You should circle the number that best fits how much you have worried about your heath over the last two weeks. So
you would circle the number 4 if you were worried about your health "Very much" as above.

Not Little Moderate Very Extreme
at all amount much Amount

How much do you worry about your health (jj 2 3 4 5
You should circle the number 1 if you have worried "Not at all" about your health. Please read each question, assess
your feelings, and circle the number on the scale for each question that fives the best answer for you.

QUESTIONS
1. Very Good Fair Poor

Good
In general, would you say your health is: 1 2 3 4

2. Very Poor Neither Good Very Good
Poor Poor nor good

How would you rate your quality of life? 1 2 3 4 5

3. Very Dissatisfied Neither satisfied Satisfied Very
Dissatisfied nor dissatisfied satisfied

How satisfied are you with your health?: 1 2 3 4 5

The following questions ask about How Much you have experienced certain things in the last two weeks:
4.

To what extent do you feel that (physical)
pain prevents you from doing what you
Need to do?

Not at
all

1

Little

2

Moderate
amount

3

Very
much

4

Extremely

5

How much do you need any medical
treatment to function in your daily life? 1 2 3 4 5

How much do you enjoy life? 1 2 3 4 5

To what extent do you feel your life to be
meaningful? 1 2 3 4 5

5. Not at Little Moderate Very Extremely
all amount much

How well are you able to concentrate? 1 2 3 4 5

How safe do you feel in your daily life? 1 2 3 4 5

How healthy is your physical environment? 1 2 3 4 5



The following questions ask about How Completely you experienced or were able to do certain things in the
last two weeks:

6. Not at
all

Little Moderate Mostly Completely

Do you have enough energy for everyday
life?

1 2 3 4 5

Are you able to accept your bodily
appearance?

1 2 3 4 5

Have you enough money to meet your
needs?

1 2 3 4 5

How available to you is the information
that you need in your day to day life?

1 2 3 4 5

To what extent do you have the
opportunity for leisure activities?

1 2 3 4 5

The following questions ask you to rate how Satisfied, Happy Or Good you have felt about various aspects
of vour life over the last two weeks:

7. Very
dissatisfied

Dissatisfied Neither satisfied
nor dissatisfied

Satisfied Very
satisfied

How satisfied are you with your sleep? 1 2 3 4 5

How satisfied are you with your ability
to perform your daily living activities?

1 2 3 4 5

How satisfied are you with your capacity
for work?

1 2 3 4 5

How satisfied are you with yourself? 1 2 3 4 5

How satisfied are you with your
personal relationships?

1 2 3 4 5

How satisfied are you with your sex life? 1 2 3 4 5

How satisfied are you with the support you
get from your friends?

1 2 3 4 5

How satisfied are you with the conditions
of your living place?

1 2 3 4 5

How satisfied are you with your access
to health services?

1 2 3 4 5

How satisfied are you with your transport? 1 2 3 4 5

8. Very
poor

Poor Neither poor
nor good

Good Very
good

How well are you able to get around? 1 2 3 4 5

The following question refers to How Often you have felt or experienced certain things, for example the
support of your family or friends or negative experiences such as feeling unsafe.

9. Never Seldom Quite Often Very Often Good

How often do you have negative feelings
such as blue mood, despair, anxiety, depression? 1 2 3 4 5



Personal Beliefs about Illness Questionnaire



Please indicate whether you strongly disagree, disagree, agree or strongly agree by ticking the
appropriate box.

Strongly
Disagree Disagree Agree

Strongly
Agree

1. 1 will always need to be cared for by professional
medical staff.

2. My illness frightens me.

3. 1 am embarrassed by my illness.

4. 1 am capable of very little as a result of my illness.

5. Because of my illness 1 have to rely on psychiatric
services.

6. There must always have been something wrong with
me to have caused my illness.

7. 1 find it difficult to cope with my current symptoms.

