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Abstract

New research in bipolar disorder (BPD) has uncovered various factors that may account for the 
enduring functional impairment observed in people who experience the disorder. Neuroimaging 
studies point to abnormal reductions in brain volume related to age and illness duration. Consistent 
with these findings, studies employing neuropsychological measures reveal that cognitive dysfunction 
in BPD increases with a more severe course of illness. For many people with BPD, cognitive deficits 
linger into periods of euthymia, and correlate with psychosocial impairment. These studies collectively 
support a neurodegenerative model in which repeated exposure to mood disturbance leads to 
neurological impairment, cognitive decline and functional difficulties. In this respect, they highlight 
the importance of preventive care for preserving functional adjustment in BPD. Effective prevention 
will probably involve significant reductions in psychosocial stress, which remains among the strongest 
predictors of symptom recurrence in BPD. This process may be leveraged by actively removing 
distressing social barriers to functioning, such as stigma and discrimination. This paper discusses 
implications for disability policy. 
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Introduction

Bipolar disorder (BPD) is one of the top ten most disabling disorders in the world (1). Even during 
euthymia, BPD is often accompanied by extensive psychosocial disability (2-4). Longitudinal 
investigations indicate that up to 50% of people with BPD who are hospitalized for an acute episode 
experience poor post-hospital adjustment (5), and rarely regain premorbid functioning after the 
resolution of mood symptoms (6). During euthymia, many people with BPD report severe reductions 
on various measures of quality of life (7, 8), reflecting major struggles to meet the demands of 
daily tasks (9), fulfil expected family or community roles (10-12), and maintain occupational status 
commensurate with professional ability and education (13-17).

These findings, along with qualitative research, indicate that treatments targeting syndromal recovery 
are insufficient for restoring psychological well-being in many people who have BPD (18, 19). In 
addition, it is becoming increasingly clear that the acute presence of mood disturbance, albeit a 
significant contributing factor (20, 21), is not the only cause of functional impairment in BPD (13, 22-
25).    

Cognitive dysfunction and psychosocial impairment

Cognitive impairment appears to be one of the strongest predictors of psychosocial dysfunction in 
BPD, especially during euthymia (26, 27). Studies indicate that cognitive dysfunction exacerbates with 
acute symptoms (28); however, deficits in attention (29), memory (30), and executive functioning (31) 
linger into euthymia in many people, even in the absence of residual symptoms (32). Multiple studies 
have linked chronic cognitive impairment in BPD to functional difficulties, as indicated by diminished 
employment (33), pursuit of disability support (34, 35), challenges in completing tasks of daily living 
(36), inconsistent medication management (37), poor adherence to treatment (38), and marginalized 
social role (12, 39). There is also longitudinal evidence that cognitive deficits predict psychosocial 
adjustment one, two and even fifteen years after hospital discharge (39-42), suggesting that the 
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aetiology and course of functional impairment in BPD is related in part to cognitive dysfunction. 

Brain abnormalities

Cognitive impairment in BPD is deemed to originate in abnormal brain structures. Several meta-
analytic reviews of structural imaging studies document the presence of consistent structural 
anomalies in the brains of people with BPD (43-45). Genetic risk alone has been linked to 
neurobiological trait abnormalities in multiple studies, using various forms of examination (46-
48). At illness onset, people with BPD show some enlargement of the lateral ventricles, associated 
with volume reductions in whole brain and total white matter (49). Volume reductions measured 
during the first manic episode appear to be more pronounced in white than in gray matter (50). 
Across various stages of the illness, gray matter reductions centre around paralimbic areas (i.e., 
the anterior cingulate and insula), which are involved in emotional processing (51). Additional 
studies documented an abnormally high presence of hyperintensities in the deep white matter and 
subcortical gray matter, potentially representing ischemic damage related to illness progression 
(52). Consistent with these observations, studies further indicate that reductions in whole brain 
and prefrontal lobe volumes relate to age and illness duration (45). In the absence of clear evidence 
of significant cognitive impairment before BPD onset (53, 54), these findings are consistent with a 
neurodegenerative hypothesis, which accounts for the accelerated cognitive decline observed in 
studies of people with a more severe course of illness (55, 56). 

