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Abstract

It’s well-established that certain ethnic minority groups in Western countries have a
higher risk of psychosis than the general population, and that this effect doesn’t stem
from these ethnic groups being more genetically disposed towards psychosis. How-
ever, the actual mechanisms behind the effect are still unclear. In this thesis paper, I
conduct a scoping review of scientific literature published since Morgan et al.’s review
on the topic in 2019, in order to map mechanisms posited to explain the connections
between psychosocial factors and the raised psychosis risks in ethnic minorities. Ad-
ditionally, I discuss the strengths and weaknesses of these mechanisms, examine how
they can (or can’t) work together, and examine how they conceptualise ethnicity and/or
race.

APA PsycNet and PubMed were searched, and 35 eligible publications present-
ing argumentation for mechanisms were identified. The mechanisms suggested by the
included articles can be divided into four categories, consisting of primarily biological
mechanisms, primarily psychological mechanisms, mechanisms relating to diagnostic
processes, and one selective migration mechanism.

All identified mechanisms have their strengths and weaknesses and are gener-
ally in need of further research. They are vastly different mechanisms, whereof some
could feasibly be parts of the same, more complex mechanisms, some could be work-
ing in parallel to each cause some of the effect, and some (mostly the ones with a
psychological focus) seem mutually incompatible due to disagreements on what con-
stitutes the core aspects of psychosis to be explained. However, most articles (30 out
of 35) point to racism and discrimination as important risk factors leading to the raised
psychosis risks, whether this is racism on a structural, institutional, or everyday inter-
personal level. Relatedly, both race and ethnicity are mostly conceptualised as social
constructs and in terms of how people perceive themselves and others as parts of cer-
tain groups and identities, and how those perceived as differing from the (White) ma-
jority are discriminated against.

While many of these findings are in line with those of Morgan et al., I found
many more mechanisms than they address, and especially psychological mechanisms
and ones proposing that some of the effect stems from misdiagnosis receive much more
attention in the included literature from the years since 2019 than they do in Morgan

et al.’s review.



Part 1: Introductory framework

The purpose of this master’s thesis is to discuss the question of why risks of psychosis
are higher among ethnic minority groups than in the general population in Western
countries. Overall incidence rates of psychotic disorders for ethnic minorities are re-
ported to be about 1.5-3.0 times higher in these groups combined, but the magnitude
depends heavily on the minority group and place being studied (Morgan et al., 2019,
p. 247). For example, Tortelli et al. (2015, p. 1050f) found in a meta-analysis that rates
of schizophrenia among people of Black Caribbean descent were almost five times
higher than in White or general reference populations in the UK. Meanwhile, Kirkbride
et al. (2017, p. 1254f) similarly found raised psychosis rates for Black, Pakistani, and
Bangladeshi groups in the UK, but not for non-British White groups, and other studies
show that rates for migrants in Canada or Israel may not be significantly higher than
for the general population (Morgan et al., 2019, p. 247). The raised psychosis rates
obviously have certain societal costs but may also be contributing to social inequality
via societal stigmatisation of psychosis as well as the considerable effects of psychosis
on health and quality of life, in the worst cases leading to a life expectancy shortened
by 15-20 years (Nordentoft & Vandborg, 2017, pp. 298; 312).

While the fact that there is a problem is rather well-established, it’s difficult to
design interventions without explanations for why there is a problem. For example, if
the issue stems from our diagnostic approaches being too ‘Westernised’, leading to an
overdiagnosis of psychosis in patient groups whose culture Western psychiatrists don’t
understand or approve of, then the solution may lie in reworking diagnostic approaches
(Fernando, 1991, pp. 143-145). However, if the issue is caused by psychosocial pres-
sures that disproportionately affect ethnic minorities and raise psychosis risks, the so-
lution may instead be found in political and societal efforts to alleviate these pressures
(Anglin et al., 2021, p. 604). There is now strong evidence that the effect doesn’t stem
from genetic differences between ethnical groups, as psychosis risks among people
originating from the same countries vary widely depending on where they live
(Jongsma et al., 2021, p. 1914). What does cause the effect is still up for debate. Some
tentative explanations from the scientific literature were examined by Morgan et al. in
2019, and the main explanatory factors found were psychosocial ones such as the stress
of migration, cultural marginalisation, and experiences of discrimination. However,

their review is firstly several years old, and secondly didn’t find much in the way of
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mechanisms behind how these psychosocial factors cause psychosis. Therefore, the

problem formulation of this thesis is as follows:

How does the contemporary scientific literature explain the connection be-
tween psychosocial risk factors and raised psychosis risks among ethnic minority

groups?

To study this, I am conducting a scoping review looking for explanations in the
scientific literature published since Morgan et al.’s review. Specifically, I am looking
for proposed theoretical mechanisms behind the raised risks, i.e., explanations that
don’t just show an empirical connection between e.g. ethnic minorities, urban living
and discrimination (all suggested to be risk factors for psychosis; Kelly et al., 2010, p.
76, Pearce et al., 2019, p. 1038f), but ones that try to explain theoretically Zow psy-
chosocial factors like urban living or discrimination cause higher psychosis risks
among ethnic minorities. Furthermore, in order to examine the posited explanations, I

am asking the following questions:

e What are the theoretical and empirical rationales of the mechanisms, and how
do they hold up to critical scrutiny?

e How are psychosis and ethnicity and/or race conceptualised, and how does this
affect the conclusions that are reached?

e What happens when we put the different mechanisms together — can some of

them complement each other, or are they mutually exclusive?

My attempt to answer these questions is structured in three parts. This intro-
ductory framework includes clarification of some terms that are central to the topic, an
introduction to the scoping review as a method, and a historical look at the research
question and why it is (or at least has been) a controversial one. The second part is the
scoping review itself, written in an article format as if intended for publication in a
scientific journal. The closing framework contains discussions of the review findings
that didn’t fit into the article format, including discussion of some of the additional

questions asked above.



Clarification of central terms

A key concept in my problem formulation is psychosis, which is a condition charac-
terised by a loss of contact with reality. The sense of reality and/or ability to ‘reality
test’, i.e. to tell whether your experience is based on reality, is dramatically reduced in
a full-blown psychosis (Nordentoft & Vandborg, 2017, p. 300). This may cause delu-
sional thinking, hallucinations, and thought disturbances (Simonsen & Haahr, 2017, p.
325). Of all the psychotic disorders, schizophrenia is considered to be the most inval-
idating one (at least in its most serious forms), with its heavy and in some cases lifelong
effects on quality of life (Videbech et al., 2018, p. 79f). However, there are many ways
to experience psychosis that don’t necessarily imply schizophrenia. The ICD-10 in-
cludes several other diagnoses in its section on psychotic disorders, such as delusional
disorders that involve persistent delusions but no hallucinations, or brief psychotic dis-
orders that develop rapidly, but also disappear rapidly, often without returning later
(World Health Organization, 1994, pp. 65-79). While the initial studies showing higher
psychosis rates in ethnic minorities were focusing on schizophrenia, it is important to
also consider other psychoses in the context of this thesis, as more recent studies tend
to show higher rates among ethnic minorities for all psychotic disorders, not just schiz-
ophrenia (Morgan et al., 2019, p. 250). Up to 10% of the general population will ex-
perience psychosis-like symptoms at some point in their lives, and psychosis is in-
creasingly considered a spectrum rather than an ‘either/or’ category (Simonsen &
Haahr, 2017, p. 325). Therefore, in this thesis, I have chosen not to focus on any one
specific psychotic disorder, but on the full spectrum of them.

Another central concept to my research question is ethnicity. However, this is
also a concept that can be very difficult to define. As Jongsma et al. (2021) discuss,
ethnicity can be conceptualised in many ways, e.g. based on migratory history, social
structures, and identity, each with different implications for how to look at the raised
psychosis risks in ethnic minorities. I am specifically not going to settle on any one
conceptualisation of ethnicity to focus on beforehand, as I am interested in uncovering
the kinds of explanations posited in the scientific literature, and these may vary in their
ethnicity conceptualisations. I therefore find it more interesting to look at what kinds
of ideas of ethnicity are used in explanations and in what ways, rather than to close
myself off to certain explanations in advance because they differ from any ethnicity

definition that I would personally find the most useful.



The scoping review as a method

Scoping reviews are a variant of the more traditional systematic review. Both ap-
proaches have in common that rather than producing new empirical material, they at-
tempt to systematically sift through the already-available literature relevant to the re-
search question in search of an answer. This is done to help make sense of a large
amount of research, as well as with the reasoning that an answer based on many
sources of evidence is more likely to be accurate than one based on a single study
(Petticrew & Roberts, 2006, p. 2f; Pollock et al., 2024, p. 2). But where the systematic
review would typically be an attempt to synthesise the best available evidence to an-
swer a somewhat narrow question like the efficacy of a certain intervention, a scoping
review is typically used for broader questions about what kinds of research is being
conducted on a topic, or where the gaps are in the existing research (Arksey & O’Mal-
ley, 2005, pp. 20-22). Rather than synthesising evidence, the aim is therefore to ‘map’
and provide an overview of the field such as what is known about a topic, what type
of research is being conducted, or what the key concepts related to the topic are (Pol-
lock et al., 2024, p. 4f). This also means that while it’s possible to only focus on spe-
cific types of research studies in a scoping review as one might do in a systematic
review, it’s often not a necessity since the evidence doesn’t need to be synthesised in
the same way. Likewise, quality assessment of the included studies is less of a require-
ment than it is in the systematic review, since the goal rarely is to provide a definitive
answer to which parts of the available research hold the ‘correct’ answer (Arksey &
O’Malley, 2005, p. 27; Pollock et al., 2024, p. 4).

Since my problem formulation has to do with characterising certain aspects of
the scientific literature regarding ethnic minorities and psychosis risk, the above makes
the scoping review an ideal method for my purposes. I am not attempting to synthesise
evidence on one possible mechanism for the connection between psychosocial risk
factors and psychosis, or to answer how much impact certain psychosocial factors have
on psychosis risk. Rather, I am attempting to map and describe what mechanisms are
being proposed and what reasoning is being used to support them, for which reason I
have chosen to conduct a scoping review. However, my aim is also to critically exam-
ine and discuss my findings, which is not necessarily an inherent part of a scoping

review. This discussion therefore mainly takes place in the closing framework.



Psychosis historically

The term ‘psychosis’ was first used in psychiatric literature in 1841 by Karl Friedrich
Canstatt as a synonym for ‘psychic neurosis’. ‘Neurosis’ was at the time used as a term
for diseases of the nervous system, and a psychic neurosis was thus a disease of the
nervous system with psychological manifestations (Biirgy, 2008, p. 1200f). However,
Ernst von Feuchtersleben is widely credited as the person who coined the term ‘psy-
chosis’ in 1845, using it for diseases that according to him affected the entire person-
ality and human experience, emphasising the interplay between body and mind and
thereby breaking with earlier understandings of mental illness as rooted in either the
soul or the body (Beer, 1996, p. 274f; Moskowitz et al., 2019, p. 10). As the psychosis
concept developed, focus was increasingly directed towards biological causes like dis-
eases of the brain, even if the exact disease cause had not been found yet. The psycho-
sis concept of the time was still not the one we know today, as, depending on who you
asked, it could include not just what we would think of as schizophrenia and psychosis,
but also e.g. mood disorders and personality disorders (Beer, 1996, pp. 276-278).
Emil Kraepelin is credited as the first person to describe what we today would
consider schizophrenia with his work in the late 1800s on ‘dementia praecox’; a con-
dition that he considered to be a chronic and degenerative disease different from manic
depressive conditions. Moreover, he started using the psychosis term for specific ill-
nesses rather than a broad catalogue of mental illness (Beer, 1996, p. 278f; Nordentoft
& Vandborg, 2017, p. 298). The word ‘schizophrenia’ was first used by Paul Eugen
Bleuler in 1908 as a redefinition of Kraepelin’s ‘dementia praecox’. He moved the
emphasis away from a degenerative course, which he didn’t believe was always the
case, to a view that ‘splitting’ of psychic functions was the central characteristic of the
condition — hence the word schizophrenia, meaning ‘split mind’. Importantly, Bleuler
did not mean the kind of ‘Jekyll and Hyde’-style split personality often mistakenly
associated with schizophrenia (McNally, 2016, pp. 21; 25). Rather, the splitting in
question was one that tore apart the psychic functions, causing the split functions or
aspects of personality to be experienced as foreign objects or enemies in the body, and
causing an alteration in the patient’s way of thinking, way of feeling, and relation to
the world that Bleuler believed was unique to schizophrenia (McNally, 2016, pp. 24;

41f). Sigmund Freud also chimed in in the early 1900s, viewing psychosis as a
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disturbed connection to reality, and viewing schizophrenia as a combination of this and
megalomania (McNally, 2016, p. 45; Moskowitz et al., 2019, p. 10).

While much confusion and discussion about the nature of psychosis and schiz-
ophrenia continued in the 20" century, this understanding of psychosis as a disturbed
contact to reality persisted and was seen in diagnostic manuals in both the US and
internationally by the 1980s (Biirgy, 2008, p. 1203; Moskowitz et al., 2019, p. 10f).
What also persisted was the view that schizophrenia was a brain disease, and moreover,
one that was genetically caused. Despite stress already being proposed as a contrib-
uting factor in the 1960s (Rosenthal, 1966), the prevailing consensus in the psychiatric
system well into the late 1900s remained that schizophrenia was primarily genetically
caused.

It was at a time when schizophrenia was thus viewed as an entirely genetically
and biologically caused brain disease that it was first found that some ethnic minorities
had a higher risk of being diagnosed with schizophrenia, making it a controversial
finding (Morgan et al., 2019, p. 250). With schizophrenia viewed like this, the finding
seemed at first glance to have only two possible explanations: that ethnic minorities
had a higher genetic risk of schizophrenia, or that the excess schizophrenia cases were
not actual schizophrenia cases at all, but cases of misdiagnosis. The former explanation
understandably caused strong reactions, as it fuelled racist arguments about the supe-
riority of ‘White’ genes (Fernando, 1991, p. 143f). It also has rather strong arguments
against it. Already in a classic study from 1932, Qdegaard (1932, pp. 70f; 99f) found
that psychosis rates among Norwegian migrants in Minnesota were higher not just than
rates in the general population of Minnesota, but also than rates in the general popula-
tion of Norway. Since then, it has many times been found that psychosis risks for em-
igrants from the same place vary with the place they migrate to (Jongsma et al., 2021,
p- 1914), and that psychosis rates within the same country vary with the area you look
at (March et al., 2008).

Meanwhile, the other explanation has lived on for longer and is based on the
argument that racism towards minorities is the cause of mis- or overdiagnosis of schiz-
ophrenia and psychosis, whether due to everyday racism from individual psychiatrists
or from institutional racism built into psychiatric systems and their practices (Fer-
nando, 1991, p. 143; Littlewood & Lipsedge, 1997, p. 104f; Metzl, 2010, p. 108). After
all, if schizophrenia “is an illness that should occur in / percent of any given popula-

tion [...] regardless of where they live, how they dress, who they know, or what type
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of music they happen to prefer” (Metzl, 2010, p. xf), then surely, finding a higher rate
in any population must be a sign of psychiatric discrimination against that population.

However, the case for environmental factors contributing to psychosis risk has
been building over the past decades, and in our current understanding of psychosis and
schizophrenia, it’s not necessarily the case that all populations must have the same
relative rates of psychosis or schizophrenia, as these are no longer considered purely
genetically based. While there is some evidence of a certain heritable element in espe-
cially the schizophrenia spectrum, no genes have been found whose presence or ab-
sence guarantee the presence or absence of psychosis (Nordentoft & Vandborg, 2017,
p. 308; Simonsen & Haahr, 2017, p. 332). Rather, the development of psychosis is
thought to result from an interplay of heritable and environmental factors, including
psychosocial ones, in a diathesis stress model (Nordentoft & Vandborg, 2017, p. 308f;
Zwicker et al., 2018). Of course, this doesn’t exclude the possibility that at least some
of the raised psychosis risk among ethnic minorities is caused by mis- or overdiagno-
sis. A central part of the history of psychosis and schizophrenia is that, amid the con-
fusion of what to define as psychosis, the schizophrenia diagnosis Aas been used in
contexts that pathologised practices or traits that we would not today deem pathologi-
cal, but which were frowned upon at the time. Examples are masturbation, LGBTQ+
identities, political dissension, and, indeed, being of a certain race (Fernando, 1991,
pp. 120-122; McNally, 2016, pp. 131-134; 137-139; 141-143). However, the idea that
the entirety of the raised psychosis rates can be explained by misdiagnosis ironically
suffers from one of the same problems as the idea that the higher rates stem from ‘in-
ferior’ genes; it bases its argument on the idea that schizophrenia is a biological disease
alone. What the diathesis stress model implies, on the other hand, is that many other
factors than genetic or biological ones might be especially affecting ethnic minorities.

Importantly, the inclusion of environmental factors does not exclude the possi-
bility that racism is part of the explanation — in fact, it opens up the possibility of
looking at other ways in which racism may drive stigmatised groups towards psycho-
sis. Nor does it exclude the danger of arriving at conclusions that are just as racist as
the idea of inferior genes. This was, for instance, demonstrated in the US in the 1960s
and 1970s, where mainstream psychiatric research articles included ideas that partici-
pation in Black liberation movements and ‘antiwhite’ attitudes caused schizophrenia
among Black men, while their experiences of racism and discrimination were framed

as delusions (Metzl, 2010, pp. 100-102). In any explanation, therefore, it is important
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to critically reflect on its theoretical and empirical basis, including any biases that may
be hidden (or not so hidden) in it.

