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Social psychiatry has now been a part of psychiatry as a
scientific discipline for a century, since Ilberg [1] and
Southard [2] first used the term. The remit of social psychiatry is broad, ranging from investigations of social
factors in the aetiology of mental disorders, to community
psychiatry and health services research, to global and
public mental health. However, given psychiatry’s primary
orientation to the medical and biological, social psychiatry
has held a rather tenuous position, perhaps even more so
now, since rapid advances in genetics and neuroscience
promise to unearth the basic biological underpinnings of
mental disorders. However, intriguingly these advances
have demonstrated social psychiatry is central to understanding mental disorders more fully, in all its facets [3].
Indeed, through recent research on genetics and neurobiology, it has become increasingly clear that the social
combines with, and impacts on, the biological and the
psychological, in a multitude of ways, to increase risk for
mental disorders.
The idea of such integrated models of mental disorder is
not new. For instance, more than 30 years ago, George
Engel [4] discussed the clinical application of a biopsychosocial model and, more recently, Kenneth Kendler [5, 6]
put forward strong philosophical arguments for what he
coined ‘pluralistic explanatory models’. Recently, research
on integrated models of mental disorder has gained
momentum and, while still limited in extent, we have never
been as close to generating robust evidence on the interplay
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of the social, psychological, and biological. One prominent
example of this is research on gene–environment interactions in common mental disorders and (to a lesser degree) in
schizophrenia and other psychoses [7–10]. Recent advances
in epigenetic profiling, for example, allow us now to
investigate the impact of environmental exposures on gene
expression to increase the risk of mental disorder [11].
Further, the current upsurge in social neuroscience has
generated (initial) insights into neural mechanisms through
which environmental exposures may impact on the development of mental disorders [12]. There is also an emerging
evidence on neuroendocrine and inflammatory mechanisms
that may link childhood adversity and risk of mental disorders, including psychoses [13]. Finally, recent advances in
clinical psychology further suggest that repeated exposure to
social adversity can link to mental disorder (including more
severe forms such as psychosis) through specific cognitive
and affective mechanisms (e.g. social cognitive biases, stress
sensitivity, disturbances in affect, etc.).
This is not to imply that the social does not warrant
investigation in its own right. Mental disorders are intrinsically social. They are shaped by, and in turn shape, social
contexts and experiences. However, in abandoning the
(presumed) polarities between the social, psychological
and biological, and embracing an evidence-based approach
for identifying biological and psychological mechanisms,
integrated investigations of mental disorders add (even)
more weight to the social as a (potential) contributory
cause of the onset and outcomes of mental disorders. This,
in turn, poses methodological challenges both in terms of
optimising measurement of the social and in applying (and
developing) novel epidemiological methods that allow us
to test how specific social contexts and experiences combine, in multiple ways, with specific psychological and
biological mechanisms in the origins of mental disorders.
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The current resurgence of social psychiatry in investigations of the causes of mental disorder reinvigorates the
need for responding effectively and humanely to these in
treatment and prevention. However, to date, treatment and
prevention strategies that are effective in targeting the
social, biological, and psychological remain rare (if nonexistent). Findings on the effectiveness of such strategies
would further contribute to strengthening the evidence base
in support of integrated models on social, biological, and
psychological causes of mental disorders. What further
complicates our strivings to understand mental disorders
more fully is that most research originates from highincome countries, with the potential for distorting evidence
on the aetiology of, and treatment for, mental disorders.
The growth of the movement for global mental health
currently seeks to address this issue.
As of this issue, Social Psychiatry and Psychiatric Epidemiology will publish a series of state-of-the-art reviews
that aim to address (some of) these recent developments in
social psychiatry and psychiatric epidemiology. The series
will set off with invited reviews by researchers at the
forefront of research at the interface between the social,
psychological and biological. As part of this, in the current
issues of Social Psychiatry and Psychiatric Epidemiology,
Rudolf Uher reviews a decade of research into the
explanatory potential of interplay between genetic and
environmental factors in the development of common
mental disorders. This will be followed in subsequent
issues by reviews of gene–environment interactions in
psychosis, epigenetic, neural and inflammatory mechanisms of environmental factors in the development of
mental disorders, and the interface of physical and mental
health. The series will then move on to address current
challenges in the movement for global mental health, the
development and application of epidemiological methods,
and the development and evaluation of complex social
interventions and systems of service delivery. In synthesising evidence on these and other key topics, the broader
goal of the series is to provide a vibrant platform for
reporting the state of the art in, and, ultimately, advancing
research on, social psychiatry and psychiatric
epidemiology.
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