8. My illness is too delicate/brittle for me to work or
keep a job.

9. 1 know when I'm relapsing but 1 can't do anything
about it.

10. My illness is ajudgement on me.

11. 1 am powerless to influence or control my illness.

12. I am fundamentally normal; my illness is like any
other.

13. Society needs to keep people with my illness apart
from everyone else.

14. There must be something about my personality that
causes me to be what 1 am.

15. 1 can talk to most people about my illness.

16. There is something strange about me that causes my
illness.



Meta Cognitions Questionnaire



This questionnaire is concerned with beliefs people have about their thinking. Listed below are a
number of beliefs that people have expressed. Please read each item and say how much you
senerally agree with it by circling the appropriate number. Please respond to all the items, there
are no right or wrong answers.

2. My worrying is dangerous for me.

3. I have difficulty knowing if I have actually done
something, or just imagined it.

4. I think a lot about my thoughts.
5. I could make myself sick with worrying.

6. I am aware of the way my mind works when I am
thinking through a problem.

7. If I did not control a worrying thought, and then
it happened, it would be my fault.

8. If I let my worrying thoughts get out of control,
they will end up controlling me.

9. I need to worry in order to remain organised.
10. I have little confidence in my memory for words

and names.

11. My worrying thoughts persist, no matter how I
try to stop them.

12. Worrying helps me to get things sorted out in
my mind.

13. I cannot ignore my worrying thoughts.
14. I monitor my thoughts.

15. I should be in control of my thoughts all the
time.

16. My memory can mislead me at times.
17. I could be punished for not having certain

thoughts.

18. My worrying could make me go mad.
19. If I do not stop my worrying thoughts, they

could come true.

20. I rarely question my thoughts.
21. Worrying puts my body under a lot of stress.
22. Worrying helps me to avoid disastrous

situations.

23. I am constantly aware of my thinking.
24. I have a poor memory.

25. I pay close attention to the way my mind works.
26. People who do not worry, have no depth.
27. Worrying helps me cope.

Do not

agree

1. Worrying helps me to avoid problems in the
future.

Agree
slightly

2

2

2

2

2

2

2

2

2

2

2

2

2

2

2

2

2

2

2

2

2

2

Agree
moderately

Agree
very
much

4

4

4

4

4

4

4

4

4

4

4

4

4

4

4

4

4

4

4

4

4

4



28. I imagine having not done things and then doubt
my memory for doing them.

29. Not being able to control my thoughts is a sign of
weakness.

30. If I did not worry, I would make more mistakes.

31. I find it difficult to control my thoughts.

32. Worrying is a sign of a good person.

33. Worrying thoughts enter my head against my wiII.

34. If I could not control my thoughts I would go
crazy.

35. I will lose out in life if I do not worry.

36. When I start worrying, I cannot stop.

37. Some thoughts will always need to be controlled.

38. I need to worry, in order to get things done.

39. I will be punished for not controlling certain
thoughts.

40. My thoughts interfere with my concentration.
41. It is alright to let my thoughts roam free.

42. I worry about my thoughts.
43. I am easily distracted.

44. My worrying thoughts are not productive.
45. Worry can stop me from seeing a situation clearly.
46. Worrying helps me to solve problems.
47. I have little confidence in my memory for places.

48. My worrying thoughts are uncontrollable.
49. It is bad to think certain thoughts.

50. If I do not control my thoughts, I may end up
embarrassing myself.

51. I do not trust my memory

52. I do my clearest thinking when I am worrying.
53. My worrying thoughts appear automatically.
54. I would be selfish if I never worried.