In summary, this topic is one with a history of controversy, and it’s perhaps not
surprising that there is a lack of consensus on the cause of certain ethnic minorities’
higher psychosis risks when there has historically been such a lack of consensus on
what psychosis even is and what causes it. Moreover, there is certainly a risk of arriv-
ing at prejudiced, insensitive, or overly simplistic conclusions about the causes of eth-
nic minority groups’ higher psychosis risks — something that I, as a person who is not
part of an ethnic minority, should perhaps attempt to be particularly conscious of.
However, this makes it all the more important to properly review the existent explan-
atory hypotheses and models, so as to avoid resorting to interventions based on reduc-

tionist and prejudiced understandings.
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Part 2: The article
Introduction

The purpose of this scoping review is to uncover explanations posited in the scientific
literature for why ethnic minorities have a higher risk of developing psychotic symp-
toms and/or receiving a psychosis diagnosis. It is by now fairly well-established that
rates of psychosis are higher among certain ethnic minority groups than in the general
population, with the overall incidence rates reported to be about 1.5-3.0 times higher
in these groups combined, but depending heavily on the minority group and the place
(Morgan et al., 2019, p. 247). This excess of psychosis in certain groups is troubling,
as some forms of psychosis and especially schizophrenia in the worst cases can lead
to significantly reduced quality of life and even a life expectancy shortened by 15-20
years for the individual, as well as high treatment costs for society (Nordentoft &
Vandborg, 2017, p. 312; Simonsen & Haahr, 2017, p. 325; Videbech et al., 2018, p.
79f). While these worst-case outcomes are certainly not the case for all psychosis pa-
tients, there is also some evidence that outcomes may on average be worse for some
ethnic minorities. For instance, there seem to be lower recovery rates and more con-
tinuous courses of psychosis among Black Caribbean patients in the UK (Morgan et
al., 2017, p. 89). However, in order to design interventions to combat this issue, we
need to understand what causes it. This raises the question: How can we explain the
raised psychosis risks among migrants and ethnic minorities?

Morgan et al. (2019) conducted a review trying to answer just that by examin-
ing evidence of the varying psychosis rates as well as different proposed explanations
for them, including several environmental risk factors associated with both ethnic mi-
nority status and psychosis, such as living in urban areas, social fragmentation, and
experiencing discrimination. They propose a socio-developmental model, wherein so-
cial adversity interacts with genetic risk factors and affects neurobiological develop-
ment, causing a lasting raised risk of psychosis. This is especially the case if the social
adversity in question involves interpersonal hostility and violence. According to this
model, the reason why psychosis rates are higher among ethnic minorities and mi-
grants is then that these groups are subjected to more social adversity during childhood
and/or before and during migration (Morgan et al., 2019, p. 254f). However, as Morgan

et al. point out themselves, this model still needs researching and testing, and crucially,
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it is still unclear from this model #ow this social adversity becomes translated into
psychosis risk. What are the mechanisms behind it? Morgan et al. (2019, pp. 253f;
256) found few studies on such mechanisms and only few rather limited attempts at
explanations that mainly point to associations between different social factors and psy-
chosis risk without attempting to explain where this association is coming from. This
calls for further examination of the literature published since then, and a further focus
on how this literature explains and conceptualises reasons for the association between
the social adversity connected to ethnic minority status and psychosis risk.

This paper takes Morgan et al.’s review from 2019 as a starting point to dive
further into the association between psychosocial factors connected to ethnic minority
status and psychosis risk. I am attempting to uncover what mechanisms have been
proposed to explain the associations of different psychosocial factors and the higher
risk of psychosis among ethnic minorities since Morgan et al. wrote their article, as
well as undertaking a critical discussion of the literature on this topic. By ‘mecha-
nisms’, I mean models and hypotheses that posit causal explanations, i.e., not just cor-
relations between different social risk factors and psychosis, but suggestions as to why
and how these are connected. Thus, while I am in some ways extending the work of
Morgan et al., I also have a different focus by concentrating more on the mechanisms
behind psychosocial risk factors posited in the scientific literature, as well as critical
examination of these.

To do this, I need to identify and map the different types of mechanisms pro-
posed in the literature; a purpose for which the scoping review is particularly well
suited (Arksey & O’Malley, 2005, pp. 20-22; Pollock et al., 2024, p. 4f). Like a sys-
tematic review, the scoping review seeks to systematically find all articles relevant to
a research question. However, where the systematic review typically gathers and syn-
thesises evidence on a relatively narrow question like the efficacy of a certain inter-
vention, the scoping review lends itself to broader questions by providing an overview
of the kinds of research being undertaken and/or the key factors and concepts relevant
to a topic (Munn et al., 2018, p. 2). Thus, to get an overview of the explanations posited
in the literature, a scoping review seems a fitting method. By using this method, I am
also taking a different approach to the topic than for example Jongsma et al. (2021),
who also reviewed this topic, but specifically from the angle of how different concep-
tualisations of ethnicity lead to different explanations for the high psychosis rates, and

without an explicit systematic approach.
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Methods

In reporting the scoping review, I am following the Preferred Reporting Items for Sys-
tematic reviews and Meta-Analyses extension for Scoping Reviews (PRISMA-ScR),
a checklist to help ensure that the essential points for research transparency and rigour
are reported in scoping reviews (Tricco et al., 2018). A copy of this checklist filled out
with the relevant page numbers of this project is attached in appendix A. Part of what
is asked for in PRISMA-ScR is to indicate whether a review protocol exists and is
registered in advance of conducting the scoping review, which is recommended in or-
der to secure transparency and rigour in research methods (Pollock et al., 2024, p. 6).

As this is a student project not intended for publication, this was not feasible.

Search strategy

The search for articles to include in the review was conducted using APA PsycNet and
PubMed. These are databases for psychological and medical literature, respectively. I
used two blocks of search terms: one covering synonyms for ethnic minorities and one

covering psychosis synonyms. The search terms used are listed in table 1.

Table 1. Search terms used

Block 1: migrants and ethnic minorities Migrant* OR migrat* OR immigra* OR ref-
ugee* OR “ethnic minorit*” OR “minority
ethnic*” OR “minoritised ethnic*” OR “mi-
noritized ethnic*” OR “ethnic group*” OR
“ethnic difference®*” OR “ethnic disparit*”
OR “racial minorit*” OR “racially mi-
noritised” OR “racially minoritized” OR “ra-
cial group*” OR “racial difference*” OR
“racial disparit*”

AND

Block 2: psychotic disorders Psychosis OR psychoses OR psychotic OR

schizophreni*

13



In addition, I used index and MeSH terms in order to find relevant articles that didn’t
include the other search terms in their title or abstract. These are listed in table 2. A
search filter was used in both databases to show results from 2019 or later, in order to
find literature published after Morgan et al.’s (2019) review. Before the final search, I
consulted information specialists from Aalborg University Library in order to optimise

the search string. The final search was conducted on the 11" of March 2025.

Table 2. Index and MeSH terms used.

Index terms used on PsycNet

Block 1: migrants and ethnic minorities “Minority groups” OR “racial and ethnic

groups” OR “racial and ethnic differences”

Block 2: psychotic disorders Psychosis OR schizophrenia

MeSH terms used on PubMed

Block 1: migrants and ethnic minorities “Ethnic and racial minorities” OR “racial
groups”

Block 2: psychotic disorders “Schizophrenia spectrum and other psy-

chotic disorders”

Selection of literature

Search results were screened for relevance in two phases, title/abstract screening and
full-text screening, using the online review tool Rayyan. Ideally, screening should be
completed by multiple reviewers in order to minimise error and bias in selection of
sources (Petticrew & Roberts, 2006, p. 119f). As I worked alone, this was not possible.
However, I conducted the title/abstract screening of all articles twice, ‘blinding’ myself
to the results of the first screening when conducting the second one, and with about a
week between the two different screenings of each result. The rationale behind this
was that I would not be able to remember my decisions about hundreds of titles and
abstracts a week later. I could therefore make a relatively independent new screening
before resolving any disagreements between my first and second screening, thus hope-
fully minimising the effects of any errors made. This was not feasible for the full-text
screening, as the smaller amount of literature and more thorough screening made it
easier to remember my decisions, and full-text screening was therefore only conducted

once. The eligibility criteria used to select articles were as follows:

14



e Articles must posit at least one mechanism to explain the connection between
one or more psychosocial risk factors and raised psychosis risks in one or more
ethnic minority groups — i.e., an explanation for Zow said psychosocial risk
factor(s) would raise the risk of psychosis.

e Providing argumentation for such a mechanism must be an aim of the article.

e The posited mechanism(s) must not simply explain the raised psychosis risk as
part of general worsened mental health among ethnic minorities but must ex-
plain why psychosis risk specifically is higher.

e Articles must be written in English.

e Articles must be peer-reviewed.

e Articles must be published in 2019 or later.

e Articles must not already be included in Morgan et al.’s (2019) review.

These criteria were chosen in order to find mechanisms proposed in contemporary
scientific literature of a certain standard, while avoiding repetition of work already
done by Morgan et al. By saying that argumentation for said mechanism must be an
aim of the article, I mean that it is not enough to e.g. mention in passing some possible
mechanisms that have been suggested by others or to test whether a psychosocial factor
1s associated with psychosis risk and then speculate on why this could be. Rather, ar-
ticles must set out to e.g., test a hypothesised mechanism empirically, review literature
on (at least among other things) mechanisms, or propose a mechanism based on em-
pirical or theoretical reasoning. While mapping every possible mechanism even men-
tioned in the scientific literature would be an interesting project, it would be too large

of an undertaking for one person as part of a student project.

Analysis approach

An extraction form was used for all articles to give an overview of their characteristics
and qualities of interest besides mechanisms. This included data on authors, year of
publication, title, study methods (shortened into a few words like “qualitative inter-
view study”), ethnic minority groups under study, psychosocial risk factors involved
in the proposed mechanisms, directly mentioned implications for intervention to re-
duce psychosis risk for ethnic minorities (if any), conceptualisations of psychosis, and
conceptualisations of ethnicity and/or race. Collecting most of these data involved an

element of analysis and interpretation in order to pick out the most important
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characteristics of e.g. the study methods or mechanisms described. Especially the con-
ceptualisations of psychosis and ethnicity/race often had to be inferred from the ways
these were operationalised in studies, as few studies directly defined the terms. The
data extraction form can be found in appendix B.

To extract and analyse the mechanisms presented by the included articles, I
used an approach inspired by Thomas and Harden’s (2008) thematic synthesis, devel-
oped for the synthesis of qualitative research in systematic reviews. Of course, there is
nothing in my eligibility criteria indicating that included research must be qualitative
only. However, as my focus is on mapping the mechanisms included in the articles
rather than on synthesising the data they are based on, it made sense to mainly analyse
text passages describing mechanisms and the reasoning behind them. Thus, even if an
article in itself was about a quantitative research project, the ‘data’ I analysed from it
was qualitative.

In the first stage, parallel with extracting the data for the extraction form, I
identified passages in each article describing mechanisms and coded these, using the
coding software NVivo 15, in a way that summarised the mechanisms without attempt-
ing to go beyond the written words or make interpretations. This differs somewhat
from Thomas and Harden’s line-by-line coding of the entire material, as I was trying
to characterise specifically the mechanisms presented rather than the entire evidence
base. In the second stage, I identified categories that Thomas and Harden might call
‘descriptive themes’: higher-order codes under which the initial codes can be catego-
rised, but which still stay close to the original data under analysis and describe rather
than interpret. Once again differing from Thomas and Harden, I didn’t attempt to de-
velop a third level of codes called ‘analytical themes’, whose aim usually is to go be-
yond what the original articles infer from their data to make your own interpretations
and inferences from the descriptive themes developed in the second phase (Thomas &
Harden, 2008, pp. 4-7). The reason I didn’t do this is that Thomas and Harden’s ap-
proach is one aimed at qualitative systematic reviews rather than scoping reviews; they
are attempting to synthesise qualitative evidence, while I attempted to map and cate-

gorise explanations.

16



Results

The search yielded 1561 results, reduced to 1096 after removing 465 duplicates. 982
results were excluded during title/abstract screening, leaving 114 articles for full-text
screening, of which I was unable to procure one (namely, Plowden, 2019). After
screening the rest according to the eligibility criteria described above, 35 articles were
included in the analysis. These are listed in table 3 along with their methods, the ethnic
minority groups whose heightened psychosis risks are being studied or discussed in
the articles, and the psychosocial risk factors that are involved in the mechanisms pre-
sented in the articles. Other collected data such as implications for intervention and
conceptualisations of race or ethnicity and psychosis are presented in appendix C and
are discussed either in the closing framework or my exam presentation. It should be
noted that the risk factors in table 3 are not an exhaustive list of all psychosis risk
factors mentioned in the included articles, but a list of psychosocial risk factors that
the included articles incorporated into mechanisms describing zow they cause psycho-

sis risks.
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Figure 1. PRISMA Flowchart

Source of template: Page et al. (2021).
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Table 3. Overview of included articles

sis in the United States

# | Authors and Title Study methods Ethnic minority Psychosocial psychosis risk fac-
year of publi- group(s) tor(s) involved in proposed mech-
cation anism(s)

1 | Alherz, Almu- | Diglossia Correlates With Prodromal Questionnaire study | First-generation migrants | Diglossia and migration
sawi, & Al- Symptoms of Psychosis Among First-Gen- in English-majority
sayegh (2022) eration Migrants speaking OECD countries

2 | Alherz, Almu- | Diglossia in the Etiology of Schizophrenia: | Theoretical argu- Migrants and minorities Diglossia and migration
sawi, & Barry A Hypothesis ment experiencing diglossia
(2019)

3 | Andersen, Al- Positive schizotypy predicts migration in- Literature review Migrants (though study Migration (or schizotypy as ex-
Shawaf, & tentions and desires and questionnaire participants are non-mi- plaining migration)

Bearden (2021) study grant Americans)
4 | Anglin (2023) Racism and Social Determinants of Psycho- | Literature review Non-White (especially Structural racism and its conse-
sis Latinx and Black) Ameri- | quences, including discrimination,
cans disadvantaged neighbourhoods, and
segregation

5 | Anglin et al. From Womb to Neighborhood: A Racial Narrative review Racial and ethnic minori- | Structural racism including segre-

(2021) Analysis of Social Determinants of Psycho- ties in the US gation, discrimination, stressful ra-

cial dynamics, and trauma from e.g.

police victimisation
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6 | Anglin & Lui Racial microaggressions and major discrim- | Questionnaire study | Black/African Americans | Racial microaggressions
(2023) inatory events explain ethnoracial differ- and first- or second-gen-
ences in psychotic experiences eration immigrants in the
Northeastern US
7 | Bhui, Halvors- | Is psychosis a syndemic manifestation of Statistical analysis | Ethnic minorities in the Childhood and current adversity,
rud, Mooney, & | historical and contemporary adversity? of data from the UK especially feeling hated in child-
Hosang (2021) | Findings from UK Biobank UK Biobank cohort hood, sexual assault, and low
household income
8 | Cai, Wang, Yan, | The diagnosis of schizophrenia among Statistical analysis | Black nursing home resi- | Structural and institutional racism
Conwell & nursing home residents with ADRD: Does of data from Ameri- | dents with Alzheimer’s
Temkin- race matter? can nursing homes | Disease and Related De-
Greener (2022)* mentias (ADRD) in the
US
9 | Caroppo, Psychopathology in refugees subjected to Semi-structured in- | Refugees and asylum Migration and asylum-seeking pro-
Lanzotti, & Ja- | the Dublin Regulation: an Italian study terview study seekers in Italy cesses
niri (2020)
10 | Elahi et al. Symptoms of Paranoia Experienced by Stu- | Questionnaire study | People of Pakistani herit- | Discrimination
(2022) dents of Pakistani Heritage in England age born in England

! Cai et al. (2022) was analysed using the authors’ manuscript, as I didn’t have access to the published version. Page numbers in later references refer to the authors’ manuscript.
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11 | Faber, Roy, The weaponization of medicine: Early psy- | Literature review Black Americans and Ca- | Clinician racial bias
Michaels, & chosis in the Black community and the need nadians
Williams (2023) | for racially informed mental healthcare
12 | Fashaw-Wal- Disproportionate increases in schizophrenia | Statistical analysis | Black nursing home resi- | Structural and institutional racism
ters, McCreedy, | diagnoses among Black nursing home resi- | of data from Ameri- | dents with ADRD in the
Bynum, dents with ADRD can nursing homes | US
Thomas, &
Shireman
(2021)
13 | Garaet al. A Naturalistic Study of Racial Disparities in | Statistical analysis | African Americans in Clinician racial bias
(2019) Diagnoses at an Outpatient Behavioral of medical records | New Jersey, US
Health Clinic
14 | Henssler et al. Migration and schizophrenia: meta-analysis | Systematic review, | Migrants Social defeat and -exclusion, dis-
(2020) and explanatory framework meta-analysis, and crimination, and low ethnic density
theoretical argu-
ment
15 | Hunter et al. Black American Maternal Prenatal Choline, | Comparison of ma- | Black Americans Stress from systemic racism and

(2021)

Offspring Gestational Age at Birth, and De-
velopmental Predisposition to Mental Il1-

ness

ternal choline lev-

els

discrimination
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Huque et al.
(2024)

Mechanisms mediating ethnoracial discrim-
ination and suspiciousness in Asian, Black,

and Hispanic United States college students

Questionnaire study

Asian, Black, and His-

panic Americans

Discrimination

17 | Jegarl et al. Psychotic Misdiagnosis of Racially Minori- | Case study and ex- | Racially minoritised peo- | Clinician racial bias

(2023) tized Patients: A Case-Based Ethics, Equity, | pert discussion ple in the US, with a To-
and Educational Exploration golese immigrant as a
case example

18 | Jeste et al. Review of Major Social Determinants of Literature review Black and Latinx Ameri- | Racism, marginalisation, and mi-
(2023) Health in Schizophrenia-Spectrum Psy- cans, migrants and refu- gration-related stressors

chotic Disorders: III. Biology gees

19 | Jongsma, Understanding the excess psychosis risk in | Theoretical argu- Ethnic minority groups in | Stereotyping, discrimination, and
Karlsen, Kirk- ethnic minorities: the impact of structure ment and literature | Western countries socioeconomic disadvantage
bride, & Jones | and identity review
(2021)

20 | Kircher, “Automatic outgroup categorisation” and Theoretical argu- Migrants and ethnic mi- Urban living, low ethnic density,
Krautheim, & limbic brain activation: A mechanism un- ment nority members and frequent meetings with people
Straube (2020) | derlying psychosis risk in migrants and city perceived as outgroup members

dwellers

21 | Knight, Yang & | “Dem sey mi mad”: a scoping review of the | Scoping review English-speaking Afro- Racism, discrimination, and clini-

Jarvis (2024)

attitudes and beliefs of English-speaking
Afro-Caribbeans about psychosis

Caribbeans

cian misunderstandings resulting

from these and cultural differences
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Ku et al. (2023)

Associations between childhood ethnoracial
minority density, cortical thickness, and so-
cial engagement among minority youth at

clinical high-risk for psychosis

Comparison of

brain scans

Primarily Hispanic, Asian,

and Black Americans

Low ethnic density and its conse-
quences like discrimination, less ro-
bust social networks, and feelings
of non-belonging and being differ-

ent

23

Lazaridou et al.

