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This brief commentary argues that we need to consider the role of personality as a central part 
of our understanding of clinical and research models of depressed mood. Clinically, those 
with dysfunctional personality traits or disorders typically present with mood and/or anxiety 
symptoms consequent to their difficulties in adjustment. This confounds assessment and 
management of people presenting with depressed mood when simple unitary 
conceptualisations of depression are used together with associated algorithm based 
management plans.  

In this context, despite the availability of a range of seemingly effective and safe treatments, 
depression as currently defined remains the largest cause of disability in younger adults, with 
its prevalence in developed countries, remaining static or even rising (1). Within many 
developed countries, antidepressant use is increasing, with prescription rates in Australia 
approaching 20% in population studies (2). Psychosocial therapies have never been more 
accessible and in Australia, access is advanced through government-subsidised programs 
such as the Better Access program, as well as easily available and often free global internet-
based interventions. Although it is true that many people with depression still go untreated or 
do not receive treatment that is concordant with accepted standards, some do receive 
treatment concordant current guidelines for the diverse forms in which depression manifests 
(3). Nonetheless, the unperturbed prevalence of depression despite the overall advances in 
management raises the question as to what elements of the equation are missing. 

An overarching and fundamental issue is the heterogeneity of depression, in particular the 
difference between ‘clinical depression’ and ‘normal unhappiness’. Mood, as an experience,   
includes transient sadness in response to an untoward event and is a normative and adaptive 
response to adversity. Physiologically, depressed mood acts as a brake on maladaptive 
behaviour or facilitates adjustment to loss as part of the grieving process. It extends to 
persistent unhappiness as a response to enduring stressors or maladaptive coping – often the 
expression of a maladaptive personality style. Least common is the clinical syndrome of 
depression with its accompanying symptoms and marked functional impairment as well as 
the distinct disorder of melancholia. In this context, use of the term depression has expanded 
in recent years to encompass a broader spectrum of human unhappiness, while the hurdle to 
reach a diagnostic level in practice has been simultaneously lowered. Consequently the term 
‘depression’ has begun to lose meaning and specificity, similar to ‘neurosis’, which fell out of 
use for lack of explicitness. 

Reflecting this heterogeneity, there are many paths to the spectrum spanning unhappiness to 
clinical depression. Critical drivers are early life stressors, trauma and neglect as well as 
socio-economic problems, which have consequent lifelong impacts on emotion regulation, 
attachment style and underlying schemas and thus on personality development. Other risk 
pathways include medical comorbidities, lifestyle risk factors (substance use, smoking, diet 
and physical activity), bullying, intimate partner violence, stress, as well as genetic 
contributions. However, personality styles are particularly pertinent, as these lifelong traits of 
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dysfunctional behaviour impact domains critical to happiness - work, social and interpersonal 
functioning. 

Population studies show that the prevalence of threshold personality disorder vary from 5 - 
6%, (4, 5) whereas dysfunctional personality traits that do not meet criteria for threshold 
classification are even more prevalent. Many individuals with dysfunctional personality traits 
may find it more difficult to regulate emotion and manifest dysfunctional attitudes and 
behaviours interacting with anxiogenic and depressogenic thought patterns under the 
frequently stressful or suboptimal conditions that characterise life. Indeed, people with 
dysfunctional personality traits or disorders (and those with high levels of neuroticism) 
typically present clinically with a mix of mood and anxiety symptoms and dysphoria that 
arise from their difficulties in adjustment that at face value can resemble more intransigent 
major depressive disorder. Dysphoric or depressed mood is the prototypic presentation of 
people with personality disorder, notwithstanding the heterogeneity of the umbrella of 
personality and its protean manifestations. It needs to be noted that the dysphoria and 
depression associated with borderline personality for example is subtly qualitatively different 
from that of major depressive disorder, often incorporating feelings of emptiness, loneliness 
and shame as well as alexithymia (6,7). 

The presence of personality disorder (and personality dysfunction) therefore complicates the 
management of mood disorders. Critically, when personality traits or disorder is a major 
factor contributing to depression, it is less likely to respond to medications that target the 
putative biological underpinnings of depression, when this may not be the principal driver of 
low mood. The presence of even one borderline personality trait seemingly worsens the 
prognosis of mood disorders (8). Non-adherence is more common, the therapeutic alliance 
more complex, treatment response more limited and the prognosis more guarded (9). Indeed, 
personality factors tend to be concentrated in the subgroup of individuals presenting with 
refractory depression. Personality disorder comorbidity is a driver of poorer outcomes in 
people with concurrent medical disorders and drives greater health service utilisation (10). 