A small number of studies to date have attempted to relate morphological brain abnormalities 
directly to cognitive impairment in BPD (57-59). However, one of the studies in this category deserves 
particular attention due to its exceptionally rigorous methodology. In a four-year longitudinal study, 
Moorhead et al. (59) followed a group of people with BPD and a control group of people without 
psychiatric diagnoses with repeated imaging measurements, cognitive assessments, and clinical 
evaluations. Analyses indicated brain density reductions only in people with BPD, which were specific 
to gray matter in the cerebellar, fusiform, and hippocampal areas. The observed volume reductions 
in the temporal lobe related to both the number of acute mood episodes and changes in cognitive 
functioning that were recorded over the course of the study. The results of this study agree with 
the repeated observation that cognitive impairment occurs more frequently in people with BPD 
who suffer from a more severe course of illness (60). In this respect, this study provides some of the 
strongest support to date for an illness-related neurodegenerative process in BPD.   

Evidence from functional neuroimaging studies generally indicates limbic hyperactivity and frontal 
hypo-activity during emotional and cognitive tasks in people with BPD (61). Other analyses confirm 
this abnormal frontal-limbic activation, indicating attenuated activation of the ventrolateral prefrontal 
cortex, and enhanced limbic activation (43). However, although euthymic patients exhibited 
hyperactivity in the limbic system, they did not show the hypo-frontal pattern during cognitive tasks 
(61). Thus, these studies may account for mood disturbance in BPD but they do not elucidate the 
neurological source of cognitive impairment in asymptomatic patients.   

Genetics and psychosocial stress 

Although no one gene has been identified as predictive of BPD with more than a small effect size (62), 
a large volume of studies point to a heritability rate for BPD ranging from 60 to 89% (63-66). Studies 
also indicate that genetics influence the age of onset and illness severity in BPD (67). At the same time, 
multiple studies support a diathesis-stress model of BPD, in which illness severity and progression are 
predicted by the interaction of genetics and stress (56, 68, 69). In this view, BPD emerges as a genetic 
condition with a psychiatric phenotype that is highly sensitive to environmental stress.

Several studies have documented the specific effects of psychosocial stress on symptom severity 
and recurrence in BPD (70, 71). Within the model of social rhythm disruption, studies show that 
stressful life events and a change in routine can predict higher frequency of mood episodes and 
delays in functional recovery (6, 71-74). There is also evidence that interpersonal stress, perception 
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of diminished social support, and failure to attain psychosocial goals are psychiatrically destabilizing 
for people with BPD (22, 74, 75). These studies highlight the importance of diminishing psychosocial 
stress in the interest of symptom prevention. Conventional pharmacological and psychotherapeutic 
treatments of BPD may be limited in their ability to decrease psychosocial stress. While psychiatric 
treatment facilitates changes within the individual, it carries little impact on the person’s greater social 
environment. In many cases, an unsupportive psychosocial environment can substantially undermine 
the gains of treatment (23, 25, 34, 35, 76). 

Synthesis 

A synthesis of new findings across several research domains suggests that BPD develops from a 
genetic component that is highly sensitive to environmental stress (56, 68). In particular, psychosocial 
stress exacerbates the psychiatric syndrome, intensifies the ill effects of symptoms, and reduces 
quality of life (6, 70, 77). Repeated exposure to symptoms may then lead to neurodegeneration 
and cognitive decline over the course of the illness (55, 56). This process accounts for worsening 
psychosocial impairment in people with BPD that often persists in the absence of mood symptoms 
in the form of long-term disability (11, 12). As genetic factors remain largely unaffected by available 
interventions, preventive efforts need to focus on reducing psychosocial stress, particularly during 
early and vulnerable phases of the illness. 

Current treatments that strive to reduce psychosocial stress, such as interpersonal and social rhythm 
therapy, attempt to improve functioning by engendering cognitive and behavioural changes within 
the individual (78, 79). While these therapies are effective in many cases, interventions aimed at 
altering the larger psychosocial environment of people with BPD might be as critical as internal 
treatments to their wellbeing, given that psychosocial disability is partly ‘psyche’ and partly ‘social’ in 
nature. Stated differently, the functional disability observed in people with BPD is not encapsulated 
within the individual, but rather is defined by the interaction between the individual’s characteristics 
and the social environment (34, 35). Broader environmental changes conducive to stress reduction 
on a larger social scale – such as reduced public stigma and increased employment supports – may 
therefore substantially increase lifetime functional adjustment in BPD, as several studies have found 
(23, 25, 80).

