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Abstract The incidence of schizophrenia, as well as the
symptoms, course, and outcomes for people so diagnosed
seem to vary across some cultural contexts. The mecha-
nisms by which cultural variations may protect one from or
increase one’s risk of developing schizophrenia remain
unclear. Recent findings from transdisciplinary cross-
cultural research, indicate ways that we may better
understand how socioenvironmental and cultural variables
interact with physiologic pathways relating psychosocial
stress and psychotic symptoms, epigenetic changes, and
people’s use of culturally available tools to mitigate stress,
in ways that may inform relevant, effective interventions for
people diagnosed with psychotic disorders worldwide.
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Introduction

Provocative new research continues to indicate that the
incidence of schizophrenia, as well as the symptoms,
course, and outcomes for individuals so diagnosed seem

to vary across some cultural contexts. This article reviews
literature concerning schizophrenia across cultures pub-
lished since 2009. The mechanisms by which cultural
variations may protect individuals from developing schizo-
phrenia or increase their risk of developing schizophrenia
remain unclear. Transdisciplinary cross-cultural research,
recent findings suggest, may help us understand how
socioenvironmental and cultural variables interact with
physiologic pathways relating psychosocial stress and
psychotic symptoms [1•], epigenetic changes, and people’s
use of culturally available tools to mitigate stress [2], which
may then be used to inform relevant, effective interventions
for individuals experiencing symptoms of schizophrenia
worldwide [3••].

Culture and Symptoms

Culture and the Psychosis Continuum

Schizophrenia may be the end point of a “psychosis–
proneness–persistence continuum,” with individuals who
experience “nonclinical psychosis” at one end and
multiple other diagnostic possibilities in between [4••].
The psychosis continuum concept builds on a survey of
Western countries showing that 5% to 8% of the general
population reported psychotic-like experiences (PLEs) that
were typically transient, did not disrupt social functioning
[4••], and met criteria for consideration as a “nonclinical
psychosis” phenotype [5]. In a separate global survey, the
percentage of people in the general population reporting at
least one psychotic symptom varied dramatically from 1%
in Vietnam to 45.8% in Nepal [6].

The neurodevelopmental expression of psychotic
symptoms, some argue, may be understood as part of a
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common trajectory that only becomes pathological when
an individual experiences repeated environmental insults
that render him or her “prone” to the effects of adversity
[4••]. For example, an individual who experienced
childhood trauma and adolescent discrimination and who
also has a genetic vulnerability may develop an overactive
response to stress over time (“sensitization”) that leaves
him or her more prone to psychotic experiences [1•]. In
one recent longitudinal study, the persistence of auditory
hallucinations (one type of PLE) for some Dutch adoles-
cents from the general population at times led to
delusional ideation, and then PLEs and delusional ideation
together prompted a transition to psychosis [7]. However,
one study found that even among an ultra high-risk group
of young individuals who presented with psychotic
symptoms, familial heritability for schizophrenia, and
neuropsychological deficits associated with schizophrenia,
only 19% transitioned to psychosis over an 18-month
period, suggesting that even ultra high-risk groups may
not be good targets for aggressive early interventions (EIs)
[8]. More research will help clarify this proposed notion of
a psychotic continuum and its implications.

Culture and Positive Symptoms

Positive symptoms of schizophrenia may also vary cross-
culturally. In one study of 1,080 patients who met DSM-IV
criteria for schizophrenia in 7 countries, the highest 1-year
prevalence rates of auditory and visual hallucinations were
identified among West African participants (e.g., 90.8% in
Ghana, 85.4% in Nigeria, 53.9% in Ghana, and 50.8% in
Nigeria, respectively) [9]. The lowest 1-year prevalence rate
for auditory hallucinations in this sample was found in Austria
(66.9%), and for visual hallucinations in Pakistan (3.9%) [9].
Hallucinations and delusions may even vary regionally within
the same country, suggesting that cultural effects may not
necessarily be delineated by geopolitical boundaries [10].

Culture and Negative Symptoms

Culture may also interact with the negative symptoms of
schizophrenia. In another 20-year follow-up study in the
United States of participants meeting criteria for “deficit
schizophrenia,” or people who meet criteria for schizophre-
nia and also display multiple enduring negative symptoms
for more than 1 year, only 13% showed one or more 1-year
periods of global recovery compared with 63% of non-
deficit schizophrenia patients [11•]. Another recent study
found Swedish participants living independently more often
and for longer periods of time than their cognitive and
functional counterparts in New York because the process of
obtaining and keeping housing was less cognitively
demanding [12]. These findings, the authors claim, indicate

“divergent real-world outcomes among individuals who show
evidence of the same levels of ability and potential” [12].
Taken together, findings from Chicago, New York, and
Sweden raise interesting questions. For example, does one’s
ability to recover from the effects of schizophrenia symptoms
depend in part on how cognitively challenging one’s cultural
context may be to navigate and the level of neurocognitive
deficits an individual possesses? Further research into the
interplay of cognitive capabilities and social context is
needed. New technologies may help us revisit this old
question in new ways.