This takes us back to the nosology of depression itself. If we assume that the depression 
rubric as currently construed is too non-specific (and with the threshold set too low) to 
embody the unitary construct validity that the DSM and ICD classifications imply, then we 
may have to redefine what we mean by ‘clinical depression’. Historically, there have been 
many attempts to subtype depression with varying degrees of success, but for the purposes of 
this argument, the key issue is the contribution of concurrent personality style. DSM-III put 
personality on a separate axis to depression, where it was relegated to a second tier, in 
contrast to the so-called “primary” disorders. However, that classification at least accepted 
that personality is a domain that could act in consort with axis one issues. DSM-5 removed 
the multi-axial formulation, but this does not mean that they are inconsequential for 
treatment. There is a danger that with a focus on axis I disorders in clinical practice, we may 
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miss a consideration that could be vital to effective treatment of complex mood problems. We 
may be regretting the loss of axis II. 

So where do we go from here? Personality arguably has a more central position in the genesis 
of depressed mood than many current models acknowledge. Pragmatically, using either DSM 
or ICD nosology or psychological models, a description of personality both at trait level 
(such as neuroticism) or threshold disorder, can inform understanding of depressed mood 
(e.g., its source, manifestations, and adaptive or maladaptive reactions), and should be routine 
in practice.  

We further argue for the benefit of adopting or incorporating a formulation-based approach 
that incorporates personality style and/or disorder. The use of personality and 
developmentally informed clinical formulations adds qualitative depth to clinical 
understanding. This is normative in some countries and settings, but not internationally. A 
formulation which includes personality would facilitate treatment involving psychotherapy, 
aimed at equipping people with personality dysfunction with more personalised adaptive 
regulation and coping skills to lead more fulfilling lives (11). This formulation based 
approach could help with structuring relevant aspects of lifestyle (e.g., occupations, substance 
use), and offer more meaningful predictions of prognosis (12). Unfortunately our treatments 
for personality dysfunction are complex and not widely accessible (13) and many patients 
with personality/depression interactions risk becoming chronic and seemingly treatment 
resistant, receiving copious treatment for little benefit and great cost. Awareness of this risk 
might mitigate inappropriate use of medications and/or health care services (e.g., inpatient 
care). Formulation has been criticised for lacking inter-rater reliability, which is probably 
true, but symptom checklists that form the DSM categorisation of depression also have poor 
inter-rater reliability in field studies (14).  

Some researchers have proposed personality-based non-melancholic depressive subtypes 
(15). While such a model has clear face validity in the context of this argument, such models 
remain to be validated to the standards required for universal clinical application. 

The nub of the argument is that it is not possible, or desirable, to conflate depression as a 
unitary construct without understanding its diverse manifestations and aetiological pathways. 
In this context personality is possibly the most important driver at the population and clinical 
level. We perhaps need to define what is normal – with additional criteria that could define 
‘non-pathological’ depression - and accept that often, unhappiness is commonly a normal 
reaction to stressful and distressing life experiences. Our consumer society frequently does 
not allow for realistic expectations of life – driving people to medicalise life and unhappiness. 
Society similarly increasingly sees stress as uniformly pathogenic, losing sight of the fact that 
the major path to resilience is serially coping and adjusting to life’s vicissitudes. Educating 
health professionals about the spectrum of mood spanning grief and dysphoria in response to 
life’s vagaries including the role of personality, and frank depressive illness and their 
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differential management may thus be a key intervention. Research to assist in more 
accurately parsing these is needed.  

If this argument is true, and personality is a preeminent driver of mood symptoms at a 
population level, then our individual level clinical expectations of treatment, informed by 
these epidemiology and public health data, need to be substantially different (16). As a trait 
and lifelong phenotype, it is not possible to eliminate the impact of personality at a 
population level, and the failure of widespread use of antidepressants and psychotherapy to 
treat the protean manifestations of human unhappiness at a population level should be 
expected. We should be far more parsimonious in our expectations and promises. We should 
equally guard against nihilism, as there remain many people who are greatly helped by 
available therapies. Key elements for progress include research towards the elusive target of 
stratification and personalisation of treatment choice, and translation of this into clinical 
practice by adding personality as an integral element of the construct of depression (17). In 
conclusion, we recommend that the assessment of depression should include routine 
assessment of personality structure. 
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