Implications 

The new research findings regarding the important role of psychosocial stress in the aetiology of BPD, 
and its associated functional impairment, may inform the development of policies that can bring 
about changes to social structures larger than individuals’ immediate support networks. This process 
may begin with examining policies regarding disability support for BPD. The following discussion 
examines potential reforms to the current disability policies in the United States. Although disability 
policies vary across countries, the example of the U.S. Social Security Administration (SSA) may be 
useful in the present context for illustrating larger principles with global implications. 
To provide a brief context for the discussion, the SSA provides cash benefits and public health 
insurance to people with disabilities in the United States through two programs: the Social Security 
Disability Insurance (SSDI) and the Supplemental Security Income (SSI) programs. SSDI, as its name 
reflects, was created to insure U.S. workers against disability. Thus, the SSDI program, in its original 
conception, aimed to provide long-term financial support to tax-paying U.S. workers over age fifty, 
who had developed severe  physical impairments that precluded employment and from which they 
were not expected to recover (16). Current regulations governing SSDI eligibility are in large part 
unchanged since the program’s inception, although the list of qualifying impairments has broadened 
greatly. Specifically, the list now includes psychiatric disorders such as BPD (81). Otherwise, the three 
primary eligibility criteria – evidence of having paid sufficient recent FICA taxes as SSDI “premiums,” 
medical documentation of a qualifying impairment, and very limited earnings from employment for 
at least 12 continuous months (under $1,010 gross per month in 2012, totalling a limit of $12,120 
gross per year) – remain the same (82).

The population of beneficiaries, however, has changed dramatically since the beginning of the 
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programme. People with psychological diagnoses are currently the biggest subset of SSDI and SSI 
benefit recipients, and their numbers are increasing (16). Unlike the more permanent and total 
disabilities acquired by older workers that were originally envisioned by SSDI policymakers, BPD, like 
many other psychiatric disorders, often presents early in life, and is typically long-lasting, fluctuating 
and highly treatable, with many people experiencing substantially improved functioning over time 
(16, 83). Prognoses for people with BPD are enhanced when interventions begin as close to initial 
symptom presentation as possible (84). In line with the history of the SSDI, however, to have BPD 
qualify as a disabling impairment, claimants are required to produce medical evidence of mood 
symptoms that have persisted over a significant period of time and either currently greatly limit their 
functioning, or did so at length in the past, such that even if presently asymptomatic, they are at high 
risk for future decompensation (85). 

In this respect, SSA disability policy may be a poor fit with the needs of many individuals with BPD. 
People with BPD could likely benefit from financial, health insurance and employment supports early 
on in the course of their illness, with an eye towards relieving stress while preserving their functioning 
in mainstream settings to the greatest extent possible (16, 86-88). Further, the SSA requirement 
of evidence of prolonged mood disturbance ignores the detrimental effects that severe symptom 
exposure may have on the brain, cognition and prospective functional adjustment (59, 89, 90). Thus, 
the functioning of many people with BPD would probably be more greatly preserved if they were 
offered disability supports prior to experiencing prolonged psychiatric instability.

In addition, the SSA current disability policy does not consider that debilitating cognitive deficits can 
be present in BPD even in the absence of mood symptoms, and during early recovery from a severe 
episode of mood disturbance in particular (89, 90). The point of discharge from the first hospitalization 
is especially critical for intervention. For many people with BPD, the transition out of inpatient care 
may be accompanied by significant cognitive impairment in the context of residual mood symptoms. 
At this time, individuals with BPD are also vulnerable to the adverse effects of new medications, and 
the frightening confusion that follows the onset of a severe psychiatric disorder. Without proper 
support, they may be pressured into resuming functioning in a mainstream environment with 
demands that exceed their cognitive limitations and coping ability. This predicament is fraught with 
chronic stress that emanates from the constant threat of failure at work, school or other important 
social functions. The combination of a fragile emotional state, cognitive impairment, and chronic 
stress may exacerbate mood symptoms to the point of decompensation. Hospital readmission 
typically results in aggressive titration of sedative psychopharmacological medications (91), which 
may carry adverse effects that further impede recovery toward functional adjustment (56, 92). In this 
vicious cycle, inpatient treatment of BPD may unwittingly medicate the effects of psychosocial stress. 
An imbalanced reliance on pharmacological treatment may in fact add to functional challenges that 
could otherwise be diminished with policies that offer larger psychosocial supports. 