(2023)

Racism and psychosis: an umbrella review
and qualitative analysis of the mental health

consequences of racism

Umbrella review
and qualitative in-

terview study

African migrants in Ger-

many

Racism

24

Lincoln, John-
son, Laquidara,
Wilt, & Obeid
(2022)

Increased rates of social defeat and schizo-

typy in racial minorities

Questionnaire study

Racial/ethnic minorities
(implied in the US, but

never specified)

Social defeat caused by e.g. dis-

crimination

25

Mclntyre, Elahi,
Barlow, White,
& Bentall
(2021)

The relationship between ingroup identity
and Paranoid ideation among people from
African and African Caribbean back-

grounds

Questionnaire study

People from African and
African Caribbean back-
grounds in the UK (but

also argues its relevance

for migrants and refugees)

Racism and discrimination

26

Nazroo, Bhui,
& Rhodes
(2020)

Where next for understanding race/ethnic
inequalities in severe mental illness? Struc-

tural, interpersonal and institutional racism

Theoretical argu-

ment

Ethnic minorities in the
UK, mainly Black Carib-
bean and Black African

groups

Everyday, institutional, and struc-

tural racism
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27 | Pozza (2019) The role of aberrant salience and alexi- Questionnaire study | Immigrants in Italy Immigrant status
thymia in psychotic experiences of non-
treatment-seeking adolescent immigrants
compared with natives
28 | Rabin & Palani- | Brain health in ethnically minority youth at | Comment on Ku et | Primarily Hispanic, Asian, | Low ethnic density and lack of pos-
yappan (2023) | risk for psychosis al. (2023) and Black Americans itive social engagement
29 | Saxena, Liu, Social victimization, default mode network | Comparison of Black and Hispanic Chronic social victimisation includ-
Handley, & Do- | connectivity, and psychotic-like experi- brain scans and Americans ing racism from peers
dell-Feder ences in adolescents questionnaire study
(2024)
30 | Schwartz et al. | Exploring the Racial Diagnostic Bias of Comparison of African Americans Clinician racial bias
(2019) Schizophrenia Using Behavioral and Clini- | symptom ratings,
cal-Based Measures diagnoses, and
speech samples
31 | Simmons, Reported race-associated differences in Differential gene Black Americans Social stressors experienced by
Arbabi, Felsky, | control and schizophrenia post-mortem expression analyses Black Americans
Wainberg & brain transcriptomes implicate stress-related | of postmortem
Tripathy (2024) | and neuroimmune pathways brain tissue
32 | Tobon et al. Racial Implicit Associations in Psychiatric | Survey study Black Americans Clinician racial bias
(2021) Diagnosis, Treatment, and Compliance Ex-

pectations

24




33 | Varchmin, Traumatic Events, Social Adversity and Umbrella review of | Migrants, refugees, and Trauma, social adversity, and dis-
Montag, Discrimination as Risk Factors for Psycho- | meta-analyses Black people crimination
Treusch, Ka- sis — An Umbrella Review
minski & Heinz
(2021)

34 | Wallerstein Hunting the Real: Psychosis and Race in Theoretical argu- Black Americans Historical and current racism and
(2020) the American Hospital ment and case stud- its erasure in societal conversation

ies and consciousness

35 | Wolny et al. Race and self-reported paranoia: Increased | Investigation of Black/African Americans | Racism and lack of understanding

(2023) item endorsement on subscales of the SPQ | item and subscale of its consequences in clinical con-

functioning in the
Schizotypal Person-

ality Questionnaire

(SPQ)

texts and development of assess-

ment tools
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As can be seen in table 3, study methodology varies greatly. The most used method is
quantitative questionnaire or survey studies, which eleven articles use (one of which
also analyses speech samples), followed by ten review studies, six articles presenting
(without testing) theoretical arguments, four articles doing statistical analyses of data
collected by others, four articles comparing biological measures of participants, three
articles presenting case studies, two interview studies, one expert discussion, one com-
ment on the results of another study, and one investigation of item- and subscale-level
functioning of a screening tool. Thus, methods of the included articles vary but are
mostly quantitative and/or review methods. Some studies use multiple methods, which
is why the numbers above add up to more than 35. It can also be seen that a majority
(30 out of 35) of the included articles explain the high psychosis risks as a consequence
of racism, discrimination and/or stereotyping; however, it varies whether the racism in
question is on a structural, institutional, and/or interpersonal level, as well as how rac-
ism is thought to cause psychosis risks.

In coding the proposed mechanisms, four descriptive themes arose: primarily
biological mechanisms, primarily psychological mechanisms, mechanisms relating to
diagnostic processes, and selective migration mechanisms, each with one to six sub-
categories of mechanisms contained within them. These are presented in the following,
and an overview is depicted in figure 2. As with risk factors in table 3, some articles
mention more mechanisms than they are depicted as mentioning in figure 2. This is
because I have only depicted mechanisms that articles actually present an argument
for and suggest as plausible; if a mechanism is only mentioned in an article but not
described, or is mentioned as an unlikely one, this is not shown in figure 2. It should
also be noted that since I have included literature reviews, some research studies can
be represented multiple times, and the number of articles presenting a mechanism
therefore doesn’t necessarily reflect the number of research studies conducted on said

mechanism during the period included in the search.
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Figure 2. Overview of mechanisms
The numbers in parentheses refer to the articles that present the mechanisms, represented by

their number in table 3.

~

Psychological hanisms Diagnostic mechanisms Selective migration mechanism

Paranoia: Misinterpreted normal traits

Positive schizotypy and
and behaviours: oY

Paranoia as reaction to real exploration tendencies (3)

hostility (4, 9, 23) Adaptive suspicion (11, 17, 21,
35)

Scadl |de(:|[t;t;;2)ypothesns Religious and spiritual
’ practices (11, 17, 21)

Linguistic styles (30)

Language disturbances and
thought disorder:
Clinician associations of
Diglossia hypothesis (1, 2) Black people with Psychosis
(4, 1,13, 17, 30, 32, 34)

Hallucinations and delusions:

Schizophrenia diagnosis to

Bayesian hypothesis (14, 18, justify use of antipsychotics
19, 33) (8,12)

Meore hospitalisation resulting

Lost sense of self and reality in more diagnoses (16)

(6, 9,19, 23, 34)

Less specific mechanisms:

Dissociation, negative
self-schemas, and perceived
stress (16)

Alexithymia and aberrant
salience (27)

Biological mechanisms

11 articles present mechanisms that explain psychosis risks in terms of biology. These
are mainly based on studies of minority groups in the US, except for one article focus-
ing on the UK (Bhui et al., 2021) and one theoretical argument based on migrants and
ethnic minorities in general (Kircher et al. 2020). Overall, these mechanisms point to
how the various social stressors experienced by ethnic and racial minority groups cause
physiological changes in the body.

Ku et al. (2023, p. 1712f) present the hypothesis that ethnic minority youth
living in areas with low ethnic density (i.e., a low percentage of residents from ethnic
minority groups) may experience greater social stress, resulting in grey matter loss in

social brain regions such as the fusiform gyrus and right insula — an effect that may be
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buffered by greater social engagement. In a response to this article, Rabin & Palani-
yappan (2023, p. 1701f) hypothesise that this may also be a sign of social stress causing
accelerated biological maturation, which generally results in reduced brain volume and
increased grey matter density; a mechanism also suggested by others to be a psychosis
risk resulting from traumatic stressful events and low socioeconomic status (Anglin,
2023, p. 290; Anglin et al., 2021, p. 604) as well as general experiences of adversity
like marginalisation and racism (Jeste et al., 2023, p. 869).

Four articles point to how chronic social stressors from discrimination and un-
favourable socioeconomic and geographical circumstances experienced by minorities
may alter the body’s stress and immune response. This is suggested to happen via ep-
igenetic changes in the expression of certain gene sets (Simmons et al., 2024, p. 8), by
blunting the neurological stress response to new stressors and impeding recovery from
stress, and by causing a chronic inflammatory response (Anglin, 2023, p. 289; Bhui et
al., 2021, p. 686; Jeste et al., 2023, p. 870). According to four articles, chronic stressors
may even have effects across generations, as the stress of social disadvantage and dis-
crimination in pregnant minority individuals may cause obstetric complications and
high stress biomarkers including altered choline and cortisol levels, which are associ-
ated with psychosis risk in children of affected individuals (Anglin, 2023, p. 290f;
Anglin et al., 2021, p. 603; Hunter et al., 2021, p. 897; Jeste et al., 2023, p. 8691).

Increased connectivity in the brain’s salience and default mode networks, im-
plicated in “the detection and integration of emotional and sensory information” and
“a variety of self-directed, social, and stimulus-independent processes”, respectively
(Saxena et al., 2024, p. 463), has also been posited by three articles as a mechanism by
which discrimination causes higher psychosis risk (Anglin, 2023, p. 289f; Jeste et al.,
2023, p. 871f; Saxena et al., 2024, p. 463).

Four articles mention effects on dopaminergic transmission as a mechanism.
While Anglin (2023, p. 288f) mentions aberrant dopamine and glutamate transmission
in general as effects caused by chronic stress from e.g. discrimination, others empha-
sise the effects on the mesolimbic dopamine system. Described in Jeste et al. (2023, p.
874)’s review and tested by Lincoln et al. (2022, p. 1f), the social defeat hypothesis of
psychosis suggests that chronic experiences of social exclusion sensitise the meso-
limbic dopamine system, leading to a higher risk of psychotic disorders. This social
exclusion can come from racism, discrimination, and other factors making you feel

like an outsider, making it relevant to ethnic minority groups. Kircher et al. (2020, p.
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541f), meanwhile, hypothesise that not even social defeat, but simply meeting a lot of
people that you perceive as having characteristics that set them significantly apart from
yourself will result in dysactivation of the ventral anterior cingulate cortex, which is
heavily connected to the mesolimbic dopamine system. They call this hypothesis the
automatic outgroup categorisation hypothesis. According to them, this helps explain
the higher psychosis risk of both migrants and ethnic minorities living in areas with
low ethnic density.

Finally, a mechanism by which more structural aspects of racism may be im-
plicated in psychosis is presented by one article, namely that the resulting “poor edu-
cation, impoverished environments, limited access to care and recovery programs, and

comorbidities” may lead to impaired neuroplasticity (Jeste et al., 2023, p. 873).

Psychological mechanisms

16 articles present mechanisms arguing that some of the psychological consequences
of migration or being part of a minority group may lead to higher psychosis risks.
Some of these mechanisms also contain a biological element, but I have put them in
this category rather than the biological one because their primary focus is on the psy-
chological aspects. These mechanisms are based on studies spanning more broadly in
the minority groups they focus on, including a wide range of non-White and migrant
groups in both the US and Europe. They also vary quite a lot in their approach to the
question, especially in terms of what psychosis symptoms they focus on, which is why

I have further divided this category into subcategories based on this.

Paranoia

Three articles argue that paranoia risk may result from constant meetings with hostility
and discrimination from others (Anglin, 2023, p. 289; Lazaridou et al., 2023, p. 1017)
and from the threatening environment of migration and asylum-seeking processes
(Caroppo et al., 2020, p. 81). In reaction to these threats, a person belonging to a mi-
nority group may develop expectations of hostility from others as a self-defence from
actual hostility, potentially resulting in clinical paranoia if it goes overboard.

Two articles posit an explanation of paranoia based on social identity theory.
Mclntyre et al. (2019, p. 19f) argue that people gain feelings of self-worth and personal

control from groups they identify with, but only if contact with these groups is positive.
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If contact with the ingroup is hostile, it instead becomes a source of distress, and feel-
ings of self-worth and personal control are reduced, leading to a risk of paranoid ide-
ation. Therefore, they argue that identifying with the majority culture but being dis-
criminated against by that same majority group leads to higher risk of paranoia via
negative effects on self-worth and personal control. In a test of parts of this hypothesis,
Elahi et al. (2022, p. 683f) likewise argue that while identification with a minority
culture rather than the majority culture may be a risk factor of paranoia in itself, it also

may protect against the effects of discrimination from the majority group.

Language disturbances and thought disorder

An explanation less directly tied to acts of discrimination and hostility is found in two
articles about diglossia. This is a term for situations where someone speaks two lan-
guages (or variants of the same language) and one, the H language, is perceived as
having higher social standing than the other, the L language, which is often the ‘mother
tongue’ spoken in the home (Alherz et al., 2019, p. 988). This may lead to higher risk
of schizophrenia via problems with language lateralisation in the brain and with devel-
oping language skills in children, leading to language changes and thought disorder,
as well as via paths made clearer by viewing the languages involved as a way to navi-
gate social hierarchies: The higher status but relative unfamiliarity of the H language
compared to the L language may be experienced as the H language influencing
thoughts from the outside, and navigation of social hierarchies is connected to dopa-

mine transmission (Alherz et al., 2019, p. 988f; 2022, p. 8).

Hallucinations and delusions

Four articles present an explanation from an approach inspired by Bayesian statistics,
where psychosis is the result of predictive processing gone wrong. In this understand-
ing, everyone automatically makes predictions about what will happen based on prior
knowledge. When this prior knowledge turns out to be inaccurate and prediction errors
occur, the prior knowledge is updated. However, if more prediction errors occur due
to faulty prior knowledge from e.g. trauma or misunderstandings caused by linguistic
or cultural barriers, or if these prediction errors occur in particularly hostile or ambig-
uous environments where it’s harder to assess the size and importance of the prediction

error, dopaminergic transmission related to this processing may increase. Salience is

30



then attributed to otherwise irrelevant stimuli and more false inferences are made,
manifesting as delusions and/or hallucinations (Henssler et al., 2020, pp. 326; 331f;
Jeste et al., 2023, p. 873; Jongsma et al., 2021, p. 1917f; Varchmin et al., 2021, p. 1).

Lost sense of self and reality

Five articles focus on factors that can lead to insecurity about, questioning of, or even
loss of the self, as well as questioning your own perceptions and reality sense. Jongsma
et al. (2021, p. 1917) suggest that discrimination and stereotyping lead to feelings of
disempowerment, in turn leading to a disrupted sense of self and an external locus of
control, heightening psychosis risk. These effects are possibly also caused by disem-
powerment feelings causing a chronic ‘flight or fight’ response, which is adaptive in
the short term but damaging to the brain and body when kept active in the long term.
Anglin and Lui (2023, p. 6) examine the effects of racial microaggressions, i.e., smaller
everyday acts of racist hostility where it is unclear to the victim whether the hostility
should be attributed to racism. They argue that because of this ambiguity, the victims
need to use more cognitive resources to process the experiences, ultimately creating
insecurity in their own perceptions and sensibilities. Lazaridou et al. (2023, p. 1016f)
likewise argue that a sense of differentness and negative self-awareness caused by ex-
periencing racism may lead to questioning the self and aspects of reality. Caroppo et
al. (2020, p. 77f) describe the connection between psychosis and asylum-seeking pro-
cesses, especially the limbo space of the ‘Dublin phase’, where an asylum application
may be suspended while it’s decided which member state of the EU is responsible for
handling the claim. They argue that this leaves the affected asylum seekers suspended
without a clear defining context or legal status, having lost their migratory project as
well as their social and cultural meanings and connections. This alienation, in turn,
causes problems with self-consciousness and personal identity that may, in the worst
cases, lead to psychotic dissociation as well as errors of logic inference and failures in
reality testing, also raising the risk of paranoid symptoms (Caroppo et al., 2020, p. 81).
Lastly, Wallerstein (2020, p. 260) approaches the question from a psychoanalytic an-
gle, conceptualising psychosis as a way of making sense of aspects of reality that have
been ‘erased’ from societal conversation. In this case, it is the historical and current
racially motivated violence against Black people in the US that is denied and erased

from public consciousness, leading Black people still affected by it to lose their sense
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of what constitutes themselves and reality, driving them to express and make sense of
the ‘forgotten horror’ in destructiveness, delusions and hallucinations (Wallerstein,

2020, pp. 262f; 265-267).

