
Trauma and psychosis: some aspects of a complex relationship

There are many aspects to the complex
relationship linking trauma and psychosis.
These include the age of the individual
when the trauma occurred, gender and the
relationship of the trauma to the stage or
phase of illness. Among the various angles
from which this question can be
approached, research foci have ranged
from the issue of trauma consequent to
psychosis (psychological trauma linked to
the experience of a first psychotic
episode (1), or traumatic events that
patients with psychosis can experience
while in treatment (2)), to that of trauma
as a factor influencing the emergence or
the course of psychosis. This latter facet of
the question has received more attention in
recent years.

While trauma and its consequences
in patients suffering from psychotic
disorders had long been neglected, a
recent resurgence in interest regarding this
question was triggered by the accumulation
of data showing high rates of exposure
to early trauma, in particular childhood
sexual abuse (CSA) and childhood
physical abuse (CPA), in patients
with psychosis. A recent review (3)
of studies conducted among patients
with psychotic disorders has shown that
42% of female and 28% of male patients
reported CSA, while 35% of female
and 38% of male patients reported CPA.
Irrespective of gender, 50% of patients
reported at least one form of abuse (CSA
or CPA). In studies focussing on patients
with bipolar disorder, global rate of
childhood trauma ranges from 45 to 68%,
with 15–21% of patients reporting sexual
abuse and 21–28% physical abuse (4–6).

In the context of both the observation
of psychotic forms of post-traumatic stress
disorder (PTSD) in war veterans and the
Freudian concept of a traumatic basis to
the development of ‘neurosis’, there has

been an intense and sometimes passionate
debate around the potential causal role of
trauma in the later development of
psychosis. Read and Ross (7) recently
challenged what they considered a
distorted, albeit dominant interpretation of
the diathesis-stress model, where diathesis
would relate exclusively to bio-genetic
factors, hence inaccurately placing trauma
exclusively on the stress side of the
equation. An important number of
publications have actually converged to
suggest that interaction of certain micro-
and macro-environmental factors
(cannabis, urbanicity, minority status and
trauma) with genetic risk affects the
vulnerability to psychosis (8).

The evocation of a causal role of
trauma in the development of psychosis is
based on two main arguments. First,
retrospective studies have shown that
childhood trauma is more frequent in
patients with psychosis than in the general
population. Bebbington et al. (9) for
example have found that when compared
with general population, exposure to
various forms of trauma was higher in
psychosis patients, with odd ratios of 15
for sexual abuse, 9 for violence at home
and 5 for having been victim of serious
injury or assault. Given the similarly high
rates of CSA and CPA among individuals
with depression and personality disorders,
trauma is probably a generic vulnerability
factor for a diverse range of phenotypes.
Second, a limited number of prospective
studies have found a relationship between
the occurrence of trauma and the later
development of psychosis. In the context
of the Nemesis study, Janssen et al. (10)
have found that patients who reported a
history of emotional, physical,
psychological or sexual abuse before the
age 16 at baseline assessment, were 7
times more likely to have developed

psychotic symptoms 2 years later. Results
of the study also suggested a ‘dose–effect
relationship’, with those who had been
exposed to repeated sexual abuse being at
even higher risk to have developed
psychosis, with an odds ratio of 30. In a
similar study of 2524 adolescents,
Spauwen et al. (11) found that those who
reported exposure to trauma at baseline
were more vulnerable to develop psychosis
4 years later. The validity of such findings
has however been questioned on the basis
of methodological limitations, such as the
small number of subjects with psychosis
even in large population-based
epidemiological studies, heterogeneity in
the diagnosis of psychosis or lack of
consistency in the definition of trauma.
These factors make comparisons between
studies and interpretation of results
difficult. The causal relationship between
childhood trauma and later development of
psychosis is therefore still a matter of
controversy (3).