The recognition that some people with BPD may not be able to compete for and successfully maintain 
employment right after leaving a first hospitalization may justify the provision of immediate financial 
and occupational support at discharge. Although many individuals with BPD eventually receive similar 
disability benefits in later stages of the illness, the long-needed support comes when their functioning 
is much more substantially curtailed – at a point in which their potential for psychosocial recovery 
has already been diminished by alterations in their developmental trajectory. In this regard, the early 
onset of BPD, most frequently calculated at an average of 25 years (93, 94), compounds the impact of 
this psychiatric illness on development. In fact, from a developmental perspective, in the absence of 
appropriate support, the passage of time alone may deepen functional impairments. For this reason, 
polices that emphasize early support may carry important preventive effects for BPD.

In addition, new studies in BPD can inform policy reform by pointing to gradations in functional 
adjustment. On one end of the spectrum are people fully dependent on external support due to 
unrelenting mood disturbance. On the other end, euthymic individuals face milder psychosocial 
challenges that emerge in mainstream professional, education and other settings. An effective 
disability policy needs to create conditions that allow for functional recovery in mainstream settings 
during the early stages of the illness instead of restricting the supportive effort to those who have 
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already reached a highly-dependent and socially-marginalized state (16, 88). The current policy 
of SSA leaves euthymic patients with mild to moderate cognitive dysfunctions at risk for further 
deterioration. Therefore, the chronicity of mood symptoms should not be the primary aspect of the 
illness that determines eligibility for support services, especially in younger age groups.   

Supporting functional adjustment instead of disability 

Under current SSA policies, a potential concern around providing early support for individuals with 
BPD - in an effort to help them resume or maintain mainstream functioning - might be that early 
support could incentivize reliance on disability benefits rather than on the exertion of compensated 
work. Indeed, most people who receive disability benefits for BPD do not return to full-time 
employment (95). However, this undesirable outcome may be partly due to a lack of program support 
for beneficiary employment, in keeping with the historical insurance mission of the SSDI program. 

Many substantial disincentives to work embedded in SSA regulations have long been identified 
as impediments to beneficiaries (including specifically those with BPD) returning to mainstream 
functioning (16, 83). These disincentives include beneficiaries potentially losing the entirety of their 
cash benefits and putting their public health insurance eligibility at risk if they gross over $1,010 
in any one month after a brief trial work period (82). Qualitative and quantitative research shows 
that, even when euthymic, beneficiaries with BPD view risking total loss of their benefits as overly 
risky, particularly given the occupational challenges and stigma they expect to face in the pursuit 
of new employment (83, 96). Fortunately, research aimed at replacing these barriers to work with 
employment incentives - including shifting to a more gradual reduction in benefits proportional to 
earned income – is ongoing and has found positive effects on participant beneficiaries’ total income 
and other occupational outcomes (97, 98). Rapid implementation of these reforms is urgently needed, 
however, to improve occupational outcomes in BPD.

Furthermore, many people with BPD who experience milder forms of dysfunction may wish 
temporarily to rely on benefits at illness onset, without abandoning the natural pursuit of 
psychosocial growth. In other words, those who can continue to function in mainstream settings 
may not consider the financial benefits of disability as sufficient compensation for having to limit 
their income and employment, nor for having to experience the stigma, isolation, and other losses 
that come from adopting a formal status of disability (99). The pursuit of disability status by some 
individuals with BPD may therefore reflect their belief that fitting back into mainstream society is not 
currently possible for them. A shift in policies may help to change this view for many such people, 
especially during the earlier phases of their illness. Specifically, people with BPD may be more likely 
to pursue employment if they could rely on disability funds during periods of unemployment and 
recovery from debilitating mood episodes, without the need to endure recurrent, lengthy and 
complicated application processes.   