Less specific mechanisms

Finally, two articles present mediating psychological factors as mechanisms for psy-
chosis risk but don’t elaborate further on why these factors are tied to psychosis, or
why they’re tied to minority status, respectively. One argues that discrimination leads
to dissociation, negative self-schemas, and perceived stress, which in turn lead to psy-
chosis (Huque et al., 2024, p. 62f). The other finds an association between immigrant
status and alexithymia (problems with emotional awareness) and aberrant salience
(feelings of increased significance of irrelevant stimuli), which in turn are associated

with psychotic experiences (Pozza, 2019, pp. 2057-2059).

Mechanisms relating to diagnostic processes

11 articles present mechanisms that would mean that the higher rates of psychotic di-
agnoses among ethnic minorities are not (or at least not solely) a reflection of actual
higher psychosis risk, but (also) of institutional practices making minority groups more
likely to receive psychotic diagnoses, regardless of their actual symptoms. These ex-
planations mainly focus on Black people of African or Caribbean descent in the UK,
USA, and Canada.

Five of these articles present ways that clinicians belonging to White majority
populations may misinterpret normal practices and behaviours due to cultural and ex-
periential differences. For example, continual experiences of racism may cause people
from minority groups to develop a level of adaptive mistrust towards other people, not
because they are pathologically paranoid, but because people often are hostile towards
them. A clinician without the same experiences, however, may interpret this as clinical
paranoia (Faber et al., 2023, p. 5; Jegarl et al., 2023, p. 31; Knight et al., 2024, p. 8).
This may even be reflected in the construction of diagnostic assessment tools, as
Wolny et al. (2023, p. 35) show that Black Americans tend to score higher on measures
of paranoia on the Schizotypal Personality Questionnaire (SPQ) even when adjusting
for overall schizotypal traits. Further, spiritual and religious practices that are consid-

ered normative in minority communities may be misinterpreted as religious delusions
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(Faber et al., 2023, p. 5; Jegarl et al., 2023, p. 31; Knight et al., 2024, p. 10). Even
linguistic styles that differ from the clinician’s own may be misinterpreted as disor-
ganised speech, a sign of psychosis (Schwartz et al., 2019, p. 264).

In cases where there is psychopathology present, just not necessarily of a psy-
chotic nature, seven articles argue that especially White clinicians tend to associate
psychosis with Black people and mood disorders with White people (Gara et al., 2019,
p. 130f; Jegarl et al., 2023, p. 31; Schwartz et al., 2019, p. 264; Tobon et al., 2021, p.
24; Wallerstein et al., 2020, p. 257f). According to Faber et al. (2023, p. 4), this is
partially due to humans feeling less empathy for people of a different skin colour. This
results in both an underemphasis on affective symptoms and an overemphasis on psy-
chotic symptoms found in Black people (Anglin, 2023, p. 282f; Gara et al., 2019, p.
130f; Jegarl et al., 2023, p. 31; Wallerstein, 2020, p. 257f). According to Jegarl et al.
(2023, pp. 31; 34), this bias also results in mislabelling trauma reactions as psychotic,
mislabelling other symptoms as a result of substance-induced psychosis the moment
substance use is involved, and even in mislabelling actual experiences of victimisation
as delusional.

A more ‘local’ mechanism is presented by Cai et al. (2022) and Fashaw-Walters
et al. (2021), who argue that rates of schizophrenia diagnoses among Black patients
with Alzheimer’s Disease and Related Dementias (ADRD) in US nursing homes have
risen as an unintended consequence of an initiative by Centers for Medicare and Med-
icaid Services (CMS) in 2012. This initiative required that use of antipsychotics in
nursing homes must be publicly reported unless the patients in question are diagnosed
with schizophrenia, in order to reduce the use of antipsychotics for behavioural issues
related to ADRD. The authors argue that higher likelihood of behavioural issues and
lower quality of care provided to Black patients with ADRD may have led to lower
quality of diagnosis and an overuse of the schizophrenia diagnosis to avoid having to
report using antipsychotics for behavioural issues in this population.

Finally, Nazroo et al. (2020, p. 269f) present a hypothesis that because of in-
stitutional racism in criminal justice, social work, and healthcare systems, Black peo-
ple in the UK are more likely than other groups to be admitted to psychiatric institu-
tions and actually receive a diagnosis for any psychotic disorders they may have. In
contrast to others in this category, this hypothesis doesn’t necessarily imply misdiag-
nosis as much as actual psychotic disorders being more likely to be diagnosed in mi-

norities.
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The selective migration hypothesis

Only one article (Andersen et al., 2021) presents a mechanism built on the idea of
selective migration, i.e., that individuals with a higher psychosis risk are more likely
to migrate, thus contributing to the higher psychosis risk among especially migrants
(though this is also mentioned briefly by Jongsma et al., 2021, p. 1915, as a hypothesis
that is poorly supported). The argument is that individuals with positive schizotypal
traits (i.e., unusual experiences, magical thinking, and ideas of reference) have tenden-
cies towards exploration, making them more likely to want to migrate (Andersen et

al., 2021, pp. 1-3).

Discussion

This review identified 35 articles presenting mechanisms for the connection between
psychosocial risk factors and higher psychosis rates among ethnic minority groups.
These can be categorised into biological mechanisms, psychological mechanisms, di-
agnostic mechanisms, and one selective migration mechanism. However, this does not
mean that mechanisms are anywhere close to identical to other mechanisms in the
same category. Especially the psychological mechanisms vary widely, perhaps par-
tially due to variations in what psychosis symptoms they are focusing on, and partially
due to their very different theoretical standpoints. It’s not surprising that someone ap-
proaching the problem from a standpoint based in Bayesian statistics reaches different
conclusions than Wallerstein (2020) approaching it from a psychoanalytical angle.
What is perhaps also not downright surprising, but very interesting, is that the included
articles seemingly also reach very different conclusions when focusing on delusions
than when focusing on language disturbances and thought disorder, despite both sup-
posedly being symptoms of the same spectrum of psychotic disorders. Granted, it is
not unlikely that there would be different mechanisms behind symptoms of e.g. affec-
tive psychoses and schizophreniform psychoses, but delusions and thought disorder
are both considered symptoms of schizophrenia (World Health Organization, 1994, p.
66). Are the different mechanisms proposed for different symptoms then signs that
they are mechanisms for different psychotic disorders, signs that our diagnostic cate-

gories like schizophrenia actually cover several entirely different disorders, or simply
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signs that only some of the mechanisms are correct? Further research on both the pro-
posed mechanisms and on which psychotic disorders and symptoms we are actually
trying to explain seems warranted.

An interesting finding when comparing this review to that of Morgan et al.
(2019) is that using systematic methods, different mechanisms in general and espe-
cially those relating to misdiagnosis take up vastly more space in this review than
Morgan et al.’s. Of course, this can have several different causes. Firstly, | am looking
at literature specifically published from 2019 and forward, meaning that some of the
different balance could be caused by a shift in the relative number of articles being
published on the topic. Secondly, I am only focusing on mechanisms and not general
risk factors, meaning that the relative balance shift may be caused by it simply being
easier to explain mechanisms of misdiagnosis than mechanisms of actual psychosis.
But thirdly, it could also be a sign that we should perhaps not dismiss the possible
effect of misdiagnosis so easily — not to say that Morgan et al. (2019, p. 250) dismiss
it entirely, but it is suggested to not necessarily be a big contributor to the higher psy-
chosis risks in minority groups. Of course, it is important to keep in mind that the
current review is a scoping review, not a systematic synthesis of evidence: I cannot say
how strong the evidence in favour of misdiagnosis is, only that it is by no means a
dead topic in the literature on reasons for the high psychosis risks, especially when it
comes to Black minority groups in the US, UK, and Canada. For a more in-depth dis-
cussion of the individual categories of mechanisms and how they might work together,

see the closing framework.

Limitations of this review

A central limitation of this review is that [ have conducted it on my own, something
that Pollock et al. (2024, p. 2) argue cannot be done, since a scoping review should
ideally be done by a team of experts on both the content of the review, scoping meth-
ods, and information science. Especially the reliability of the review is called into
question, as I am the only person who has screened articles, extracted data, and coded.
Another reviewer may have made different interpretations of articles or noticed things
that I missed. As described under methods, I attempted to compensate for some of this
during the title/abstract screening by screening articles twice with enough time be-

tween screenings to have forgotten how I sorted articles in the first screening.
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However, my memory is first of all not faulty enough to make this method feasible for
full-text screening, coding, and data extraction, and second of all, while it may have
reduced the risk of overlooking something during title/abstract screening, it doesn’t
reduce the risk of effects from any systematic biases in my judgments. This is espe-
cially relevant since some of my inclusion criteria are inevitably based on somewhat
subjective judgments, such as when something constitutes a mechanism rather than
just another associated risk factor, or when providing argumentation for a mechanism
is an aim of an article. These criteria were included due to restrictions of time and
resources, as including every article that mentions a mechanism would have resulted
in potentially nearing or over a hundred articles, but they also most likely reduced
reliability of the criteria.

It should also be noted that my search terms related to migrants and ethnic
minorities were restricted to general synonyms for ethnic/racial minorities and mi-
grants and therefore didn’t include terms for specific minority groups. This was largely
a decision made for feasibility reasons; it didn’t seem realistic to list every ethnic mi-
nority group in Western countries, and adding only a few select groups seemed like a
rather unsystematic approach. However, this means that I may have missed relevant
articles that address the psychosis risk of specific ethnic minority groups without using

the more general synonyms I searched for in the title, abstract, or keyword tags.

Limitations of the included literature

The included literature in the review has certain methodological issues, some of which
are also addressed in the discussion of individual mechanism categories in the closing
framework. It is outside the scope of this review to comment on all issues of every
article, but there are some overall issues I would like to address.

Several articles propose mechanisms for why certain risk factors would cause
psychosis but then conduct studies with designs that only test the association between
psychotic symptoms and the risk factors involved. For example, Anglin and Lui (2023)
present a mechanism for why racial microaggressions would have an effect on psy-
chosis risk, but then only test whether racial microaggressions have an effect inde-
pendently of effects of major discriminatory experiences. Another example is that both
Cai et al. (2022) and Fashaw-Waters et al. (2021) only demonstrate that the relative

number of schizophrenia diagnoses among Black nursing home residents with ADRD
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rose after the CMS initiative, not why it rose. Others present theoretical arguments
based on previous results without their hypotheses being tested (e.g., Kircher et al.,
2020; Nazroo et al., 2020; Wallerstein, 2020). Thus, while many interesting mecha-
nisms are proposed in the included literature, they are somewhat lacking in terms of
actual testing.

Moreover, the only studies that use longitudinal data are Cai et al. (2022) and
Fashaw-Walters et al. (2021), i.e., the studies arguing that the CMS initiative to pub-
licly record the use of antipsychotics for non-schizophrenia diagnoses caused a rise in
schizophrenia diagnoses among Black nursing home residents with ADRD. All other
articles that aren’t reviews or theoretical arguments are based purely on cross-sectional
comparisons of data from one point in time. Granted, some articles include data on
events that happened to participants before they developed psychotic symptoms (e.g.,
Bhui et al., 2021; Caroppo et al., 2020), but this data is collected retrospectively by
asking participants to recall these events, opening it up to recall bias (i.e., systematic
error from participants’ current experiences affecting what they remember of the past;
Porta, 2014). This matters because it makes it difficult to actually establish causality.
In the ‘Bradford Hill criteria’ for causality that are still widely referred to today, Brad-
ford Hill (1965, p. 297f) pointed to the importance of, among other things, temporality
and experiment: If we want to be sure that something was the cause of an effect, we
need to know that the cause came before the effect and ideally that if we change the
proposed cause, the effect also changes. All articles that only use cross-sectional data
have trouble showing the former, and even Cai et al. and Fashaw-Walters et al. have
difficulty showing the latter, as there is no data on what the rates of schizophrenia
diagnoses in nursing homes would have looked like if the CMS initiative had never
happened.

In some cases, this calls into question the directionality of the proposed effects.
It seems entirely plausible that experiencing more discrimination would lead to para-
noid ideation, but it also seems plausible that paranoid ideation would cause you to
perceive that you’ve been the victim of more discrimination in the past. In some cases
like that of Pozza (2019), it becomes somewhat questionable if they are even showing
anything we didn’t already know: if aberrant salience and alexithymia are common
during psychotic experiences, and psychosis is more common among migrants (Pozza,
2019, p. 20571), then we would expect migrants to show higher levels of aberrant sa-

lience and alexithymia as well as psychotic experiences. Finding that this is so without
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showing that one precedes the other doesn’t really say anything except that migrants
do, indeed, have higher rates of psychotic experiences.

An approach that would be interesting, but which is almost entirely absent from
the included studies, is also qualitatively interviewing psychosis patients from ethnic
minority groups about their experiences of what led to their psychotic symptoms. Laz-
aridou et al. (2023, p. 1011f) interview African migrants about their experiences with
racism and their subclinical psychosis symptoms, and Caroppo et al. (2020, p. 79) in-
clude an element of interviewing their migrant participants (some of which have psy-
chotic disorders) about their past, although it is unclear to which degree this is a qual-
itative interview versus a quantitative checklist. But no article studies more deeply
how the process of being part of an ethnic minority and developing psychosis is expe-
rienced. Granted, this would be difficult to do with actively psychotic patients, but
well-medicated or recovered patients could participate. This would of course also most
likely be a cross-sectional study open to the recall bias I criticised above, as a longitu-
dinal study with guarantee that any participants would develop psychosis would re-
quire so many participants that it would not be feasible to interview them all in depth.
But advantages would first of all be hearing the perspective of the actual people af-
fected, and second of all opening the understanding of the effect up to more complex-
ity, as the experiences of e.g. racism and discrimination are inevitably simplified when
you have to boil them down to a few items on a survey. It could give a deeper phenom-
enological understanding of the effect, while potentially helping to develop hypotheses

about mechanisms that could then be tested in longitudinal designs.

Conclusion

This scoping review aimed to map mechanisms for how psychosocial risk factors raise
psychosis risks among ethnic minority groups, posited in the scientific literature in the
time from Morgan et al.’s review in 2019 until March 2025. I found many different
mechanisms, sometimes pointing in vastly different directions, including biological
mechanisms, some with a psychological focus, some pointing to diagnostic practices,
and one suggesting a selective migration effect. My findings have both differences
from and similarities to those of Morgan et al. For one thing, though Morgan et al. also
reviewed studies on mechanisms for the raised risks, they found little apart from the

social defeat hypothesis and reduced grey matter volume resulting from environmental
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stress. As discussed above, while acknowledging that some misdiagnosis probably
happens, they also seem rather dismissive of the idea that it would be a major contrib-
utor (Morgan et al., 2019, pp. 250-252). In this study, on the other hand, I found quite
a lot of vastly different proposed mechanisms that weren’t limited to biological ones,
many of which pointed to biased diagnostic practices as a major issue. We are perhaps
left with the question of whether all of these mechanisms happened to not be suggested
before 2019, or whether we would also find a lot more mechanisms than Morgan et al.
did from before 2019 if a similar review with more systematic methods were con-
ducted reviewing literature from that time.

However, there is also a theme present in this review that aligns with Morgan
et al.’s conclusions. Almost (but not quite) every mechanism I found assumes that the
higher psychosis risks among ethnic minorities are at least in part caused by racism
and discrimination. It just varies how this racism and discrimination causes the risks
and whether it is racism on a structural or institutional level, or if it’s part of everyday
interpersonal interactions. Of course, since I have only included articles presenting
mechanisms and not just risk factors, this may also reflect that it’s easier to come up
with mechanisms for how racism could cause psychosis risk compared to other risk
factors. But it nonetheless suggests somewhat of a general consensus that racism and
discrimination are involved, much in line with Morgan et al.’s (2019, p. 256) conclu-
sions that social adversity involving threat, hostility, and violence are likely to be a
major risk factor. Though this is a scoping review and therefore one that can’t draw
firm conclusions about what actually causes the high psychosis risks among ethnic
minority groups, the included literature does point towards the possibility that racism

plays a major part in it.
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Part 3: Closing framework

This closing framework contains some more in-depth discussions that didn’t fit in the
article and its space restrictions. These include a discussion of the strengths and weak-
nesses of the presented mechanisms (which also touches upon their conceptualisations
of psychosis), and a discussion of the included literature’s conceptualisations of eth-

nicity and race and how these affect their conclusions.

Strengths and weaknesses of the presented mechanisms

Some of the more general methodological limitations of the included literature are
discussed in the article, but I would like to address the strengths and weaknesses of the
mechanisms and their evidence more in depth in the following. As they vary widely, I
will discuss them in the same overall categories that they were presented in in the

results section of the article.