Culture as Risk

Incidence, or an individual’s risk of developing schizophre-
nia over time, also appears to vary across cultural context.
African Americans were recently found to be three times
more likely to be diagnosed with schizophrenia than
European Americans [13]. Migrants who are ethnic
minorities in their host countries have a higher incidence
of schizophrenia, with the highest increase in relative risk
found among darker-skinned migrants to lighter-skinned
nations [14••]. Increased risks in one meta-analysis held
even for second-generation immigrants, strengthening argu-
ments that social context rather than pre-migration events,
the effects of migration itself, or even diagnostic bias might
completely explain these findings [14••]. Diagnostic bias
and errors, urbanicity (living in a city as opposed to a rural
setting), migration, socioeconomic status, adverse life
events, and cumulative social disadvantage may all play a
role as cultural context imposes “risk” on individuals over
time. Potential vitamin D deficiency among darker-skinned
migrants to northern climates and its possible association
with psychotic symptomatology also warrant discussion.

Ethnic Minorities and Diagnostic Errors?

Disproportionate rates of schizophrenia diagnoses in ethnic
minority populations, some claim, may be explained by
cultural norms that promote the erroneous reporting or
diagnosis of psychotic experiences in ethnic minority
groups. In The Protest Psychosis, for example, psychiatrist
Metzl [15] questions the role of “institutional racism” in the
increasing diagnosis of “schizophrenia” in the 1960s and
1970s among African American males, which occurred at
the same time that prevalent cultural norms interpreted the
African American struggle for civil rights as aggressive and
paranoid [15]. Zandi and colleagues [16•] also recently
questioned the role of clinician bias in the reportedly
increased rates of psychosis among Moroccan immigrants
to The Netherlands. Using a “more sensitive” and “cultur-
ally adapted” tool, Zandi and colleagues [16•] rated

Curr Psychiatry Rep



symptoms of "Western" psychotic disorder such as hearing
voices and seeing things or dead people as “not signifi-
cantly present” if these experiences did not negatively
impact the patient’s functioning. Rather, the authors argued,
such symptomatology was best attributed to a dissociative
possession state common in Moroccan culture that has been
widely misinterpreted by Western psychiatrists. Using their
altered diagnostic tool, the statistical differences in the risk
of developing schizophrenia between Moroccan immigrants
and Dutch natives disappeared. More research confirming
these findings is needed. In another relevant study, 10% of
surveyed Latinos living in the United States self-reported
psychotic symptoms such as delusions and hallucinations
that were clinically meaningful (i.e., associated with
increased suicidal ideation), but only 7% met Western
diagnostic criteria (Structured Clinical Interview for DSM-
IV) for psychotic disorders [11•]. Among Latino patients,
the authors suggest, psychotic symptoms may best be
interpreted as culturally acceptable ways to signal “inter-
personal vulnerability” in individuals whose psychotic
symptoms were typically associated with being unmarried
and with exposure to trauma.

Psychiatrists’ potential misunderstandings of the cultural
salience of psychotic symptoms such as those documented
by Metzl [15], Zandi and colleagues [16•], and Lewis-
Fernandez and colleagues [17], suggest that increased rates
of schizophrenia in ethnic minority populations may at
times reflect errors in reporting or diagnosing psychotic
experiences rather than variance in true disease expression.
Clinicians should aim to be conscious of the cultural
relevance of seeming psychotic symptoms in various ethnic
groups that could lead to an inaccurate diagnosis of
psychotic disorder based on insufficient information.
Psychotic symptoms, while clinically significant, may be
manifestations of culturally acceptable reactions to trauma
exposure, dissociation, and anxiety [11•]. Clinicians should
contextualize diagnoses with a strong orientation toward the
patient’s own cultural understandings of his or her
symptomatology and the meanings that the symptoms have
for that patient [18]. At this time, however, there is no
conclusive evidence to suggest that all heightened
incidence rates are solely a function of widespread
misdiagnosis or clinician bias. A recent meta-analysis
consistently finding increased risks of schizophrenia
incidence in nearly every migrant group analyzed across
a variety of migrant groups and settings suggests that
social context likely plays a role in the variability of
psychotic disorder across populations [14••].