Nevertheless, both psychological
and neurobiological mechanisms have
been proposed to explain this potential
relationship. Among other psychological
models, Bentall et al. (12) have for example
proposed that the development of psychosis
following trauma may be linked to causal
attribution and theory of mind deficits.
In a cyclic model where causal attributions
influence self-representations, which
in turn influence future attributions, trauma
would induce a bias where negative events
would be attributed to external agents
which would subsequently contribute
to the building of a paranoid view of the
world. At the neurobiological level, Read
et al. (13) have suggested that childhood
trauma may impact negatively on the
neuro-developmental process if they occur
early enough. In particular, when trauma is
intense or repeated, chronic dysregulation

148
https://doi.org/10.1111/j.1601-5215.2009.00337.x Published online by Cambridge University Press

https://doi.org/10.1111/j.1601-5215.2009.00337.x


of the hypothalamic-pituitary-adrenal
axis may result, which may lead to
dopaminergic abnormalities (14). Similarly
Brunelin (15) showed that the risk
for schizophrenia may be characterised
by an enhanced sensitivity to stress, that
is manifested in both the cortisone and
dopamine systems. Environmental factors
may hence result in both psychological
and physiological changes that
overlap with the known pathophysiology
of schizophrenia, and include epigenetic
modulation of risk factors. This process of
psychological or physiological alterations
has been referred to as sensitisation,
and underlies the triggering and
persistence of psychotic symptoms (16).

The psychological impact of trauma and
its potential durable effect on affective
behaviour and brain neurochemistry may
also influence clinical presentation of
psychosis and its evolution over time.
Various studies have shown that patients
with psychosis who had experienced
childhood trauma had higher levels of
psychotic symptoms, more cognitive
deficits and a poorer level of
functioning (13,17). In complement to
these cross-sectional studies, Lysaker
et al. (18) have shown that higher levels
of psychotic symptoms and poorer
functioning level were maintained over
time. Similar findings were reported for
individuals with bipolar disorder, where
patients who had childhood trauma had
longer delays before treatment, higher
rates of substance abuse, higher levels of
manic symptoms and higher rates of
suicide (4–6). In a recent study conducted
in an epidemiological sample of first
episode psychosis patients, we found a
high prevalence of sexual (16%) and
physical (26%) abuse in childhood.
Patients who had experienced sexual
and/or physical abuse were more likely to
present with psychiatric co-morbidities
(PTSD, substance abuse) and to have
attempted suicide in the past. Additionally,
they had a poorer premorbid level of
functioning, a longer duration of untreated
psychosis, a higher risk of suicide during
treatment and were more likely to
disengage from treatment (19).

Given the strikingly high prevalence
of trauma history in patients suffering
from psychosis and the many clinical
problems potentially related to this issue,
it is of primary importance for clinicians
to be sensitive to this question. There
is a critical need for more systematic
assessment of trauma history and better

staff training regarding this problem. The
following observations by Read (20) may
be useful when discussing previous trauma
with patients suffering from psychosis. It
is important to ask patients with psychosis
about possible exposure to trauma. Without
asking, only 10–30% of trauma histories
are identified. While trauma is rarely
part of the clinical assessment, because of
other assessment priorities such as suicidal
risk or agitation, fear of destabilising
patients, doubt about veracity of
reported trauma, fear of blaming families,
reluctance to discuss this type of issue
with patients of the opposite gender and
lack of experience with this type of issue,
85% of patients who have experienced
such events are relieved when they
are offered the opportunity to talk about it.

When trauma is discussed with a
patient, it is characteristically a process
rather than an event. It is not necessary to
gather all details at once, and patients
typically need time to gradually divulge
what they went through. Clinicians need to
be available and to positively reinforce the
efforts patients make to talk about such
issues. It is also important to evaluate the
risk for secondary victimisation,
recurrence of trauma and suicide.

Finally, it is becoming increasingly
apparent that trauma-specific treatments
may be beneficial for psychotic patients
with a history of traumatic experiences.
Patients with early and complex trauma
may benefit from integrated treatment
programs with an emphasis on
psycho-education, stabilisation and the
development of safe coping skills (21,22).
Other approaches focus on PTSD. Several
case studies and open trials reported that
cognitive behavior therapy treatments for
PTSD can be used safely and effectively
in patients with schizophrenia (23). More
recently, a randomised controlled trial of a
group-based cognitive-behavioural
intervention for PTSD with an emphasis
on cognitive restructuring has yielded
promising results in patients with severe
mental illness (24). Independent of the
strategy chosen, trauma treatments for
patients with schizophrenia should take
place in the context of a comprehensive
service that includes case management,
medication management and integrated
dual diagnosis treatment when substance
abuse problems are present. Clearly, more
research is needed to further develop and
evaluate treatment approaches appropriate
for this vulnerable population and
implement them into routine practice.
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