A policy that supports full-time employment for people with BPD carries multi-faceted gains. From 
a purely financial perspective, the sheer monetary loss to the U.S. economy due to lost productivity 
of individuals with BPD and their caregivers was estimated at $38 billion in 1991 by the National 
Institutes of Health [NIH; 100]. Financial considerations aside, consistent employment represents one 
of the strongest predictors of psychiatric stability in people with BPD and plays an important role in 
their recovery process (101, 102). In this regard, early supported employment interventions have been 
found to correlate with improved future employment outcomes in adolescents and adults diagnosed 
with affective disorders (86-88). Thus, although a more severe course of illness clearly increases the 
probability of unemployment, a reverse direction of causality might also be true: unemployment 
can exacerbate illness severity (102-105). In some respects, there is no reason to assume that the 
effects of unemployment on those who are diagnosed with BPD and people without a psychiatric 
illness are widely different. In both cases, extended periods of unemployment, especially in young 
adulthood, are exceptionally detrimental to mental health and functional adjustment across multiple 
psychosocial domains (104-106). In the case of BPD, however, the stress, stigma and loss of income 
associated with unemployment can inflame symptoms and lead to decompensation. 
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Effective changes in disability policies may be further informed by studies that examined factors 
related to successful employment in BPD. A large-sample study from New Zealand found that, beyond 
clinical factors, the goodness-of-fit between the individual, their job and the level of social support 
they experienced at work played an important role in long-term employment  outcomes (107, 108). 
An increasing number of studies have substantiated key elements of a supported employment (SE) 
model – known as Individual Placement and Support (IPS) - that has been found to result in better 
clinical outcomes, as well as improved global, social and occupational functioning for people with 
psychiatric disorders including BPD (109-111).  Key evidence-based components of the IPS model of 
SE include open enrolment for all people with psychiatric disorders who are interested in working; 
an aim to obtain competitive employment for them, as opposed to volunteer or “stepping-stone” 
work; the integration of clinical and vocational services; the provision of counselling around working 
while receiving government benefits; the prioritization of clients’ employment preferences; rapid 
job placement; and the provision of long-term “follow-along” on-the-job support (109, 112). This 
last element, long-term on-the-job support from SE program case-workers (known as “employment 
specialists”) may be particularly helpful in empowering people with BPD to cope successfully with 
occupational challenges, including with cognitive impairment at work and with negotiations with 
their employers around the accommodations necessary to maximize their productivity (109). Indeed, 
recent studies have found that the more frequent the contact between these “employment specialists” 
and employees with psychiatric disorders such as BPD, the longer the employment lasts (112, 113). In 
addition, several studies have found that adding the option of supported education services, along 
with cognitive remediation and social skills training to SE programs, further improves outcomes for 
people with psychiatric disabilities (114-116). Finally, programs through which people with psychiatric 
disorders can obtain the support of peers facing similar challenges are showing effects in improving 
social and occupational outcomes (117). SE programs may also carry especially powerful impacts 
for young adults with BPD (86, 87). In summary, a growing number of studies have highlighted the 
effectiveness of long-term coordination between clinical services, vocational and peer support 
services, and employers in enhancing work performance and retention for people with BPD (109, 118, 
119).

Supported employment programs currently exist and are offered in some cases to disability 
beneficiaries, yet access to them is limited and their quality varies widely (16, 120). Despite research 
bolstering the effectiveness of specific elements of SE programs, many such services are not fully 
evidence-based and are often not a central piece of disability support. A commitment by the SSA and 
other government agencies to focusing on supporting adjustment and person-cantered recovery 
rather than disability in BPD may require a greater diversion of resources to develop, implement, 
monitor and evaluate widespread evidence-based SE programs. Increased competitive employment 
is likely to improve a wide range of outcomes for, and decrease public stigma and discrimination 
against, individuals who are negotiating BPD (121, 122).    