Cultural Context and Gene–Environment Interactions

Others hypothesize that in various cultural contexts,
interactions between genetic vulnerability and the multiple

risk factors posed by certain social and environmental
conditions across the life course—including but not limited
to discrimination—may lead to psychotic symptoms, with
the combination of gene–environment interactions and their
psychological and epigenetic effects (or alterations in gene
expression during an individual’s lifetime) being more
potent than the influence of genes or environment alone
[19]. For example, one study found that some aspects of
neurocognitive functioning in African American families
were both heritable and associated with schizophrenia
[20•]. Perhaps heritable neurocognitive features associated
with schizophrenia in combination with the challenging
cultural context faced by some African Americans—and the
epigenetic changes this may produce across one’s life
course—explain some of the elevated risk of psychosis
beyond clinician bias and reporting errors (which likely at
times play a role [15]) for this population. Furthermore, in a
case–control study, cumulative social disadvantage (i.e., the
adding up of instances of unemployment, discrimination,
adverse life events, parental separation before age 16 years,
and childhood trauma across the life course) was linked to
higher rates of PLEs in the Black Caribbean, but not Black
African, ethnic population [21]. These studies suggests that
more than clinician bias against people of a specific skin
color may be involved. A discussion of other hypothesized
contextual risk factors from the literature follows, including
ethnic density, socioeconomic status, urbanicity, adverse
life events, and cumulative social disadvantage.

Ethnic Density

Living in areas of low “ethnic density” seems to increase an
individual’s risk of developing schizophrenia. For example,
a recent study in the United Kingdom found that when
black people comprised less than 25% of their neighbor-
hood’s population, their relative risk of developing schizo-
phrenia increased nearly threefold, but that finding became
statistically insignificant if their neighborhood was 25% or
more black [22]. Similarly, in a Swedish multilevel,
longitudinal study, Zammit and colleagues [23] found that
foreign-born children whose school group had few other
foreign-born children were also at higher risk of developing
psychotic disorder, and that this risk diminished as their
school group included more foreign-born individuals. The
reverse applied to children with two Swedish parents who
were in predominantly foreign-born groups, so that their
risk of developing psychotic disorder increased as they
seemed increasingly different from their peer group at
school. Mexican immigrants to the United States also
reported increased psychotic symptoms as they became
more acculturated to the mainstream culture (e.g., no longer
speaking Spanish) and more socially isolated from their
ethnic communities [17]. All these studies indicate an
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increased risk associated with living in a cultural context in
which one may feel isolated from or seem different than the
majority population. In 18 of 20 studies in one systematic
review (all conducted in Western countries), urbanicity also
increased an individual’s risk of psychosis [24]. Migrants
living in urban areas in which social groups may be more
fragmented are likely to be at particularly increased risk,
although more research is needed [24].

Socioeconomic Status

Children in Sweden without a biological risk of psychosis
who were adopted into families with a disadvantaged
socioeconomic position (e.g., parental unemployment,
single-parent household, living in an apartment) had an
increased risk of developing psychosis, and those with both
genetic liability and a disadvantaged childhood socioeco-
nomic situation [25] were substantially more at risk.
Indebtedness also increased the risk of developing schizo-
phrenia significantly, especially for men [26]. A recent
study of socioeconomic status in a large Israeli cohort
found no increased risk of schizophrenia across parental
socioeconomic status or education level at birth except for a
moderately increased risk for those having a father in the
lowest socioeconomic bracket at birth [27]. The Israeli
study suggests that there may be a compounding risk for
those born into very poor circumstances in which adverse
events are more common.

Adverse Life Events and Cumulative Social Disadvantage

Increased risk of psychotic disorder has long been associated
with adverse life events and social disadvantage. In urban
Tanzania, researchers recently found that experiencing two or
more stressful life events in the past year led individuals to
have an increased risk of developing schizophrenia [28].
Physical abuse in childhood among British women made
them twice as likely as controls to report psychotic
symptoms (with lesser effect for sexual abuse) [29].
Exposure to trauma in South Africa [30] and exposure to
trauma with intention to harm (e.g., bullying) as a child led
to an increased incidence of psychosis in Britain, even with
controlled genetic liability for psychosis [31].