55. If I could not control my thoughts, I would not be
able to function.

56. I need to worry, in order to work well.
57. I have little confidence in my memory for actions.

58. I have difficulty keeping my mind focused on one
thing for a long time.

Do not Agree Agree Agree
agree slightly moderately very

much

12 3 4

12 3 4

12 3 4

12 3 4

12 3 4

12 3 4

12 3 4

12 3 4

12 3 4

12 3 4

12 3 4

12 3 4

12 3 4

12 3 4

12 3 4

12 3 4

12 3 4

12 3 4

12 3 4

12 3 4

12 3 4

12 3 4

12 3 4

12 3 4

12 3 4

12 3 4

12 3 4

12 3 4

12 3 4

12 3 4

12 3 4



Do not Agree Agree Agree
agree slightly moderately very

much

59. If a bad thing happens which I have not worried about, 12 3 4
I feel responsible.

60. It would not be normal, if I did not worry. 1 2 3 4

61. I constantly examine my thoughts. 1 2 3 4
62. If I stopped worrying, I would become glib, arrogant 12 3 4

and offensive.

63. Worrying helps me to plan the future more effectively. 1 2 3 4
64. I would be a stronger person if I could worry less. 12 3 4

65. I would be stupid and complacent not to worry. 1 2 3 4

66. I must control my thoughts or I will become ill. 1 2 3 4

67. It's dangerous for me to think about my thoughts. 1 2 3 4

68. When I start to feel good, I might become unwell. 1 2 3 4

69. I constantly examine the way I feel. 1 2 3 4

70. My thoughts are harmful to me. 1 2 3 4

71. I have to have control over my emotions. 1 2 3 4

72. My thoughts are interesting. 1 2 3 4

73. I cannot influence what I think. 1 2 3 4

74. My emotions are harmful to me. 1 2 3 4
75. My thoughts are going too fast. 1 2 3 4
76. I cannot follow what I think. 1 2 3 4

77. My thoughts are confusing. 1 2 3 4
78. I have to be careful how I feel. 1 2 3 4

79. Only I am aware of what I think. 1 2 3 4
80. I need to be careful what I think. 1 2 3 4

81. I try and avoid thinking about my thoughts. 12 3 4
82. I can become ill if I don't control the way I feel. 1 2 3 4

83. I don't trust my thoughts. 12 3 4
84. My thoughts are unreliable. 12 3 4
85. Other people know what I am thinking. 12 3 4
86. If I could control my feelings there would be 12 3 4

something wrong with me.

87. My thoughts control me. 12 3 4
88. I cannot tell people about my thoughts. 12 3 4
89. 1 am embarrassed by my thoughts. 12 3 4
90. I control my thoughts. 12 3 4
91. I cannot trust my feelings. 12 3 4

Please ensure that you have responded to all items. Thank you.



Dysfunctional Attitudes Scale



This scale lists different attitudes or beliefs which people sometimes hold.
Please read each statement carefully and decide how much you agree or disagree with what it says.
For each of the attitudes, please indicate your answer by placing a tick (4) under the column that best
describes how you think. Be sure to choose only one answer for each attitude. But please note that
because people are different, there is no 'right' or 'wrong' answer to these statements.
To decide whether a given attitude is typical of your way of looking at things, simply keep in mind what
you are like most of the time.

Attitudes
Totally
Agree

Agree
Very
Much

Agree
Slightly

Neutral Disagree
Slightly

Disagree
Very
Much

Totally
Disagree

1. If I fail partly, it is as bad as

being a complete failure.

2. If others dislike you, you cannot
be happy.

3. I should be happy all the time.

4. People will probably think less
ofme if I make a mistake.

5. My happiness depends more on
other people than it does on me.

6. I should always have complete
control over my feelings.

7. My life is wasted unless I am a
success.

8. What other people think about
me is very important.

9. I ought to be able to solve my
problems quickly and without a
great deal of effort.

10. If I don't set the highest
standards for myself, I am likely
to end up a second rate person.

•

11. I am nothing if a person I love
doesn't love me.



Attitudes
Totally
Agree

Agree
Very
Much

Agree
Slightly

Neutral Disagree
Slightly

Disagree
Very
Much

Totally
Disagree

12. A person should be able
to control what happens
to him/her.

13. If I am to be a

worthwhile person, I
must be truly outstanding
in at least one major
respect.