Biological mechanisms

The biological mechanisms are interesting in their attempt to bridge the gap between
social and biological explanations, something that Meloni argued in 2014 (pp. 593f;
597-603) was perhaps not entirely new, but newly popularised in sociology and biol-
ogy, which previously had a rather antagonistic relationship. Multiple aspects that
Meloni mentions as signs of a more social biology are represented. According to the
mechanisms found, bodies and brains don’t just work in isolation to cause psychosis
but are connected with and affected by others in social relationships, and even genes
can be affected by social factors via epigenetic changes regulating their expression
(Simmons et al., 2024, p. 8). Where the biological mechanisms stand out in comparison
to some of the others is that they include this biological element, arguably grounding
psychosis in the body, not just in the mind and/or the social separately from this.
However, the mainly biological mechanisms face a problem that is common in
biosocial explanations of psychiatric phenomena, as pointed out by Fletcher and Birk
(2022, p. 14), namely that they need the psychological as an interface between the
social and the biological to work, but that it’s unclear what constitutes this psycholog-

ical interface. Especially the social defeat hypothesis is criticised for reducing
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psychology to rather vague terms of ‘uncertainty’ or ‘experiences of exclusion’ that
are then supposed to form a bridge between social defeat and the biological conse-
quences thereof (Fletcher & Birk, 2022, p. 9). How this psychological bridge works,
what it involves, or what it’s like to be on it is not elaborated on; we only learn that it
exists. Even the social factors involved in the social defeat hypothesis are criticised for
presenting a somewhat reductionist conceptualisation of sociality, as the original work
on the hypothesis assumes that results from experiments with isolated fighting rats can
be transferred to understandings of complex human interactions in wider social con-
texts (Fletcher & Birk, 2020, p. 8).

Similar criticisms can be presented regarding the other biological mechanisms.
They may not base their hypotheses on animal experiments, but we still meet some
rather vague and oversimplified ideas of the psychological where it is at worst not
addressed at all, at best reduced to an interface ‘experiencing’ social risk factors so that
biological changes can take place (e.g., Bhui et al., 2021, p. 686; Saxena et al., 2024,
p. 462f; Simmons et al., 2024, p. 2). Even some of the mechanisms I’ve categorised as
psychological have this problem. Both Huque (2024) and Pozza (2019) present mech-
anisms where social conditions (discrimination and minority status, respectively)
cause certain psychological factors that are associated with psychosis. However, both
the social and the psychological are reduced to a few factors taken out of context in
explanations that more or less only consist of, in one case, experiences of discrimina-
tion being associated with dissociation, negative self-schemas, and perceived stress,
which in turn are associated with psychosis-like experiences (Huque et al., 2024, p.
62f), and in the other case, migrant status being associated with alexithymia and aber-
rant salience, which in turn are associated with psychotic experiences (Pozza, 2019, p.
2058). Further elaboration on how the social conditions could cause the psychological
factors, or on how the psychological factors could cause psychosis, is nowhere to be
found in these articles.

So why does it matter that the psychological aspects are missing or reduced
significantly? For one thing, developing psychosis is something that happens to per-
sons with complex cognitive, emotional, and interpersonal experiences, and any ex-
planation that ignores this aspect is perhaps not directly wrong, but simplified. For
another thing, we’re left somewhat at a loss as to why psychosis is the result instead
of any other type of disorder. After all, social defeat is also used as a model of depres-

sion (Morgan et al., 2019, p. 254), and ‘stress’ is hardly a risk factor limited to
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psychosis, but a term widely used for pressures and reactions that raise the risk of
different disorders (Videbech et al., 2018, p. 25f). Both social exclusion and social
stress are also too common for it to make sense that psychotic disorder rates are as
relatively low as they are (Morgan et al., 2019, p. 254). What are the processes that
cause psychosis to be the outcome? One could argue, based on a diathesis stress model
of psychosis being caused by an interplay of heritable and environmental factors (Nor-
dentoft & Vandborg, 2017, p. 308f), that social stressors cause psychosis only among
those who are genetically disposed towards developing psychosis. But why, then, is it
relatively common for the identical twin of a person with a psychotic disorder to not
develop psychosis, despite presumably often being exposed to many of the same over-
all social stressors (Jeste et al., 2023, p. 867f; Pinel & Barnes, 2018, p. 500)? By re-
ducing psychosis explanations to ‘social stress of being an ethnic minority’ causing
‘biological changes in the body’, this is difficult to explain without having to add the
complexity of different interpersonal and psychological experiences back in. The bio-
logical and more reductionist mechanisms are by no means unimportant or uninterest-
ing from a viewpoint of understanding more aspects of how psychosis happens and
perhaps how to treat it somatically. However, in terms of truly understanding what
happens and how we can intervene, we’re left somewhat at a loss as long as we don’t
understand what happens ‘between’ being exposed to social risk factors and biological

changes happening in the body.

Psychological mechanisms

Especially when looking at the psychological mechanisms, the proposed explanations
are very different from each other. As mentioned in the article, some of this perhaps
reflects different fundamental theoretical and methodological standpoints of the re-
searchers. Some of it may also result from different conceptualisations of what psy-
chosis even is and what the central problems of it are (see also appendix C for collected
data on psychosis conceptualisations). As shown in the results section, some mecha-
nisms mainly focus on paranoia, some on language disturbances, some on hallucina-
tions and delusions, and some on a lost sense of self and reality. The end result is that
it’s difficult to discuss the psychological mechanisms as one category, which is why
I’'m discussing them in subcategories similar to those used in the results section — not

including Huque et al. (2024) and Pozza (2019), which I have already discussed above.
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Paranoia

Several of the included articles suggest that psychosis risk follows from paranoia
caused by continual meetings with hostility. It seems intuitively plausible that paranoia
could be caused by a threatening environment during migration and asylum-seeking
processes as well as experiences with discrimination and hostility, perhaps moderated
by aspects of social identity (Anglin, 2023, p. 289; Caroppo et al., 2020, p. 81; Elahi
et al., 2022, p. 683f; Lazaridou et al., 2023, p. 1017; Mclntyre et al., 2019, p. 19f).
However, an interesting counterpoint is raised by some of the diagnostic process mech-
anisms: when is this pathological paranoia, and when is it an adaptive reaction to ex-
periences of real hostility? As demonstrated by Wolny et al. (2023, p. 35), Black Amer-
icans tend to score higher on measures of paranoia on the SPQ regardless of their over-
all score, suggesting that the higher paranoia scores don’t necessarily reflect a higher
level of pathology. Looking at some of the items of the Suspiciousness subscale of the
SPQ, this is perhaps not surprising, as it includes items like “I am sure I am being
talked about behind my back”, and “Do you often feel that others have it in for you?”
(Raine, 1991, p. 558). Agreeing on these items may perhaps reflect pathological para-
noia in some, but in someone who is continually subjected to racism and discrimina-
tion, it may say less about their supposed symptoms and more about their real-life
experiences. It’s not difficult to imagine that other assessment tools and diagnostic
practices would have similar problems, casting doubt on the results of studies suppos-
edly showing higher psychosis risk among victims of racism by showing higher levels
of paranoid ideation among them. A fruitful path of further research might be to look
into whether other assessment tools than the SPQ have this problem, and making norm
material for them based on different minority groups to find out what is actually an
abnormal level of suspicion in these groups. This would potentially both help to reduce
rates of misdiagnosis, and to make it easier to interpret results of studies examining

paranoia levels of minority groups.

Language disturbance and thought disorder — the diglossia hypothesis
The diglossia hypothesis (Alherz et al., 2019; 2022) stands out as one of the few mech-

anisms that don’t implicate direct pressures of racism in psychosis aetiology, although

one could perhaps argue that for one spoken language or dialect to be viewed as having
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higher status than another, some level of prejudice is likely taking place, making rac-
ism indirectly involved. It also stands out as the only mechanism viewing thought dis-
order and language disturbance as the ‘gateway symptoms’ to psychosis. A strength of
this hypothesis that perhaps the paranoia mechanisms lack is that it actually somewhat
contains an argument for why the symptoms it focuses on would lead to other psy-
chotic symptoms. One path is via (somewhat postulated) experiences of the more pres-
tigious H language exerting influence on individual thought, and one is via language’s
involvement in navigating social hierarchies, which is in turn related to dopaminergic
transmission, possibly tying it to dopamine’s involvement in delusions and hallucina-
tions (Alherz et al., 2022, p. 8; Pinel & Barnes, 2018, pp. 501-503). However, in the
evidence taken to support the hypothesis, it’s perhaps unfortunate that diglossia is op-
erationalised as an experience that “your first language puts you at a disadvantage in
terms of life opportunities” (Alherz et al., 2022, p. 3), while no other forms of experi-
enced discrimination are controlled for. This makes it difficult to tell whether the
higher scores on psychotic symptoms actually are connected to the phenomenon of
diglossia specifically, or more widely to experiences of ethnic discrimination, as other
mechanisms in this review would argue. Until further evidence is presented, this makes
it somewhat unclear why the diglossia explanation would be a better one than the ones
pertaining to the discrimination that presumably is experienced more widely by ethnic

minority groups than diglossia is.

Hallucinations and delusions — the Bayesian hypothesis

The Bayesian hypothesis of psychosis is the only psychological mechanism that spe-
cifically focuses on hallucinations and on delusions in a broader sense than just para-
noid ones. It is also an explanation that contains both a psychological level in the shape
of predictive processing and prediction errors, a social level in the shape of the dis-
crimination and cultural misunderstandings causing these errors, and a biological level
in the shape of dopaminergic transmissions related to the processing and the salience
that ends up being attributed wrongly (Henssler et al., 2020, pp. 326; 331f; Jeste et al.,
2023, p. 873; Jongsma et al., 2021, p. 1917f; Varchmin et al., 2021, p. 1). There is an
attempt to integrate the social, the psychological, and the biological, without reducing
the psychological to just a passive interface, as I criticised the biological mechanisms

for above. It does, however, lead to some unanswered questions: Can the human mind
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really be compared so easily to an input processor ‘encoding’ information and errors
and thinking in terms of statistics? Can the judgment about whether an event was as
expected be reduced to a two-dimensional evaluation of how unexpected the outcome
was and how important the prediction error was, or is it more complicated than this?
Do prediction errors elicit any emotions and action tendencies, and how do these fit
into the path to psychosis (if at all)? And perhaps most central to the question at hand:
How do other psychotic symptoms like thought disorder fit into the model? While
interesting, it is a hypothesis that could perhaps use some more exploration — and test-

ing, as this is rather absent from the included articles.

Lost sense of self and reality

The mechanisms that focus on a lost sense of self and reality are perhaps some of the
most compelling, as they deal directly with the disconnection from reality that is
widely considered one of, if not the most defining characteristic of psychosis (Pinel &
Barnes, 2018, p. 501; Simonsen & Haahr, 2017, p. 325). It should perhaps be noted
that the Bayesian hypothesis, in addressing both delusions and hallucinations, also
deals with this disconnect. But where the Bayesian hypothesis mostly conceives of it
as input processing gone wrong, the hypotheses in this subcategory address more of
the lived experience of what happens, whether it’s through the psychosocial disem-
powerment and negative self-awareness resulting from ongoing stereotyping and dis-
crimination (Jongsma et al., 2021, p. 1917; Lazaridou et al., 2023, p. 1016f), through
the insecurity of ambiguous hostile encounters (Anglin & Lui, 2023, p. 6), through
loss of clear meanings, connections, and legal status (Caroppo et al., 2020, p. 81), or
through yours and your forefathers’ experiences being erased from public discourse
(Wallerstein, 2020, p. 260). A strength to be considered here is also that by explaining
a disconnect from yourself and reality, other symptoms are almost automatically ex-
plained along with it, like dissociation, or delusions resulting from failed reality testing
(Caroppo et al., 2020, p. 81).

Interestingly, along with the subcategory positing that real experiences with
hostility lead to paranoia, this subcategory also contains the only articles that base their
hypotheses on, among other methods, qualitative interviews with people from ethnic
minority groups and/or psychosis patients about their experiences (Caroppo et al.,

2020; Lazaridou et al., 2023). Wallerstein (2020) also bases her conclusions on a
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lengthy period of working with primarily Black psychosis patients and her conversa-
tions with them during this period. Could it be that this perceived loss of control over
your own life and resulting loss of yourself and your connection to reality is something
that resonates well with the actual experience of developing psychosis as a minority
person? Hard to tell: First of all, there are not a lot of articles to go on. Second, it is
very unclear how much especially Caroppo et al. base their interpretations on things
actually said by participants in open qualitative interviews, and how much they make
their own interpretations based on answers to more closed and structured questions
(Caroppo et al., 2020, p. 79). And thirdly, Wallerstein’s interpretations seem to on one
hand be based on lengthy observations of and conversations with Black psychosis pa-
tients, but on the other to be jumping to conclusions at times without checking inter-
pretations with the patients in question, such as when she interprets that ‘Loki’s’ act of
bashing his head against the wall while shouting “Look what you are making me do!”
is a reference to his father’s death in the mass-murder-suicide of Jonestown, Guyana
in 1978 (Wallerstein, 2020, p. 263f). Nonetheless, an interesting question is raised
about which of these mechanisms would resonate with the actual people affected, and
whether it indeed would be the ones of experienced hostility leading to paranoia, and
various experiences of dissmpowerment and insecurity leading to a lost sense of self

and reality.

Diagnostic practices

An interesting aspect of the mechanisms relating to diagnostic processes is that, at least
in the timeframe covered by this review, articles about these mechanisms seem to al-
most exclusively focus on Black people in the US, the UK, and Canada. This
overrepresentation is present in the included articles in general and makes a certain
amount of sense, as these groups are also among ones where the increased psychosis
risks are the highest (Jegarl et al., 2023, p. 30; Morgan et al., 2019, p. 247), but it is
especially present in articles arguing for mis- or over-diagnosis mechanisms. While
more research on other minority groups may be called for in the field in general, it
might be an especially interesting question for further research whether other ethnic or
racial minorities are subject to the same biases and misunderstandings from clinicians,

or if this is mainly an issue affecting Black populations.
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Moreover, as mentioned by Morgan et al. (2019, p. 250), it’s unlikely that the
entirety of the raised psychosis risks can be explained by misdiagnosis. As Anglin
(2023, p. 283f) points out, disparities don’t just exist in psychotic diagnoses, but also
in various subclinical psychotic experiences, even when rates are based on self-report
surveys that don’t include clinical assessment. As these subclinical symptoms include
a variety of experiences of “unusual thinking, fixed beliefs, and altered perception”
(Anglin, 2023, p. 283), it also seems unlikely that they can all be explained entirely by
these surveys failing to account for adaptive reactions like the suspicion discussed
above. I noted only one included article seemingly claiming that diagnostic errors and
biases are the only well-supported explanations both empirically and conceptually, but
this article seemingly also considers the only other possibility to be genetic or epige-
netic group differences, lumped together as if they were the same purely genetic ex-
planation rather than epigenetics being a mechanism for how external factors can
change the body (Schwartz et al., 2019, p. 263f).

On the other hand, with the number of articles arguing that misdiagnosis hap-
pens, it also seems unwise to disregard it as a contributing factor as much as Morgan
etal. (2019, p. 250) perhaps unintentionally do in the review I took as my starting point
for this project, when they only briefly mention that there is some evidence suggesting
this may be happening in the US, before listing others studies in more detail suggesting
that it’s unlikely to contribute too much. But as this is a scoping review that neither
synthesises the evidence nor systematically assesses the quality of the included re-
search, I can’t make any conclusions about the size of the contribution of misdiagnosis

to the high psychosis risks either.

Selective migration

Regarding Andersen et al.’s (2021) argument in favour of selective migration as a con-
tributing mechanism, it does raise an interesting criticism of previous arguments
against this in pointing out that these arguments are often based on migrants tending
to show less general dysfunction than the general population. As they argue, this over-
all good health doesn’t necessarily mean that no selective migration happens, since an
effect of general dysfunction making migration less likely might hide a coexisting se-
lection for more specific psychosis-related factors in the overall statistics, in this case

positive schizotypal traits associated with exploration tendencies (Andersen et al.,
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2021, pp. 1-3). However, their study design is somewhat unconvincing: They examine
the association between positive schizotypal traits and plans to migrate among Amer-
ican youth that have specifically not migrated. There is first of all a lack of shown
connection between positive schizotypal traits and actual completed migration plans,
and second of all, as they also admit themselves, it may be difficult to generalise the
results from an entirely American population to the usually European, African, or Mid-
dle-Eastern migrants that have been the focus of studies showing higher psychosis
risks among migrants (Andersen et al., 2021, p. 3f). While they raise an interesting

hypothesis, it’s one that requires more evidence to be truly convincing.

Table 4. Overview of strengths and weaknesses of the suggested mechanisms
Main strengths and weaknesses that I emphasise in the discussion. Many more could likely be

mentioned.

Mechanisms Strengths Weaknesses

Biological mecha- | Include biological aspects, ground- | Reductionist in their approach
nisms in general ing psychosis in the body and not | to the psychological and some-
just the psychological or social times the social, resulting in
trouble showing why psychosis
should be the outcome rather

than other disorders

Less specific mech- | None mentioned in this paper Problems similar to those of the
anisms (Pozza, biological mechanisms

2019, and Huque et

al., 2024)

Paranoia as a reac- | Seem intuitively plausible, and in- | Difficulty explaining other psy-
tion to actual hostil- | clude articles where minority per- | chotic symptoms than para-
ity + the social | sons are actually asked qualita- | noia, and unclear how much the
identity hypothesis | tively about their experiences and | paranoia in question is actually
how they affect them pathological versus adaptive

suspicion

The diglossia hy- | Includes explanation of how the | The evidence presented has dif-
pothesis ‘gateway symptom’ (language dis- | ficulty showing that the effect
order) would lead to other symp- | is caused by diglossia specifi-
toms cally and not general ethnic dis-

crimination
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The Bayesian hy-
pothesis

Integrates a social, a psychological
(cognitive), and a biological level,
focuses broader than just paranoid
delusions, and deals directly with
the disconnect from reality widely

thought of as central to psychosis

Possibly reductionist view of
the human mind and experi-
ence, and it’s unclear how other
symptoms fit into the hypothe-

S1S

Lost sense of self

and reality

Deal directly with the disconnect
from reality widely thought of as
central to psychosis, provide a
pathway to some of the other
symptoms, and include articles that
actually examine the lived experi-

ence of participants qualitatively

It’s unclear how much some of
the qualitative interpretations
actually line up with partici-
pants’ own understandings of
their experiences in the pre-

sented evidence

Diagnostic mecha-

nisms in general

Raise important questions about
the validity of not just diagnoses,
but results of research studying e.g.

paranoia symptoms

Unclear if they can be general-
ised wider than Black people in

the US, UK, and Canada

Selective migration
based on positive

schizotypy

Raises interesting criticism of
widely used arguments against se-

lective migration

The presented empirical evi-
dence is somewhat unconvinc-

ing

Can the different mechanisms work together?