The Vitamin D Factor

Increased rates of psychosis found in darker-skinned
migrants, who process vitamin D less efficiently due to
the weak sunlight found in northern latitudes, may also
reflect an association between vitamin D deficiency and
psychotic symptoms. While “normal” levels of vitamin D
have not been established, and the evidence remains
inconclusive [32], a recent study conducted in Denmark

associated both low and very high levels of neonatal
vitamin D with later risk of schizophrenia [33]. Based on
their data, the authors predicted that optimizing vitamin D
levels for pregnant mothers may prevent up to 44% of all
schizophrenia cases in Denmark. However, this study
accounts for an in utero effect and may not translate to
the situation of darker-skinned migrants to northern
climates since cultural factors also likely play a role.

Culture as Protective?

Families and Stigma as Risk

Rates of both anticipated and experienced stigma are
consistently high across cultures with regard to mental
illness [34]. Cross-cultural expressed emotion (EE)
research in European American and Mexican American
families suggests that when families are hostile and
critical (high EE), the symptoms of their family member
with schizophrenia increase and they experience higher
rates of rehospitalization [35]. Anglo American families
in the United States in which recovery outcomes from
schizophrenia are less frequent seem to be typically more
hostile and critical (high EE) [36].

Families and Protective Stigma

Families around the world may also protect their seemingly
ill relatives via exertions motivated by their own stigma.
For example, Yang and colleagues [37] described families’
use of the term xiang tai duo (“excessive thinking”) as an
alternative explanation for schizophrenia symptoms in
Mandarin China. They argue that such linguistic devices
may have “normalizing power” that allows families to
recognize behaviors as socially unusual but not too
abnormal (e.g., “sometimes we all think excessively”), so
that psychotic behaviors would not be publicly interpreted
as pathological. In southern India, where recovery out-
comes typically have been high, families also used
excessive thinking as an alternative explanation for schizo-
phrenia [38]. Indeed, family members, the general public,
and patients comfortably held multiple contradictory
models of psychotic behaviors. For example, they might
agree that there was something “abnormal in the brain”
without calling it the result of a disease, or patients
might refuse to accept the illness as something wrong
with them and instead attribute it to external spiritual
factors [38]. Such strategies may contribute to the
increased recovery outcomes observed in some cultural
contexts, as families work behind the scenes to offset
stigma and preserve an ill family member’s social standing
and local “moral worth” [37, 38].
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Families and Early Intervention

Family involvement in and stigmatization of psychiatric
care is also relevant to the context of EI for psychosis, and
some researchers speculate that families’ alternative explan-
ations of psychotic symptoms (e.g., excessive thinking)
may prolong the seemingly critical duration of untreated
psychosis (DUP). Longer DUP (although what constitutes
long has yet to be determined) may be associated with
poorer response to antipsychotic treatment and increased
disability in both high-income (HI) [39] and low- to
middle-income countries [40]. For example, a study in
Vellore, India, identified a significant association between
DUP and outcome, with longer DUP increasing the
likelihood of remission over the course of 1 year [41].

Great debate has arisen over when and how to use EI
programs (typically a combination of antipsychotic medi-
cations and psychoeducation) to possibly shorten DUP and
ideally prevent full-blown psychosis. Some argue that
intervening early is good evidence-based care [39], but
there is no conclusive evidence to indicate that shortening
DUP with EI works, or that shortening DUP improves
prognoses. Others claim that EI may expose patients
unnecessarily to the known risks of taking antipsychotic
medications (e.g., the rapid weight gain associated with the
increased risk of adult obesity, cardiovascular disease, and
metabolic disorder; ongoing stigma despite the discontinu-
ation of psychotic symptoms; debilitating side effects; and
difficulties securing health insurance) [42, 43].

In addition, shortening DUP leaves people without
options to explain their illness in nonpathologizing ways
(e.g., excessive thinking) that may be protective over time.
In one study of a woman with a 5-year DUP, we learned
how the patient (an Indian migrant to Canada) used the
extra time afforded her by a longer DUP to do the hard
work of making sense of her psychotic symptoms with her
husband in a way that strengthened their shared ability to
understand her symptoms as abnormal but not pathological.
This in turn strengthened their relationship, helped them
feel confident about having children together, and made her
no less likely to accept medications when the psychosis
became overwhelming [18]. Arguably, a longer DUP was
helpful for her and her husband when it came to sorting out
these difficult, profoundly life-shaping issues before she
received a diagnosis that may have otherwise greatly
interrupted her life and marriage [18].