14. If you don't have other
people to lean on, you
are bound to be sad.

15. It is possible for a person
to be scolded and not get
upset.

16. I must be a useful,
productive, creative
person or life has no
purpose.

17. I can find happiness
without being loved by
another person.

18. A person should do well
at everything he/she
undertakes.

19. If I do not do well all the
time, people will not
respect me.

20. I do not need the

approval of other people
in order to be happy.

21. If I try hard enough, I
should be able to excel at

anything I attempt.

22. People who have good
ideas are more worthy
than those who do not.

23. A person doesn't need to
be well liked in order to
be happy.

24. Whenever I take a

chance or risk I am only
looking for trouble.



Rosenberg self esteem scale



This is a short questionnaire to measure thoughts aboutyourself. Please indicate whether you strongly
disagree, disagree, agree, or strongly agree with each statement.

Strongly
disagree Disagree Agree

Strongly
agree

1. On the whole 1 am satisfied with myself.

2. At times 1 think 1 am no good at all.

3. 1 feel 1 have a number of good qualities.
4. 1 am able to do things as well as most other

people.
5. 1 feel 1 do not have much to be proud of.

6. 1 certainly feel useless at times.

7. 1 feel 1 am a person of worth, at least equal to
others.

8. 1 wish 1 could have more respect for myself.

9. All in all, 1 am inclined to feel 1 am a failure.

10. 1 take a positive attitude towards myself.



Significant Others Scale



For each person listed below please circle a number from 1 to 7 to show how well he or she
provides the type ofhelp that is listed.
The secondpart of each question asks you to rate how you would like things to be if they were
exactly as you hoped for. As before please put a circle round one number between 1 and 7 to
show what your rating is.

Person 1 — Partner Never Sometimes Always

1 a) Can you trust, talk to frankly and share your feelings with this person?.... 1 2 3 4 5 6 7

b) What rating would your ideal be? 1 2 3 4 5 6 7
2 a) Can you lean on and turn to this person in times of difficulty? 1 2 3 4 5 6 7

b) What rating would your ideal be? 1 2 3 4 5 6 7
3 a) Does he/ she give you practical help? 1 2 3 4 5 6 7

b) What rating would your ideal be? 1 2 3 4 5 6 7
4 a) Can you spend time with him/ her socially? 1 2 3 4 5 6 7

b) What rating would your ideal be? 1 2 3 4 5 6 7
5 a) Can you get physical comfort from him/ her? 1 2 3 4 5 6 7

b) What rating would your ideal be? 1 2 3 4 5 6 7

Person 2 - A Close Relative (state relationship ).

1 a) Can you trust, talk to frankly and share your feelings with this person?.,
b) What rating would your ideal be?

2 a) Can you lean on and turn to this person in times of difficulty?
b) What rating would your ideal be?

3 a) Does he/ she give you practical help?
b) What rating would your ideal be?

4 a) Can you spend time with him/ her socially?
b) What rating would your ideal be?

5 a) Can you get physical comfort from him/ her?
b) What rating would your ideal be?

Never Sometimes Always

2

2

2

2

2

2

2

2

2

2

4

4

4

4

4

4

4

4

4

4

7

7

7

7

7

7

7

7

7

7

Person 3 - A Close Friend

1 a) Can you bust, talk to frankly and share your feelings with this person?,
b) What rating would your ideal be?

2 a) Can you lean on and turn to this person in times of difficulty?
b) What rating would your ideal be?

3 a) Does he/ she give you practical help?
b) What rating would your ideal be?

4 a) Can you spend time with him/ her socially?
b) What rating would your ideal be?

5 a) Can you get physical comfort from him/ her?
b) What rating would your ideal be?

Never Sometimes Always

1 2 3 4 5 6 7

1 2 3 4 5 6 7

1 2 3 4 5 6 7

1 2 3 4 5 6 7

1 2 3 4 5 6 7

1 2 3 4 5 6 7

1 2 3 4 5 6 7

1 2 3 4 5 6 7

1 2 3 4 5 6 7

1 2 3 4 5 6 7



Person 4 -(state relationship ).