As reflected in the results and discussion above, the mechanisms found in this review
point in many different directions. Some may (upon further studies) turn out to be able
to work together as parts of the same explanations. For example, within the psycho-
logical mechanisms focusing on paranoia, the idea of paranoia as a pathological de-
velopment of an initially understandable reaction to real hostility could fit with the
social identity hypothesis proposing that this hostility is more problematic when it
comes from members of a group you identify with. The Bayesian hypothesis, though
stated in somewhat different statistics-related terms, could perhaps supplement this
with an understanding of what happens cognitively to eventually make your initially
adaptive predictions of hostility become dysfunctional. On a related note, regarding
both the Bayesian hypothesis and the diglossia hypothesis, aberrant dopamine trans-

mission is explicitly thought to be involved as a biological component (Alherz et al.,
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2022, p. 8; Henssler et al., 2020, p. 332), providing an example of psychological and
biological mechanisms that may be part of the same explanations (although perhaps
the two psychological mechanisms work less well together internally, see further
down).

For that matter, since the biological mechanisms in general don’t specify what
happens on the psychological level and mostly also vice versa, most of the biological
mechanisms could be hypothesised to be the biological level of some of the psycho-
logical mechanisms, even though it would require research and more thorough exam-
ination of the theoretical underpinnings to confirm or disconfirm this. There are a few
exceptions of biological mechanisms that already at a glance work less well with the
psychological mechanisms: Obstetric complications don’t fit very well, since the psy-
chological mechanisms all hypothesise how certain factors cause psychosis risk di-
rectly in the people affected, not how it transfers to their children. Another is that the
automatic outgroup categorisation hypothesis implies that there isn’t necessarily any-
thing more complex going on psychologically than the perception of people you auto-
matically categorise as outgroup members, which clashes with the psychological
mechanisms.

Other combinations may not make sense as part of the same explanation but
could still complement each other by each explaining some of the effect. Overall, it’s
easy to imagine that some of the high psychosis risks could come from selective mi-
gration, some from different aspects of diagnostic practices leading to mis- or more
diagnosis in minority groups, and some from biological and psychological mecha-
nisms causing higher risk of real psychosis. There also doesn’t seem to be anything
inherently stopping all the diagnostic mechanisms from coexisting alongside each
other, and the same could be said about the biological mechanisms.

It becomes more problematic when looking at some of the psychological mech-
anisms internally. As mentioned before, while few articles directly define what they
mean by psychosis, it seems from the different focus points in especially the psycho-
logical mechanisms that they vary widely in what they see as the central symptoms
and aspects of psychosis (see also appendix C). This results in very varied and perhaps
somewhat fragmented explanations that therefore also have a harder time working to-
gether. It’s difficult to pair the diglossia hypothesis and its focus on language as a pri-
mary motor of psychosis with mechanisms positing that paranoia and a lost sense of

self and reality are reactions to contexts of hostility and ambiguity. It’s likewise
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difficult to pair either of these understandings with the idea that alexithymia is the
driving factor of psychosis risk.

This issue perhaps also reflects the general state of psychosis conceptualisa-
tions. Just within the schizophrenia disorder, this diagnosis can cover a wide range of
symptom combinations, such that some diagnosed people experience little to no para-
noia, while others experience a lot of paranoia but little to no hallucinations or thought
disorders (World Health Organization, 1994, pp. 65-71). It has been argued before that
schizophrenia is defined so vaguely that the best path forward may even be to drop the
diagnosis and simply focus on individual symptoms separately (Bentall, 2006, pp. 223-
226). If so, the different mechanisms may not be contradicting each other but simply
be mechanisms for different disorders or symptoms. However, if that is the case, it
does seem like quite the coincidence that all these separate phenomena constituting
psychotic experiences have some reason to be more common among ethnic minorities.
If we want to find out more about which of these mechanisms can truly work together
to form more complex explanations, and which are worth pursuing further in research,
perhaps a fruitful way forward (that is beyond the scope of this project) is to first find
out if it’s possible to agree on a unified idea of what psychosis is, or if we do need to
find different explanations for different symptoms. But as mentioned, this is mostly an
issue that arises when comparing the psychological mechanisms with each other. Apart
from some of these, the posited mechanisms could generally theoretically either work
together as parts of the same, more complex explanations, or in parallel as each ex-

plaining a part of the effect.

Conceptualisations of race and ethnicity

The idea behind collecting data on the conceptualisations of race and ethnicity found
in the included literature (presented in appendix C) was to examine whether there are
any major differences in how these are defined, and whether any such differences are
connected to differences in the mechanisms presented. This was inspired by Jongsma
et al.’s (2021) discussion of how different views of ethnicity result in different expla-
nations of ethnic minority psychosis risks. However, overall, there is not much explicit
disagreement to be found in the included literature. Few included articles explicitly
define what they mean by race or ethnicity. In the five articles that define race (Anglin,

2023, p. 279; Faber et al., 2023, p. 2; Fashaw-Walters et al., 2021, p. 3624; Simmons
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et al., 2024, p. 5; Tobon et al., 2021, p. 24), one that defines ethnicity (Jongsma et al.,
2021, pp. 1915f; 1919), and three that define both race and ethnicity or ethnoracial
identity (Huque et al., 2024, p. 59; Knight et al., 2024, p. 2; Nazroo et al., 2020, p.
264), there is broad agreement that ethnicity and race aren’t natural categories, but
social constructs. Moreover, Anglin, Faber et al., Huque et al., Nazroo et al., and
Jongsma et al. all conceptualise ethnicity and/or race as tied to power struggles and as
ways to oppress, discriminate against, and withhold resources from people perceived
as being different from the majority (White) population. When looking at the articles
that don’t explicitly define race or ethnicity but do report how they operationalise
them, there are also tendencies towards operationalising them as self-identified or
based upon how others perceive you (e.g., Hunter et al., 2021, p. 898; Ku et al., 2023,
p. 1708; Rabin & Palaniyappan, 2023, p. 701). The other main tendency to be found
is to operationalise race or ethnicity based upon geographical descent (i.e., where your
ancestors came from), but this is mostly done when focusing on migrants (e.g.,
Henssler et al., p. 326; Lazaridou et al., 2023, p. 1012), with the exception of Elahi et
al. (2022, p. 681) discussing ethnic minority status in general but focusing on people
of Pakistani descent.

The only article that operationalises race based on genetics is strangely one of
the articles listed above as explicitly defining race as a social construct. Simmons et
al. (2024, p. 2f) base their race variable on the race reported by next-of-kin or lab
technicians but then check this for validity by comparing with ‘genetically inferred’
race. Whether this is a reluctant attempt to compensate for not being able to ask the
dead participants in their study what they identified as, or if they believe that the social
construct of race in question is a socially constructed division of certain gene groups,
or if it simply reveals some confusion about what they actually believe race to be, is
unclear. But again, this operationalisation is the exception, not the rule. Most articles
that don’t define and/or operationalise ethnicity and/or race based on participants’ own
or others’ perceptions of them simply don’t report at all how they define or operation-
alise them (e.g., Bhui et al., 2021; Cai et al., 2022; Lincoln et al., 2022).

So are there any overall connections in ethnicity and race definitions and the
conclusions reached? They’re difficult to spot, except that Simmons et al. (2024) is the
only solely ‘biological mechanism’-focused article that explicitly defines race or eth-
nicity, perhaps suggesting less of an interest from biologically minded researchers in

the question of the social construction of such categories. Overall, however, it’s

52



interesting that almost all articles point to the ways we treat people (or in the case of
the diglossia hypothesis, languages) that we perceive as different as the central factors
causing psychosis risks. Caroppo et al. (2020, p. 81) also point to certain more migra-
tion-specific factors such as bureaucratic processes involved in being a refugee. But in
general, even the migration-focused articles view racism and tensions between ethnic
and racial groups as deciding factors, making how we are perceived by others and
which groups we believe ourselves to be part of central. Andersen et al.’s (2021, p. 1)
selective migration hypothesis pointing to completely different factors than racism be-
comes interesting as an exception to the rule, as they also present the one article about
migration where they seemingly actually don t incorporate into the explanation what
the geographical origin of the migrants in question is, how they perceive their own
group membership, or how they’re perceived and treated by others.

Thus, while there may be some tendencies towards operationalising race or
ethnicity as geographical origin, the aspects that tend to shine through in explanations
are feelings of group membership as well as the social and structural consequences of
being categorised by others as a minority or as different. Much as Jongsma et al. (2021,
p. 1919) conclude, the most fruitful ways to view ethnicity (and race) when trying to
understand psychosis risks are perhaps the ones conceptualising it based on feelings
of identity and relations to others, as well as the social structures keeping certain mi-
nority groups in positions where they’re discriminated against both interpersonally and

on societal levels.

Conclusion

As reflected in the review and subsequent discussion, the mechanisms posited in con-
temporary scientific literature for how psychosocial risk factors raise psychosis risks
among ethnic minorities point in many different directions. Some may, after more re-
search, turn out to be able to work together as parts of the same, more complex expla-
nations. Others may not be part of the same explanation but could still complement
each other by each explaining some of the effect. Some, however, do seem mutually
contradictory due to their basic disagreements about what psychosis is. The confusion
of the field can make it difficult to draw many certain conclusions from this paper.

However, there are some points that arise which I would like to underline:
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1) Every posited mechanism needs to be researched further before anything
can be concluded about how much they contribute to the effect (if at all). Even if I had
attempted a systematic review synthesising the evidence on any one of them, the liter-
ature included here suggests that there would not be enough evidence to synthesise, at
least from recent years. While some mechanisms may stand out as particularly under-
supported, there are none that stand out as presenting enough empirical evidence to be
more than reasonable possibilities.

2) Many of the proposed mechanisms don’t necessarily contradict each other.
However, to achieve consensus on especially what happens psychologically to cause
the higher psychosis risks among ethnic minorities, it is perhaps necessary to first come
closer to agreement on what we actually mean by psychosis. Paranoia? Thought dis-
order? Hallucinations? A lost sense of self and reality? All of the above in combination
as one disorder, or appearing separately as independent symptoms? Until we agree
somewhat on what we are trying to explain, explaining it will be difficult. Perhaps a
fruitful way forward that would also help to bridge the gaps between the social, psy-
chological, and biological levels, would be more interdisciplinary teams working to-
gether on the problem, as well as actually talking to some psychosis patients belonging
to ethnic minority groups to hear what they have to say about their own experiences.

3) While a lot of included articles don’t explicitly define ethnicity or race, the
ones that do mostly agree that they are socially constructed concepts. Moreover, in the
way they approach the issue of ethnicity/race and psychosis risk, what becomes central
1s how we perceive ourselves and others as part of these groupings, and the conse-
quences this has for the way certain groups are minoritised and discriminated against
at structural, institutional, and interpersonal levels, leading up to my final point:

4) As pointed out in the conclusion of the article section, the vast majority of
included articles suggest that racism and discrimination are a cause of the higher psy-
chosis risks in ethnic minorities, mirroring some of the conclusions from the review
by Morgan et al. (2019) that this thesis took as its starting point. Thus, even if the
mechanisms don’t quite agree on #ow racism and discrimination cause psychosis, these
risk factors may be viable targets for research into how to intervene to reduce psychosis
risks in minority groups. As [ have also collected data on such intervention suggestions

in the included articles, I will discuss this question further in my exam presentation.

54



Curriculum
New literature

Alherz, M., Almusawi, H., & Alsayegh, A. (2022). Diglossia Correlates With Prodro-
mal Symptoms of Psychosis Among First-Generation Migrants. Schizophrenia
Bulletin Open, 3(1). DOI: 10.1093/schizbullopen/sgac066 [11 pages]

Alherz, M., Almusawi, H., & Barry, D. S. (2019). Diglossia in the Etiology of Schiz-
ophrenia: A Hypothesis. The Journal of Nervous and Mental Disease, 207(11),
987-992. DOI: 10.1097/NMD.0000000000001067 [6 pages]

Andersen, B. P., Al-Shawaf, L., & Bearden, R. (2021). Positive schizotypy predicts
migration intentions and desires. Personality and Individual Differences, 182,
111096. DOI: 10.1016/j.paid.2021.111096 [7 pages]

Anglin, D. M. (2023). Racism and Social Determinants of Psychosis. Annual review
of clinical psychology, 19, 277-302. DOI: 10.1146/annurev-clinpsy-080921-
074730 [26 pages]

Anglin, D. M., Ereshefsky, S., Klaunig, M. J., Bridgwater, M. A., Niendam, T. A.,
Ellman, L. M., DeVylder, J., Thayer, G., Bolden, K., Musket, C. W., Grattan, R.
E., Lincoln, S. H., Schiffman, J., Lipner, E., Bachman, P., Corcoran, C. M., Mota,
N. B., & van der Ven, E., (2021). From Womb to Neighborhood: A Racial Anal-
ysis of Social Determinants of Psychosis in the United States. American Journal
of Psychiatry, 178(7), 599-610. DOI: 10.1176/appi.ajp.2020.20071091 [12
pages]

Anglin, D. M. & Lui, F. (2023). Racial microaggressions and major discriminatory
events explain ethnoracial differences in psychotic experiences. Schizophrenia
Research, 253, 5-13. DOI: 10.1016/j.schres.2021.10.014 [9 pages]

Bardol, O., Grot, S., Oh, H., Poulet, E., Zeroug-Vial, H., Brunelin, J., & Leaune, E.
(2020). Perceived ethnic discrimination as a risk factor for psychotic symptoms:
a systematic review and meta-analysis. Psychological medicine, 50(7), 1077-
1089. DOI: 10.1017/S003329172000094X [13 pages]

Beer, M. D. (1996). Psychosis: A history of the concept. Comprehensive Psychiatry,
37(4),273-291. DOI: 10.1016/S0010-440X(96)90007-3 [19 pages]

Bhui, K., Halvorsrud, K., Mooney, R., & Hosang, G. M. (2021). Is psychosis a syn-

demic manifestation of historical and contemporary adversity? Findings from

55



UK Biobank. The British journal of psychiatry, 219(6), 686-694. DOI:
10.1192/bjp.2021.142 [9 pages]

Bradford Hill, A. (1965). The Environment and Disease: Association or Causation?
Proceedings of the Royal Society of Medicine, 58(5), 295-300. DOI:
10.1177/003591576505800503 [6 pages]

Cai, S., Wang, S., Yan, D., Conwell, Y., & Temkin-Greener, H. (2022). The Diagnosis
of Schizophrenia Among Nursing Home Residents With ADRD: Does Race
Matter? The American Journal of Geriatric Psychiatry, 30(5), 636-646. DOI:
10.1016/j.jagp.2021.10.008 [11 pages]

Caroppo, E., Lanzotti, P., & Janiri, L. (2021). Psychopathology in refugees subjected
to the Dublin Regulation: an Italian study. CNS spectrums, 26(1), 77-83. DOI:
10.1017/S1092852920001248 [7 pages]

Elahi, A., Mclntyre, J. C., Thomas, J., Abernethy, L., Bentall, R. P., & White, R. G.
(2022). Symptoms of Paranoia Experienced by Students of Pakistani Heritage in
England. The Journal of Nervous and Mental Disease, 210(9), 680-685. DOI:
10.1097/NMD.0000000000001520 [6 pages]

Faber, S. C., Roy, A. K., Michaels, T. 1., & Williams, M. T. (2023). The weaponization
of medicine: Early psychosis in the Black community and the need for racially
informed mental healthcare. Frontiers in  Psychiatry, 14. DOI:
10.3389/fpsyt.2023.1098292 [16 pages]

Fashaw-Walters, S. A., McCreedy, E., Bynum, J. P. W.,, Thomas, K. S., & Shireman,
T. 1. (2021). Disproportionate increases in schizophrenia diagnoses among Black
nursing home residents with ADRD. Journal of the American Geriatrics Society,
69(12), 3623-3630. DOI: 10.1111/jgs.17464 [8 pages]

Fernando, S. (1991). Mental Health, Race and Culture. Macmillan Education. Herein
the introduction and chapters 1-5: (pp. 1-145). [145 pages]

Fletcher, J. R. & Birk, R. H. (2020). From fighting animals to the biosocial mecha-
nisms of the human mind: A comparison of Selten’s social defeat and Mead’s
symbolic interaction. The Sociological Review, 68(6), 1-17. DOI:
10.1177/0038026120902997 [17 pages]

Fletcher, J. R. & Birk, R. H. (2022). The conundrum of the psychological interface:
On the problems of bridging the biological and the social. History of the Human
Sciences, 35(3-4), 1-23. DOI: 10.1177/09526951211070503 [23 pages]

56



Gara, M. A., Minsky, S., Silverstein, S. M., Miskimen, T., & Strakowski, S. M. (2019).
A Naturalistic Study of Racial Disparities in Diagnoses at an Outpatient Behav-
ioral Health Clinic. Psychiatric services, 70(2), 130-134. DOI:
10.1176/appi.ps.201800223 [5 pages]