Removing social barriers to employment 

In BPD, mood disturbance may be one in an array of impediments to full-time employment (35). 
Therefore, a policy that works to remove additional barriers to employment may result in gains 
both to individuals with BPD and society at large. One of the most challenging barriers to overcome 
involves discrimination against people with BPD in the hiring of them into employment and, even 
more pronounced, in their retention (123, 124). This discrimination is probably based in part on 
the belief that hiring or retaining people with BPD is not cost effective (125-127). Employers have 
specifically emphasized concerns regarding inconsistent attendance, inability to cope with stress, 
poor performance, disruptive reactions of co-workers and the negative effects of emotional instability 
on the work environment (125, 128). This view is consistent with data indicating that people with BPD 
exhibit substantially higher degrees of workplace absenteeism, presenteeism and other occupational 
impairment compared to the general population (125, 129, 130). According to some estimates, 
people with BPD miss an average of up to 65.5 workdays a year when time lost due to illness-related 
absenteeism and presenteeism is combined (131). Thus, based on data and possibly their own 
experience, employers may feel that they have legitimate concerns regarding the employment of 
people with BPD (125). Disability and supported employment programs must therefore work with 
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employers to offset the cost of the potential accommodations for people with BPD, including those 
required by law under the Americans with Disabilities Act (99, 132).

While federal and most state governments already offer employer tax incentives and deductions 
for hiring people with disabilities, employers still currently bear the brunt of the cost of disability 
accommodations (132). More extensive governmental support of employers, such as through 
education, advising and additional funding is probably needed to increase hiring and retention 
rates in BPD. In addition, discussions between disabled employees and employers regarding 
which accommodations would most improve their functioning and productivity are currently 
optional and left largely to the initiative of the disabled employee (132). Disabled employees may 
fear stigma and discrimination, were they to begin such a discussion, however, and the need to 
do so may peak at a time when these employees are under high levels of stress. Once employees 
have identified themselves as disabled to their employer, employer-employee interaction around 
accommodation should be legally required and facilitated by governmental disability support 
programs (132). Thus, aside from providing financial support, programs may inform employers about 
effective accommodations that have been shown to reduce occupational impairments and improve 
productivity in BPD, and thus may result in savings that outweigh their cost.
 
Discrimination against employing people with BPD is also due in part to stigmatization (17, 99, 123, 
133). Multiple recent studies in different countries documented intense public stigma against people 
with mood disorders, reflecting serious doubts about their ability to hold responsible jobs (127, 133, 
134). Several authors have maintained that stigma may be a stronger barrier to employment than 
any limitations imposed by the psychiatric illness itself (17, 18, 135-137). Indeed, despite substantial 
therapeutic advances, levels of public stigmatization, social and occupational functional impairment, 
including unemployment and underemployment, of people with BPD have all significantly increased 
since the 1990s (14, 138), the 1970s (15) and even since the 1950s (139). People with psychiatric 
diagnoses such as BPD are, in fact, substantially more likely to experience discrimination in 
employment than people with other disabilities (140), despite that the average education level in BPD 
is higher than that of the general population (141). For instance, a study that controlled for gender, 
functional limitations and non-wage incomes still found a 21% unexplained difference in employment 
rates between people with mood disorders and people without psychiatric diagnoses (134). Notably, 
however, employers’ prior experience with employees with psychiatric difficulties increased their 
willingness to hire people who face similar challenges (142). Thus, substantial evidence indicates that 
high unemployment rates in BPD are not due entirely to functional impairment but also to the simple 
fact that employers refuse to hire or retain people with this diagnosis (125, 127, 133, 134). 
While discrimination directly prevents employment opportunities, perceived stigma leads to work 
impairment and avoidance because of the stress associated with the inhospitable environment 
it creates. This notion emerges from studies showing that people with BPD experience high 
interpersonal stress at work surrounding their psychiatric illness (19, 101, 143). Surveys demonstrate 
that almost 90% of respondents diagnosed with BPD reported difficulty getting along with employers 
due to illness-related issues (143, 144). In both qualitative and quantitative studies, most respondents 
attribute employment difficulties in large part to stigma and discrimination, and highlight intense 
feelings of embarrassment and shame in the workplace (14, 19, 145). Further frustration comes from 
being offered poorly paid, entry-level or unskilled placements that are not commensurate with 
education level, professional skill, and the desire for pursuing meaningful work (137). These difficulties 
can lead to occupational avoidance that is related to expectations of rejection and social stress more 
than professional incompetence (19, 124, 143).
Low employment rates in BPD may therefore emanate from factors beyond those directly related to 
mood disturbance, including rejection by employers and avoidance of stressful environments that 
may contribute to psychiatric instability. In the current social climate, psychiatric treatment struggles 
to gain momentum, as it faces the challenge of caring for severe mental illness that is compounded 
by the devastating effects of extreme social marginalization. Discrimination has no pharmacological 
remedy. It can only be addressed by shifts in social climate and government policies. These may hold 
the promise of reducing stigma and discrimination, and consequently decreasing psychosocial stress, 
the severity of symptoms, excessive use of psychotropic medications, reliance on disability funds, and 
medical expenses.   
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Conclusions