1 a) Can you trust, talk to frankly and share your feelings with this person?.,
b) What rating would your ideal be?

2 a) Can you lean on and turn to this person in times of difficulty?
b) What rating would your ideal be?

3 a) Does he/ she give you practical help?
b) What rating would your ideal be?

4 a) Can you spend time with him/ her socially?
b) What rating would your ideal be?

5 a) Can you get physical comfort from him/ her?
b) What rating would your ideal be?

Person 5 -(state relationship ).

1 a) Can you trust, talk to frankly and share your feelings with this person?.,
b) What rating would your ideal be?

2 a) Can you lean on and turn to this person in times of difficulty?
b) What rating would your ideal be?

3 a) Does he/ she give you practical help?
b) What rating would your ideal be?

4 a) Can you spend time with him/ her socially?
b) What rating would your ideal be?

5 a) Can you get physical comfort from him/ her?
b) What rating would your ideal be?

Person 6 -(state relationship h

1 a) Can you trust, talk to frankly and share your feelings with this person?.,
b) What rating would your ideal be?

2 a) Can you lean on and turn to this person in times of difficulty?
b) What rating would your ideal be?

3 a) Does he/ she give you practical help?
b) What rating would your ideal be?

4 a) Can you spend time with him/ her socially?
b) What rating would your ideal be?

5 a) Can you get physical comfort from him/ her?
b) What rating would your ideal be?

Never Sometimes Always

2

2

2

2

2

2

2

2

2

2

4

4

4

4

4

4

4

4

4

4

6

6

6

6

6

6

6

6

6

6

7

7

7

7

7

7

7

7

7

7

Never Sometimes Always

1 2 3 4 5 6 7

4

4

4

4

4

4

4

4

4

6

6

6

6

6

6

6

6

6

7

7

7

7

7

7

7

7

7

Never Sometimes Always

4

4

4

4

4

4

4

4

4

4



Family Emotional Involvement and Criticism Scale



Please describe your family. Below are several statements with numbers from 1 to 5; please circle
one number beside every statement, describing how appropriate the statement is.

1 2 3 4 5

Almost never Once in aWhile Sometimes Often Almost Always

Almost

Never

1) I am upset if anyone else in my family is upset.

2) My family is critical ofme.

3) My family knows what I am feeling most of the time.
4) My family approves ofmost everything I do.

5) My family members don't intrude in my life.

6) My family finds fault with my friends.

7) My family members try to make decisions for me.

8) My family complains about the way I handle money.

9) I do things with my family members more often than I do things
with my friends.

10) My family approves ofmy friends.

11) Family members give me money when I need it.

12) My family complains about what I do for fun.

13) My family knows what I am thinking before I tell them.

14) My family is always trying to change me.

15) It is difficult to get time alone in my family.

16) I have to be careful what I do or my family will put me down.

17) I often know what my family members are thinking before they
tell me.

18) I find myself frequently judging my family.

19) If I am upset, people in my family get upset too.

20) I wish my family members would be more like me.

21) My family has no idea what I am feeling most of the time.

22) My family members are too involved in my life.

23) If I have no way of getting somewhere my family will take me.

2

2

2

2

2

2

2

2

2

2

2

2

2

2

2

2

Sometimes

3

3

3

3

3

3

3

3

3

3

3

3

3

3

3

3

2

2

2

2

2

2

4

4

4

4

4

4

4

4

4

4

4

4

4

4

4

4

Almost

Always

5

5

5

5

5

5

5

5

5

5

5

5

5

5

5

5



Life Events Inventory



Please indicate whether any of the following events have happened to you in the past six months
by marking the appropriate box to indicate whether an event had a good or bad effect overall on
your life.