People diagnosed with schizophrenia in south India, who
at times experience some of the best schizophrenia recovery
rates in the world, may also have longer DUPs, although
this needs to be confirmed with research. One recent study
found that 50% of people diagnosed with schizophrenia in
south India were untreated and living at home [44•]. Would
EI programs interrupt the care that exists for them now

thanks to nonpathologizing explanatory models that help
lead to better social outcomes? For example, Bedouin
families became more likely to abandon their family
members once they were taught to understand schizophre-
nia as a brain disease; in contrast, thinking of psychotic
disorders as spiritual afflictions inspired community mem-
bers to help them [45]. Teaching biomedical models of
mental illness also has recently been found to increase
stigma in Spain, Germany, and South Africa [45, 46].

The implications of these findings should be carefully
considered in the development of global mental health
agendas. Existing explanatory models of psychosis developed
between people as they struggle to make sense of a relative or
friend’s psychotic symptoms and the caregiving practices
these meaning-making efforts produce may be more protec-
tive than initially recognized. Interrupting the subtle social
processes that may encourage recovery in any context with EI
or anti-stigma programs that are not carefully designed for
specific cultural contexts may not be prudent.

Conclusions

With such variation in the cross-cultural experience of
schizophrenia, the use of the term schizophrenia may not
adequately account for the variety (and local specificity) of
symptoms, experiences, explanatory models, and outcomes
described here. The widespread idea that the 1% prevalence
rate of “schizophrenia” does not vary significantly across
cultures also may be interpreted with caution [47]. In addition,
socioenvironmental factors in schizophrenia are more modi-
fiable than genetic factors and have a greater potential for
impacting public health through prevention efforts than any
known genetic variant [48]. Certainly, many factors presented
here may be addressed in future interventions.

This review also suggests that analyses of culture—
understood as shorthand for complex assemblages of ways
of life—may better account for the social order (e.g.,
institutions and relationships) and the “environment” (e.g.,
place) while capturing the ways individuals and their families
make use of culturally available meanings to make sense of
their illness experience and to find relief. Cultural analyses
also raise our awareness of the host of value-laden commit-
ments that people must learn to meet in order to thrive in
sometimes highly-specified local moral worlds (e.g., the
Bedouin with a psychiatric disability who is more valued if
he or she is experiencing spiritual attacks than if he or she has
a biological illness, or the Indian son or daughter whose
psychiatric disability is tolerated once he or she is married, and
especially if he or she has children).

To account for culture, or elements that make life more
difficult or livable for people struggling with symptoms that
can accumulate to become a serious disability, researchers and
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policymakers might continue to engage the skills of ethnog-
raphers. Ethnographic research, the craft of anthropologists,
requires a researcher to build long-term relationships (over at
least 1 year) with participants and their support networks by
visiting participants’ homes, meeting their friends, and
spending time engaged in activities that are meaningful to
them. In this way, anthropologists participate with partic-
ipants, and then generate richly detailed descriptions of their
everyday experiences, activities, and interactions with others.
In the process, anthropologists typically learn how an
individual regularly pursues the tasks of his or her daily life,
what is at stake for that person as he or she struggles to do so,
and how pursuits and goals may shift or be shifted over time
by contextually available explanatory frameworks, condi-
tions, and events. Such data can greatly inform testable
hypotheses about how to best prevent and treat psychosis. For
example, a recent ethnographic analysis found that recovery
outcomes may be higher in India because patients there have
multiple therapeutic options available with which to address
psychiatric distress (e.g., religious, ayurvedic, and allopathic),
all of which appeared to work for some patients and not for
others [49]. The epigenetic sequelae of key life events may
also be of great importance, and ethnographers are well-
suited to help prospectively document and retrospectively
unpack these events [3••]. Ethnographic data also adds the
voices of those being treated to debates surrounding what is
best for them [18, 43, 49].

Transdisciplinary teams using ethnographers might, for
example, identify potentially protective locally relevant cul-
tural beliefs, practices, and rituals, and then test them to assess
their potential as treatment. Indeed, cultural practices like
meditation, yoga, dance, and ritual trancemay alter the priming
of stress reactions thought to trigger psychosis [1•]. Bio-
markers related to stress, such as cardiovascular autonomic
dysfunction (which is heritable, causes physiologic hyperre-
activity to stress, and appears in higher rates in people with
schizophrenia and their relatives [50]), might be measured
before and after seemingly helpful cultural practices to try to
capture the ways culture may get “under the skin” to
encourage recovery (e.g., an enhanced ability to relax in the
face of stress [2]). In the future, this kind of transdisciplinary
research could enable psychiatrists to identify and make use of
culturally available mechanisms that facilitate recovery from
psychotic disorders to provide the best contextually relevant
care possible for people experiencing psychotic symptoms
around the globe.
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