New research in BPD reveals that poor functional adjustment persists beyond the resolution of mood 
symptoms. Studies indicate reductions in brain volume and cognitive decline over the course of the 
illness, especially in individuals with a more severe psychiatric syndrome. These findings advanced 
the neurodegenerative hypothesis in BPD, which highlights the detrimental effects of mood 
symptoms on the brain and cognition, and the consequent impairment in functional adjustment. The 
neurodegenerative account emphasizes the importance of preventive care, and the need to identify 
factors that exacerbate illness severity in BPD. Studies in this area indicate that the inflammation of 
mood symptoms in BPD is rooted in the interaction between genetic risk and psychosocial stress. 
As genetic factors are not subject to therapeutic change, preventive efforts should focus on the 
reduction of psychosocial stress.  

These conclusions carry implications for public policies concerning disability benefits. In the case 
of BPD, current eligibility criteria emphasize the presence of chronic affective symptoms and the 
absence of significant employment. As a result, support is restricted to covering the basic needs 
of individuals who are debilitated by severe mood disturbance. Furthermore, efforts by disability 
benefit beneficiaries to return to full-time employment is discouraged by limited access to effective 
SE programs and the lack of a sufficient transition period in which beneficiaries can work and retain 
benefits. Providing supports during earlier stages of the illness may allow people with BPD to retain 
mainstream employment and other social roles at higher rates, in a manner that alters the course of 
their illness. Beyond financial supports that incentivize work over unemployed disability, policies need 
to create structures that actively reduce psychosocial stress for people with BPD. Supportive services 
need to address tensions between cognitive impairments and functional demands that arise at work. 
In addition, they need to accommodate and guide employers who hire people with BPD. This may 
be accomplished through various forms of external measures, including agents who actively seek to 
monitor and improve the goodness of fit between employees with BPD and their work environment. 
In this respect, taking case-specific steps to reduce stigma and discrimination against BPD in the 
workplace may be central to the effort of keeping people with BPD effectively employed in the long 
term. 
In summary, new research may guide the development of effective disability policies for BPD. 
Specifically, informed policies may create supportive work environments and opportunities for 
employment commensurate with education level and professional competency. The combination 
of meaningful work, effective accommodations for illness-specific limitations, and social support, 
may bring significant improvement to the quality of life and mental stability of people with BPD. In 
many respects, it may reduce the stress that aggravates the illness and creates excessive reliance on 
psychiatric care. More broadly, research-informed polices may even hold the promise of shifting the 
psychosocial trajectory of BPD from disability to growth.        

GP Comment

What have I learned from this paper?

This article considers how the neurodegenerative model highlights the importance of effective 
preventative care in order to preserve functional adjustment for those with bipolar disorder through 
reduction of psychosocial stress in addition to therapy and medication. The authors go on to discuss 
the important implications of this for disability policy.

For the front-line clinician and the commissioner there are clear messages with regard to considering 
support into beneficial employment, developing the understanding of employers, reducing 
psychosocial stresses in the work environment, reducing the significant employment stigma faced 
by those with bipolar disorder and reducing the psychosocial stresses in the individual’s wider social 
environment.

The need to create conditions that allow functional recovery in mainstream settings for GPs means 
that medical reports need to reflect the challenges and the benefits of the work environment. Fit 
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notes need to be used effectively to communicate ways in which psychosocial stress can be reduced 
for the individual in a particular work environment.  This paper contains a great deal of useful 
information to support these processes and highlights the need for long-term close liaison between 
clinical services, vocational and peer support services and employers. There is also useful information 
regarding heritability of disease and disease severity, questions often brought to the GP by family 
members.

Discussion of the importance of therapy, medication AND interventions which reduce stress in the 
wider social environment - all as close to initial symptom presentation as possible and the critical 
period of discharge from first hospitalization - are valuable for both the front-line clinician and 
commissioner.

Dr Jane Leigh, GP.
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