Goot Bad
1. You had a serious physical illness or injury
2. A close relative had a serious illness (from which they did not die)
3. You have been pregnant (or partner)
4. You had a miscarriage
5. You had an abortion
6. You experienced sexual difficulties
7. Your spouse or partner died
8. An immediate family member died
9. A close friend or relative died
10. You gained a new family member (immediate)
11. You got married
12. There has been an increase in serious arguments with your spouse or partner
13. There has been an increase in arguments with other family members (e.g. children)
14. There have been serious problems with a close friend, neighbour or relative not living at home
15. Your son or daughter left home
16. Your children went into care of others
17. You experienced trouble or behaviour problems with your children
18. Your spouse or partner began or stopped working
19. You have separated from your spouse or partner
20. You have reconciled with your spouse or partner
21. You began an extramarital affair
22. You experienced a break up of an affair
23. Your spouse/ partner began an extramarital affair
24. You have divorced or ended a steady relationship
25. A new person came to live in your household (apart from a new baby)
26. You studied for, or did, important exams
27. You failed an important exam
28. You have been unemployed or seeking work for a month or more
29. You began to have trouble or disagreements with your supervisors at work
30. You had a big change in the hours or conditions of your work
31. You started in a completely different type ofjob
32. Your income increased substantially (25%)
33. Your income decreased substantially (25%)
34. You had debts you were unable to repay
35. You went on holiday
36. You moved house
37. You purchased your own house (taking out mortgage)
38. You got new neighbours
39. You had quarrels with neighbours
40. You had minor difficulties with the police or the authorities (speeding, drunkenness)
41. You were sentenced to jail
42. You were involved in a fight
43. An immediate family member started drinking heavily
44. An immediate family member attempted suicide
45. An immediate family member was sent to prison
46. You had problems relating to alcohol and drugs
47. You experienced serious restrictions of your social life
48. You experienced a period of homelessness (e.g. hostel or sleeping rough)
49. Something you valued or cared for greatly was stolen or lost
50. Other Events (please specify):



Please indicate whether any of these events has happened to you in the past five years.

If you can remember, please indicate the year when the event happened.
Good Bad Year

□ 0 Have you had a serious illness or injury?
□ □ Has a close relative had a serious illness or injury?
□ 0 Have you or your partner had a miscarriage or an abortion?
□ 0 Has anyone close to you, family or friend died?
□ 0 Have you broken off a steady relationship?

„ Have you had any serious problems or major arguments with a close friend, neighbour or
relative?

□ 0 Have you had to give up a training course or educational course that was important to you?
□ 0 Have you failed any important exams?
0 0 Have you been forced to leave a job for any reason?
□ 0 Have you been unemployed for a month or more?
□ 0 Have you had debts you were unable to pay?
□ 0 Have you been attacked, raped or assaulted?
0 0 Have you been burgled or had your property stolen or damaged?
0 0 Have you had any involvement with the police, the courts or the legal profession?

Ifyou have ever been married or lived with a partner in the lastfive years: -

0 0 Have you separated from your partner for a month or more?
0 0 Have you had a legal separation?
0 0 Have you been divorced or begun divorce procedures?



Follow up interview guide



Follow-up 6/18months after therapy

Date: / / Initials: Subject No.:

Date of birth / / Age: Gender:

Mood (rate from-10 to +10) =

relapse section

MOOD

1. Have you experience any major mood changes? Yes/No
If "Yes",
2. How many depressions?
3. When did your last episode start?(date)
4. How long did it last?(in days)
5. To what extent did this episode disrupt your daily life?

6. How many manic episodes?
7. When did your last manic episode start?(date)
8. How long did it last?(in days)
9. To what extent did this episode disrupt your daily life?

HOSPITAL

10. Were you admitted to hospital for either mania or depression? Yes/No
If "Yes",
11. How many times since the end of therapy?
12. How long on each occasion?