Henssler, J., Brandt, L., Miiller, M., Liu, S., Montag, C., Sterzer, P., & Heinz, A.
(2020). Migration and schizophrenia: Meta-analysis and explanatory frame-
work. European Archives of Psychiatry and Clinical Neuroscience, 270(3), 325-
335. DOI: 10.1007/s00406-019-01028-7 [11 pages]

Hunter, S. K., Hoffman, M. C., McCarthy, L., D’Alessandro, A., Wyrwa, A., Noonan,
K., Christians, U., Nakimuli-Mpungu, E., Zeisel, S. H., Law, A. J., & Freedman,
R. (2021). Black American Maternal Prenatal Choline, Offspring Gestational
Age at Birth, and Developmental Predisposition to Mental Illness. Schizophrenia
Bulletin, 47(4), 896-905. DOI: 10.1093/schbul/sbaal71 [10 pages]

Huque, Z. M., Korenic, S. A., Ered, A., Olino, T. M., Anglin, D. M., & Ellman, L. M.
(2024). Mechanisms mediating ethnoracial discrimination and suspiciousness in
Asian, Black, and Hispanic United States college students. Schizophrenia Re-
search, 271, 59-67. DOI: 10.1016/j.schres.2024.07.017 [9 pages]

Jegarl, A. M., Jegede, O., Isom, J., Ciarleglio, N., & Black, C. (2023). Psychotic Mis-
diagnosis of Racially Minoritized Patients: A Case-Based Ethics, Equity, and
Educational Exploration. Harvard Review of Pyschiatry, 31(1), 28-36. DOI:
10.1097/HRP.0000000000000353 [9 pages]

Jeste, D. V., Malaspina, D., Bagot, K., Barch, D. M., Cole, S., Dickerson, F., Dilmore,
A., Ford, C. L., Karcher, N. R., Luby, J., Rajji, T., Pinto-Tomas, A. A., & Young,
L. J. (2023). Review of Major Social Determinants of Health in Schizophrenia-
Spectrum Psychotic Disorders: II1. Biology. Schizophrenia Bulletin, 49(4), 867-
880. DOI: 10.1093/schbul/sbad031 [14 pages]

Jongsma, H. E., Karlsen, S., Kirkbride, J. B., & Jones, P. B. (2021). Understanding the
excess psychosis risk in ethnic minorities: the impact of structure and identity.
Social Psychiatry and Psychiatric Epidemiology, 56, 1913-1921. DOI:
10.1007/s00127-021-02042-8 [9 pages]

Kelly, B. D., O’Callaghan, E., Waddington, J. L., Feeney, L., Browne, S., Scully, P. J.,
Clarke, M., Quinn, J. F., McTigue, O., Morgan, M. G., Kinsella, A., & Larkin,
C. (2010). Schizophrenia and the city: A review of literature and prospective

57



study of psychosis and urbanicity in Ireland. Schizophrenia Research 116, 75-
89. DOI: 10.1016/j.schres.2009.10.015 [15 pages]

Kircher, T., Krautheim, J., & Straube, B. (2020). “Automatic outgroup categorisation”
and limbic brain activation: A mechanism underlying psychosis risk in migrants
and city dwellers. Schizophrenia Research 216, 541-542. DOI:
10.1016/j.schres.2019.11.009 [2 pages]

Kirkbride, J. B., Hameed, Y., loannidis, K., Ankireddypalli, G., Crane, C. M., Nasir,
M., Kabacs, N., Metastasio, A., Jenkins, O., Espandian, A., Spyridi, S., Ralevic,
D., Siddabattuni, S., Walden, B., Adeoye, A., Perez, J., & Jones, P. B. (2017).
Ethnic Minority Status, Age-at-Immigration and Psychosis Risk in Rural Envi-
ronments: Evidence from the SEPEA Study. Schizophrenia Bulletin, 43(6),
1251-1261. DOI: 10.1093/schbul/sbx010 [11 pages]

Knight, S., Yang, X. Q., & Jarvis, E. (2024). “Dem sey mi mad”: a scoping review of
the attitudes and beliefs of English-speaking Afro-Caribbeans about psychosis.
Frontiers in Psychiatry, 15. DOI: 10.3389/fpsyt.2024.1385525 [19 pages]

Ku, B. S., Collins, M., Anglin, D. M., Diomino, A. M., Addington, J., Bearden, C. E.,
Cadenhead, K. S., Cannon, T. D., Cornblatt, B. A., Druss, B. G., Keshavan, M.,
Mathalon, D. H., Perkins, D. O., Stone, W. S., Tsuang, M. T., Woods, S. W., &
Walker, E. F. (2023). Associations between childhood ethnoracial minority den-
sity, cortical thickness, and social engagement among minority youth at clinical
high-risk for psychosis. Neuropsychopharmacology, 48, 1707-1715. DOI:
10.1038/s41386-023-01649-6 [9 pages]

Lazaridou, F. B., Schubert, S. J., Ringelsen, T., Kaminski, J., Heinz, A., Kluge, U.
(2023). Racism and psychosis: an umbrella review and qualitative analysis of
the mental health consequences of racism. European archives of psychiatry and
clinical neuroscience, 273(5), 1009-1022. DOI: 10.1007/s00406-022-01468-8
[14 pages]

Lincoln, S. H., Johnson, T., Laquidara, J. R., Wilt, J., & Obeid, R. (2022). Increased
rates of social defeat and schizotypy in racial minorities. Personality and Indi-
vidual Differences, 186. DOI: 10.1016/j.paid.2021.111324 [4 pages]

Littlewood, R. & Lipsedge, M. (1997). Aliens and Alienists: Ethnic minorities and
psychiatry (3 ed.). Routledge. Herein chapter 5: A digression on diagnosis (pp.
104-123). [20 pages]

58



March, D., Hatch, S. L., Morgan, C., Kirkbride, J. B., Bresnahan, M., Fearon, P., &
Susser, E. (2008). Psychosis and Place. Epidemiologic Reviews, 30, 84-100.
DOI: 10.1093/epirev/mxn006 [17 pages]

Mclintyre, J. C., Elahi, A., Barlow, F. K., White, R. G., & Bentall, R. P (2021). The
relationship between ingroup identity and paranoid ideation among people from
African and Caribbean backgrounds. Psychology and Psychotherapy, 94(1), 16-
32. DOI: 10.1111/papt.12261 [17 pages]

McNally, K. (2016). 4 Critical History of Schizophrenia. Palgrave Macmillan. Herein
chapter 2: The Split Personality (pp. 21-38). [18 pages]

Meloni (2014). How biology became social, and what it means for social theory. The
Sociological Review, 62(3), 593-614. DOI: 10.1111/1467-954X.12151 [22
pages]

Metzl, J. (2010). The Protest Psychosis: How Schizophrenia Became a Black Disease.
Beacon Press. Herein all except the preface (pp. ix-xxi) and the conclusion (pp.
199-212). [221 pages]

Morgan, C., Fearon, P., Lappin, J., Heslin, M., Donoghue, K., Lomas, B., Reininghaus,
U., Onyejiaka, A., Croudace, T., Jones, P. B., Murray, R. M., Doody, G. A., &
Dazzan, P. (2017). Ethnicity and long-term course and outcome of psychotic dis-
orders in a UK sample: The £SOP-10 study. The British Journal of Psychiatry,
211(2), 88-94. DOI: 10.1192/bjp.bp.116.193342 [7 pages]

Morgan, C., Knowles, G., & Hutchinson, G. (2019). Migration, ethnicity and psycho-
ses: evidence, models and future directions. World Psychiatry, 18(3), 247-258.
DOI: 10.1002/wps.20655 [12 pages]

Munn, Z., Peters, M. D. J., Stern, C., Tufanaru, C., McArthur, A., & Aromataris, E.
(2018). Systematic review or scoping review? Guidance for authors when choos-
ing between a systematic or scoping review approach. BMC Medical Research
Methodology 18. DOI: 10.1186/s12874-018-0611-x [7 pages]

Nazroo, J. Y., Bhui, K. S., & Rhodes, J. (2020). Where next for understanding race/eth-
nic inequalities in severe mental illness? Structural interpersonal and institu-
tional racism. Sociology of Health & Illness, 42(2), 262-276. DOI:
10.1111/1467-9566.13001 [15 pages]

Olsen, J. & Jensen, U. J. (2019). Causal criteria: time has come for a revision. Euro-

pean Journal of Epidemiology, 34, 537-541. DOI: /10.1007/s10654-018-00479-
x [5 pages]
59



Pearce, J., Rafiq, S., Simpson, J., & Varese, F. (2019). Perceived discrimination and
psychosis: a systematic review of the literature. Social Psychiatry and Psychiat-
ric Epidemiology 54, 1023-1044. DOI: 10.1007/s00127-019-01729-3 [22 pages]

Pollock, D., Evans, C., Jia, R. M., Alexander, L., Pieper, D., de Moraes, E. B., Peters,
M. D. J., Tricco, A. C., Khalil, H., Godfrey, C. M., Saran, A., Campbell, F., &
Munn, Z. (2024): “How-to”: scoping review? Journal of Clinical Epidemiology
176. DOI: 10.1016/j.jclinepi.2024.111572 [7 pages]

Pozza, A. (2019). The role of aberrant salience and alexithymia in psychotic experi-
ences of non-treatment-seeking adolescent immigrants compared with natives.
Neuropsychiatric ~ disease  and  treatment, 15, 2067-2061. DOI:
10.2147/NDT.S213393 [5 pages]

Rabin & Palaniyappan (2023). Brain health in ethnically minority youth at risk for
psychosis.  Neuropsychopharmacology, 48(12), 1701-1702.  DOI:
10.1038/s41386-023-01719-9 [2 pages]

Raine, A. (1991). The SPQ: A Scale for the Assessment of Schizotypal Personality
Based on DSM-III-R Criteria. Schizophrenia Bulletin, 17(4), 555-564. DOI:
10.1093/schbul/17.4.555 [10 pages]

Rosenthal, D. (1966). The offspring of schizophrenic couples. Journal of Psychiatric
Research, 4(3), 169-188. DOI: 10.1016/0022-3956(66)90005-7 [20 pages]
Saxena, A., Liu, S., Handley, E. D., & Dodell-Feder, D. (2024). Social victimization,
default mode network connectivity, and psychotic-like experiences in adoles-
cents. Schizophrenia Research, 264, 462-470. DOILI:

10.1016/j.schres.2024.01.019 [9 pages]

Schwartz, E. K., Docherty, N. M., Najolia, G. M., & Cohen, A. S. (2019). Exploring
the racial diagnostic bias of schizophrenia using behavioral and clinical-based
measures. Journal of abnormal psychology, 128(3), 263-271. DOI:
10.1037/abn0000409 [9 pages]

Simmons, S., Arbabi, K., Felsky, D., Wainberg, M., & Tripathy, S. J. (2024). Reported
race-associated differences in control and schizophrenia post-mortem brain tran-
scriptomes implicate stress-related and neuroimmune pathways. Frontiers in
Molecular Neuroscience, 17. DOI: 10.3389/fnmol.2024.1450664 [10 pages]

Thomas, J. & Harden., A. (2008). Methods for the thematic synthesis of qualitative
research in systematic reviews. BMC Medical Research Methodology, §8:45.
DOI: 10.1186/1471-2288-8-45 [10 pages]

60



Tobon, A. L., Flores, J. M., Taylor, J. H., Johnson, 1., Landeros-Weisenberger, A.,
Aboiralor, O., Avila-Quintero, V. J., & Bloch, M. H. (2021). Racial Implicit As-
sociations in Psychiatric Diagnosis, Treatment, and Compliance Expectations.
Academic Psychiatry, 45(1), 23-33. DOI: 10.1007/s40596-020-01370-2 [11
pages]

Tortelli, A., Errazuriz, A., Croudace, T., Morgan, C., Murray, R. M., Jones, P. B.,
Szoke, A., & Kirkbride, J. B. (2015). Schizophrenia and other psychotic disor-
ders in Caribbean-born migrants and their descendants in England: systematic
review and meta-analysis of incidence rates, 1950-2013. Social Psychiatry and
Psychiatric Epidemiology, 50(7), 1039-1055. DOI: 10.1007/s00127-015-1021-
6 [17 pages]

Tricco, A. C., Lillie, E., Zarin, W., O’Brien, K. K., Colquhoun, H., Levac, D., Moher,
D., Peters, M. D. J., Horsley, T., Weeks., L., Hempel, S., Akl, E. A., Chang, C.,
McGowan, J., Stewart, L., Hartling, L., Aldcroft, A., Wilson, M. G., Garritty, C.,
Lewin, S., Godfrey, C. M., Macdonald, M. T., Langlois, E. V., Soares-Weiser,
K., Moriarty, J., Clifford, T., Tungalp, O., & Straus, S. E. (2018). PRISMA Ex-
tension for Scoping Reviews (PRISMA-ScR): Checklist and Explanation. 4n-
nals of Internal Medicine, 169(7), 467-473. DOI: 10.7326/M18-0850 [7 pages]

Varchmin, L., Montag, C., Treusch, Y, Kaminski, J., & Heinz, A. (2021). Traumatic
Events, Social Adversity and Discrimination as Risk Factors for Psychosis — An
Umbrella Review.  Frontiers in  psychiatry, 12, 665957. DOI:
10.3389/fpsyt.2021.665957 [15 pages]

Videbech, P. Kjolbye, M., Serensen, T., & Vestergaard, P. (2018). Psykiatri — En
lcerebog om voksnes psykiske sygdomme (6™ ed.). Fadl’s Forlag. Herein chapter
5: Skizofreni og andre psykoser (pp. 79-109). [31 pages]

Wallerstein, H. (2020). Hunting the real: Psychosis and race in the American hospital.
Psychoanalytic Perspectives, 17(3), 257-271. DOI:
10.1080/1551806X.2020.1801035 [15 pages]

Wolny, J., Moussa-Tooks, A. B., Bailey, A. J., O’Donnell, B. F., & Hetrick, W. P.
(2023). Race and self-reported paranoia: Increased item endorsement on sub-
scales of the SPQ. Schizophrenia Research, 253, 30-39. DOI:
10.1016/j.schres.2021.11.034 [10 pages]

World Health Organization (1994). WHO ICD-10: Psykiske lidelser og ad-

feerdsmeessige  forstyrrelser — Klassifikation og diagnostiske kriterier.

61



Munksgaard. Herein section F20-F29: Skizofreni, skizotypisk sindslidelse, par-
anoide psykoser, akutte og forbigaende psykoser samt skizoaffektive psykoser
(pp. 65-79). [15 pages]

Zwicker, A., Denovan-Wright, E. M., & Uher, R. (2018). Gene-environment interplay
in the etiology of psychosis. Psychological Medicine, 31(1), 1925-1936. DOI:
10.1017/S003329171700383X [12 pages]

Qdegaard, 0. (1932). Emigration and Insanity. A study of mental disease among the
Norwegianborn population of Minnesota. Levin & Munksgaard Publishers. He-
rin the introduction (p. 9f) and chapters 4 (pp. 50-53), 5 (pp. 54-59), 6 (pp. 60-
84), and 8 (pp. 90-100) [48 pages]

Reused literature

Arksey, H. & O’Malley, L. (2005). Scoping studies: towards a methodological frame-
work. International Journal of Social Research Methodology, 8(1), 19-32. DOLI:
10.1080/1364557032000119616 [14 pages]

Bentall, R. (2006). Madness explained: Why we must reject the Kraepelinian paradigm
and replace it with a ‘complaint-orientated’ approach to understanding mental
illness. Medical hypotheses, 66(2), 220-233. DOI: 10.1016/j.mehy.2005.09.026
[14 pages]

Biirgy, M. (2008). The Concept of Psychosis: Historical and Phenomenological As-
pects. Schizophrenia Bulletin, 34(6), 1200-1210. DOI: 10.1093/schbul/sbm136
[11 pages]

Levac, D., Colquhoun, H., & O’Brien, K. K. (2010). Scoping studies: advancing the
methodology. Implementation Science, 5(1). DOI: 10.1186/1748-5908-5-69 [9
pages]

McNally, K. (2016). 4 Critical History of Schizophrenia. Palgrave Macmillan. Herein
chapters 3: Definitions of Schizophrenia (pp. 39-67) and 7: Social Prejudice (pp.
127-146). [49 pages]

Metzl, J. (2010). The Protest Psychosis: How Schizophrenia Became a Black Disease.
Beacon Press. Herein the preface (pp. ix-xxi) and the conclusion (pp. 199-212).
[27 pages]

Moskowitz, A., Heinimaa, M. & Van der Hart, O. (2019). Defining Psychosis, Trauma,
and Dissociation. In A. Moskowitz, M. L. Dorahy, & 1. Schifer (Eds.),

62



Psychosis, Trauma and Dissociation. Evolving Perspectives on Severe Psycho-
pathology (2nd ed., pp. 9-29). Wiley Blackwell. [21 pages]

Nordentoft, M. & Vandborg, S. K. (2017). Skizofreni. In E. Simonsen & B. Mghl
(Eds.), Grundbog i Psykiatri (2" ed., pp. 297-324). Hans Reitzels Forlag. [28
pages]

Petticrew, M. & Roberts, H. (2006). Systematic Reviews in the Social Sciences: A Prac-
tical Guide. Wiley. Herein chapters 1-4 (pp. 1-124). [124 pages]

Pinel, J. P. J. & Barnes, S. J. (2018). Biopsychology (10" ed.). Pearson. Herein chapter
18: Biopsychology of Psychiatric Disorders (pp. 497-523). [27 pages]