SUBSYNDROMAL MOOD SWINGS

13. Have you experienced any minor mood changes? (Describe)

MEDICATION

14. Are you currently on any medication? Yes/No
If "Yes",
15. What medications are you currently being prescribed? (HOW MUCH?)
Medication Quantity
1.
2.

3.
16. Has your medication changed since your last therapy session? Yes/No if "Yes,
17. What was changed? (PREVIOUS DOSE, CURRENT DOSE) and When?
Medication Previous dose Current dose When? Is this a

decrease?
YES NO

1



CONTACT WITH PROFESSIONALS

18. Do you have contact with any professionals? Yes/No If "Yes",

CODING
1= every wk, 2= every 2 wks, 3 = every 4wks, 4 = every 6wks, 5 = every 8wks, 6 = every 12wks or less

Professional Who? (How often DID

you see him/her?)

How often DO you

NOW see him/her?

Has the amount of contact

decreased? (tick box)

YES NO

G.P.

Psychiatrist
CPN

Social Worker

Other

19. How satisfied are you with this usual/changed arrangement? RATE 1-5 (1= very
dissatisfied; 5=satisfied)

LIFE EVENTS

20. Have you experienced any LIFE EVENTS since the therapy ended? Yes/No
If "Yes",

Life Events since the end of therapy Good or bad (or both) effect on your life?
1.

2.
3.
4.

5.

Total no. of bad life events = Total no. of good life events =

COPING STRATEGIES

21. What strategies have you used to cope with these life events/things in general?
COPING STRATEGIES
1. Cognitive strategies:

2. Behavioural strategies:

3.EWS

4. Interpersonal strategies:

22. Which of the above strategies did you utilise most?

23. Which of the above strategies were most effective?

2



RELATIONSHIPS/social support

24. How would you describe your current relationships? (Generally)

Relatives:

25. Excluding the people that live with you, how many relatives live within 20 miles?

26. With how many of these are you in contact with? (either face to face, or non face
to face i.e. telephone, email, letter)

27. How often? (state how many times per week/month or year) (elicit this
information ifpossible)

28. Have any of these relationships significantly changed?
If "Yes",
29. How many have improved/been positive changes?

30. How many have been negative changes?

Friends:
31. Excluding the people that live with you, how many friends live within 20 miles?

32. With how many of these are you in contact with? (either face to face, or non face
to face i.e. telephone, email, letter)

33. How often? (state how many times per week/month or year) (elicit this
information ifpossible)

34. Have any of these relationships significantly changed?
If "Yes",
35. How many have improved/been positive changes?

36. How many have been negative changes?

WORK/STUDY/ROLE

37. Are you working at present?
(CODING 0=N/a; l=Unemp; 2=Emp; 3=student/education; 4=self emp)
If "Yes",
38. Are you working full time or part time?
39. Is this a change since the end of therapy? Yes/No
If "Yes",
40. How satisfied are you with this change?
RATE 1-5 (l=very dissatisfied; 5=satisfied)
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THERAPY
41. What did you find HELPFUL/UNHELPFUL about therapy? (RANK IN TERMS

OF IMPORTANCE below:)
RANK Helpful things: Comments

Un-helpful things:

42. WHAT WOULD THEY WANT TO BE DIFFERENT ABOUT THERAPY?

(rank in terms ofmost important = 1 etc).

•

43. Were there any CRITICAL POINTS/TURNING POINTS IN THE THERAPY?
If "Yes",
44. What were the critical points? (and why)

45. FEEDBACK ON THE THERAPISTS

46. FURTHER PSYCHOLOGICAL SUPPORT? (Yes/No)

47. PERMISSION TO FOLLOW UP AT A LATER DATE? (Yes/No)

48. ANY OTHER COMMENTS?

49. Feedback on the patients (group patients only)

50. Cohesion of the group?
(5 = very good, 4 = good, 3 = o.k., 2 = not very good, 1 = very poor)

51. Recreational drug use/alcohol use/any other mood altering behaviour
What Drug? How much? How often?
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