Simonsen, E. & Haahr, U. (2017). Akutte psykoser, andre psykoser og skizotypi. In E.
Simonsen & B. Mehl (Eds.), Grundbog i Psykiatri (2" ed., pp. 325-346). Hans
Reitzels Forlag. [22 pages]

Videbech, P. Kjolbye, M., Serensen, T., & Vestergaard, P. (2018). Psykiatri — En
leerebog om voksnes psykiske sygdomme (6™ ed.). Fadl’s Forlag. Herein chapter
1: Psykiatriens grundbegreber (pp. 12-28). [17 pages]

Total: 1501 pages (including 363 reused pages)

63



References

Alherz, M., Almusawi, H., & Alsayegh, A. (2022). Diglossia Correlates With Prodro-
mal Symptoms of Psychosis Among First-Generation Migrants. Schizophrenia
Bulletin Open, 3(1). DOI: 10.1093/schizbullopen/sgac066

Alherz, M., Almusawi, H., & Barry, D. S. (2019). Diglossia in the Etiology of Schiz-
ophrenia: A Hypothesis. The Journal of Nervous and Mental Disease, 207(11),
987-992. DOI: 10.1097/NMD.0000000000001067

Andersen, B. P., Al-Shawaf, L., & Bearden, R. (2021). Positive schizotypy predicts
migration intentions and desires. Personality and Individual Differences, 182,
111096. DOI: 10.1016/j.paid.2021.111096

Anglin, D. M. (2023). Racism and Social Determinants of Psychosis. Annual review
of clinical psychology, 19, 277-302. DOI: 10.1146/annurev-clinpsy-080921-
074730

Anglin, D. M., Ereshefsky, S., Klaunig, M. J., Bridgwater, M. A., Niendam, T. A.,
Ellman, L. M., DeVylder, J., Thayer, G., Bolden, K., Musket, C. W., Grattan, R.
E., Lincoln, S. H., Schiffman, J., Lipner, E., Bachman, P., Corcoran, C. M., Mota,
N. B., & van der Ven, E., (2021). From Womb to Neighborhood: A Racial Anal-
ysis of Social Determinants of Psychosis in the United States. American Journal
of Psychiatry, 178(7), 599-610. DOI: 10.1176/appi.ajp.2020.20071091

Anglin, D. M. & Lui, F. (2023). Racial microaggressions and major discriminatory
events explain ethnoracial differences in psychotic experiences. Schizophrenia
Research, 253, 5-13. DOI: 10.1016/j.schres.2021.10.014

Arksey, H. & O’Malley, L. (2005). Scoping studies: towards a methodological frame-
work. International Journal of Social Research Methodology, 8(1), 19-32. DOI:
10.1080/1364557032000119616

Beer, M. D. (1996). Psychosis: A history of the concept. Comprehensive Psychiatry,
37(4),273-291. DOI: 10.1016/S0010-440X(96)90007-3

Bentall, R. (2006). Madness explained: Why we must reject the Kraepelinian paradigm
and replace it with a ‘complaint-orientated’ approach to understanding mental
illness. Medical hypotheses, 66(2), 220-233. DOI: 10.1016/j.mehy.2005.09.026

Bhui, K., Halvorsrud, K., Mooney, R., & Hosang, G. M. (2021). Is psychosis a syn-

demic manifestation of historical and contemporary adversity? Findings from

64



UK Biobank. The British journal of psychiatry, 219(6), 686-694. DOI:
10.1192/bjp.2021.142

Bradford Hill, A. (1965). The Environment and Disease: Association or Causation?
Journal of the Royal Society of Medicine, 58(5), 295-300. DOI:
10.1177/003591576505800503

Biirgy, M. (2008). The Concept of Psychosis: Historical and Phenomenological As-
pects. Schizophrenia Bulletin, 34(6), 1200-1210. DOI: 10.1093/schbul/sbm136

Cai, S., Wang, S., Yan, D., Conwell, Y., & Temkin-Greener, H. (2022). The Diagnosis
of Schizophrenia Among Nursing Home Residents With ADRD: Does Race
Matter? The American Journal of Geriatric Psychiatry, 30(5), 636-646. DOI:
10.1016/j.jagp.2021.10.008

Caroppo, E., Lanzotti, P., & Janiri, L. (2021). Psychopathology in refugees subjected
to the Dublin Regulation: an Italian study. CNS spectrums, 26(1), 77-83. DOLI:
10.1017/S1092852920001248

Elahi, A., Mclntyre, J. C., Thomas, J., Abernethy, L., Bentall, R. P., & White, R. G.
(2022). Symptoms of Paranoia Experienced by Students of Pakistani Heritage in
England. The Journal of Nervous and Mental Disease, 210(9), 680-685. DOI:
10.1097/NMD.0000000000001520

Faber, S. C., Roy, A. K., Michaels, T. 1., & Williams, M. T. (2023). The weaponization
of medicine: Early psychosis in the Black community and the need for racially
informed mental healthcare. Frontiers in  Psychiatry, 14. DOIL:
10.3389/fpsyt.2023.1098292

Fashaw-Walters, S. A., McCreedy, E., Bynum, J. P. W., Thomas, K. S., & Shireman,
T. 1. (2021). Disproportionate increases in schizophrenia diagnoses among Black
nursing home residents with ADRD. Journal of the American Geriatrics Society,
69(12), 3623-3630. DOI: 10.1111/jgs.17464

Fernando, S. (1991). Mental Health, Race and Culture. Macmillan Education.

Fletcher, J. R. & Birk, R. H. (2020). From fighting animals to the biosocial mecha-
nisms of the human mind: A comparison of Selten’s social defeat and Mead’s
symbolic interaction. The Sociological Review, 68(6), 1-17. DOI:
10.1177/0038026120902997

Fletcher, J. R. & Birk, R. H. (2022). The conundrum of the psychological interface:
On the problems of bridging the biological and the social. History of the Human
Sciences, 35(3-4), 1-23. DOI: 10.1177/09526951211070503

65



Gara, M. A., Minsky, S., Silverstein, S. M., Miskimen, T., & Strakowski, S. M. (2019).
A Naturalistic Study of Racial Disparities in Diagnoses at an Outpatient Behav-
ioral Health Clinic. Psychiatric services, 70(2), 130-134. DOI:
10.1176/appi.ps.201800223

Henssler, J., Brandt, L., Miiller, M., Liu, S., Montag, C., Sterzer, P., & Heinz, A.
(2020). Migration and schizophrenia: Meta-analysis and explanatory frame-
work. European Archives of Psychiatry and Clinical Neuroscience, 270(3), 325-
335. DOI: 10.1007/s00406-019-01028-7

Hunter, S. K., Hoffman, M. C., McCarthy, L., D’Alessandro, A., Wyrwa, A., Noonan,
K., Christians, U., Nakimuli-Mpungu, E., Zeisel, S. H., Law, A. J., & Freedman,
R. (2021). Black American Maternal Prenatal Choline, Offspring Gestational
Age at Birth, and Developmental Predisposition to Mental Illness. Schizophrenia
Bulletin, 47(4), 896-905. DOI: 10.1093/schbul/sbaal71

Huque, Z. M., Korenic, S. A., Ered, A., Olino, T. M., Anglin, D. M., & Ellman, L. M.
(2024). Mechanisms mediating ethnoracial discrimination and suspiciousness in
Asian, Black, and Hispanic United States college students. Schizophrenia Re-
search, 271, 59-67. DOI: 10.1016/j.schres.2024.07.017

Jegarl, A. M., Jegede, O., Isom, J., Ciarleglio, N., & Black, C. (2023). Psychotic Mis-
diagnosis of Racially Minoritized Patients: A Case-Based Ethics, Equity, and
Educational Exploration. Harvard Review of Pyschiatry, 31(1), 28-36. DOI:
10.1097/HRP.0000000000000353

Jeste, D. V., Malaspina, D., Bagot, K., Barch, D. M., Cole, S., Dickerson, F., Dilmore,
A., Ford, C. L., Karcher, N. R., Luby, J., Rajji, T., Pinto-Tomas, A. A., & Young,
L. J. (2023). Review of Major Social Determinants of Health in Schizophrenia-
Spectrum Psychotic Disorders: II1. Biology. Schizophrenia Bulletin, 49(4), 867-
880. DOI: 10.1093/schbul/sbad031

Jongsma, H. E., Karlsen, S., Kirkbride, J. B., & Jones, P. B. (2021). Understanding the
excess psychosis risk in ethnic minorities: the impact of structure and identity.
Social Psychiatry and Psychiatric Epidemiology, 56, 1913-1921. DOI:
10.1007/s00127-021-02042-8

Kelly, B. D., O’Callaghan, E., Waddington, J. L., Feeney, L., Browne, S., Scully, P. J.,
Clarke, M., Quinn, J. F., McTigue, O., Morgan, M. G., Kinsella, A., & Larkin,
C. (2010). Schizophrenia and the city: A review of literature and prospective

66



study of psychosis and urbanicity in Ireland. Schizophrenia Research 116, 75-
89. DOI: 10.1016/j.schres.2009.10.015

Kircher, T., Krautheim, J., & Straube, B. (2020). “Automatic outgroup categorisation”
and limbic brain activation: A mechanism underlying psychosis risk in migrants
and city dwellers. Schizophrenia Research 216, 541-542. DOI:
10.1016/j.schres.2019.11.009

Kirkbride, J. B., Hameed, Y., loannidis, K., Ankireddypalli, G., Crane, C. M., Nasir,
M., Kabacs, N., Metastasio, A., Jenkins, O., Espandian, A., Spyridi, S., Ralevic,
D., Siddabattuni, S., Walden, B., Adeoye, A., Perez, J., & Jones, P. B. (2017).
Ethnic Minority Status, Age-at-Immigration and Psychosis Risk in Rural Envi-
ronments: Evidence from the SEPEA Study. Schizophrenia Bulletin, 43(6),
1251-1261. DOI: 10.1093/schbul/sbx010

Knight, S., Yang, X. Q., & Jarvis, E. (2024). “Dem sey mi mad”: a scoping review of
the attitudes and beliefs of English-speaking Afro-Caribbeans about psychosis.
Frontiers in Psychiatry, 15. DOI: 10.3389/fpsyt.2024.1385525

Ku, B. S., Collins, M., Anglin, D. M., Diomino, A. M., Addington, J., Bearden, C. E.,
Cadenhead, K. S., Cannon, T. D., Cornblatt, B. A., Druss, B. G., Keshavan, M.,
Mathalon, D. H., Perkins, D. O., Stone, W. S., Tsuang, M. T., Woods, S. W., &
Walker, E. F. (2023). Associations between childhood ethnoracial minority den-
sity, cortical thickness, and social engagement among minority youth at clinical
high-risk for psychosis. Neuropsychopharmacology, 48, 1707-1715. DOI:
10.1038/s41386-023-01649-6

Lazaridou, F. B., Schubert, S. J., Ringelsen, T., Kaminski, J., Heinz, A., Kluge, U.
(2023). Racism and psychosis: an umbrella review and qualitative analysis of
the mental health consequences of racism. European archives of psychiatry and
clinical neuroscience, 273(5), 1009-1022. DOI: 10.1007/s00406-022-01468-8

Lincoln, S. H., Johnson, T., Laquidara, J. R., Wilt, J., & Obeid, R. (2022). Increased
rates of social defeat and schizotypy in racial minorities. Personality and Indi-
vidual Differences, 186. DOI: 10.1016/j.paid.2021.111324

Littlewood, R. & Lipsedge, M. (1997). Aliens and Alienists: Ethnic minorities and
psychiatry (3" ed.). Routledge.

March, D., Hatch, S. L., Morgan, C., Kirkbride, J. B., Bresnahan, M., Fearon, P., &
Susser, E. (2008). Psychosis and Place. Epidemiologic Reviews, 30, 84-100.
DOI: 10.1093/epirev/mxn006

67



McNally, K. (2016). 4 Critical History of Schizophrenia. Palgrave Macmillan.

Mclntyre, J. C., Elahi, A., Barlow, F. K., White, R. G., & Bentall, R. P (2021). The
relationship between ingroup identity and paranoid ideation among people from
African and Caribbean backgrounds. Psychology and Psychotherapy, 94(1), 16-
32. DOL: 10.1111/papt.12261

Meloni (2014). How biology became social, and what it means for social theory. The
Sociological Review, 62(3), 439-649. DOI: 10.1111/1467-954X.12151

Metzl, J. (2010). The Protest Psychosis: How Schizophrenia Became a Black Disease.
Beacon Press.

Morgan, C., Fearon, P., Lappin, J., Heslin, M., Donoghue, K., Lomas, B., Reininghaus,
U., Onyejiaka, A., Croudace, T., Jones, P. B., Murray, R. M., Doody, G. A., &
Dazzan, P. (2017). Ethnicity and long-term course and outcome of psychotic dis-
orders in a UK sample: The £SOP-10 study. The British Journal of Psychitatry,
211(2), 88-94. DOI: 10.1192/bjp.bp.116.193342

Morgan, C., Knowles, G., & Hutchinson, G. (2019). Migration, ethnicity and psycho-
ses: evidence, models and future directions. World Psychiatry, 18(3), 247-258.
DOI: 10.1002/wps.20655

Moskowitz, A., Heinimaa, M. & Van der Hart, O. (2019). Defining Psychosis, Trauma,
and Dissociation. In A. Moskowitz, M. L. Dorahy, & 1. Schifer (Eds.), Psycho-
sis, Trauma and Dissociation. Evolving Perspectives on Severe Psychopathology
(2nd ed., pp. 9-29). Wiley Blackwell.

Munn, Z., Peters, M. D. J., Stern, C., Tufanaru, C., McArthur, A., & Aromataris, E.
(2018). Systematic review or scoping review? Guidance for authors when choos-
ing between a systematic or scoping review approach. BMC Medical Research
Methodology 18. DOI: 10.1186/s12874-018-0611-x

Nazroo, J. Y., Bhui, K. S., & Rhodes, J. (2020). Where next for understanding race/eth-
nic inequalities in severe mental illness? Structural interpersonal and institu-
tional racism. Sociology of Health & Illness, 42(2), 262-276. DOI:
10.1111/1467-9566.13001

Nordentoft, M. & Vandborg, S. K. (2017). Skizofreni. In E. Simonsen & B. Mghl
(Eds.), Grundbog i Psykiatri (2" ed., pp. 297-324). Hans Reitzels Forlag.

Page, M. J., Mckenzie, J. E., Bossuyt, P. M., Boutron, ., Hoffmann, T. C., Mulrow, C.
D., Shamseer, L., Tetzlaff, J. M., Akl, E. A., Brennan, S. E., Chou, R., Glanville,
J., Grimshaw, J. M., Hrébjartsson, A., Lalu, M. M., Li, T., Loder, E. W., Mayo-

68



Wilson, E., McDonald, S., McGuinness, L. A., Stewart, L. A., Thomas, J.,
Tricco, A. C., Welch, V. A., Whiting, P., & Moher, D. (2021). The PRISMA 2020
statement: an updated guideline for reporting systematic reviews. BMJ
2021;372:n72. DOI: 10.1136/bmj.n71

Pearce, J., Rafiq, S., Simpson, J., & Varese, F. (2019). Perceived discrimination and
psychosis: a systematic review of the literature. Social Psychiatry and Psychiat-
ric Epidemiology 54, 1023-1044. DOI: 10.1007/s00127-019-01729-3

Petticrew, M., & Roberts, H. (2006). Systematic reviews in the social sciences: a prac-
tical guide. Wiley.

Pinel, J. P. J. & Barnes, S. J. (2018). Biopsychology (10" ed.). Pearson.

Plowden, K. (2019). Schizophrenia Spectrum Disorder Disparity Among African-
Americans. Journal of National Black Nurses’ Association, 5(1), 14-20.

Pollock, D., Evans, C., Jia, R. M., Alexander, L., Pieper, D., de Moraes, E. B., Peters,
M. D. J., Tricco, A. C., Khalil, H., Godfrey, C. M., Saran, A., Campbell, F., &
Munn, Z. (2024): “How-to”: scoping review? Journal of Clinical Epidemiology
176. DOI: 10.1016/j.jclinepi.2024.111572

Porta, M. (2014). 4 Dictionary of Epidemiology (5" ed., online version). Oxford Uni-
versity Press.

Pozza, A. (2019). The role of aberrant salience and alexithymia in psychotic experi-
ences of non-treatment-seeking adolescent immigrants compared with natives.
Neuropsychiatric ~ disease  and  treatment, 15, 2067-2061. DOI:
10.2147/NDT.S213393

Rabin & Palaniyappan (2023). Brain health in ethnically minority youth at risk for
psychosis.  Neuropsychopharmacology, 48(12), 1701-1702.  DOI:
10.1038/s41386-023-01719-9

Raine, A. (1991). The SPQ: A Scale for the Assessment of Schizotypal Personality
Based on DSM-III-R Criteria. Schizophrenia Bulletin, 17(4), 555-564. DOI:
10.1093/schbul/17.4.555

Rosenthal, D. (1966). The offspring of schizophrenic couples. Journal of Psychiatric
Research, 4(3), 169-188. DOI: 10.1016/0022-3956(66)90005-7

Saxena, A., Liu, S., Handley, E. D., & Dodell-Feder, D. (2024). Social victimization,
default mode network connectivity, and psychotic-like experiences in adoles-
cents. Schizophrenia Research, 264, 462-470. DOI:
10.1016/j.schres.2024.01.019

69



Schwartz, E. K., Docherty, N. M., Najolia, G. M., & Cohen, A. S. (2019). Exploring
the racial diagnostic bias of schizophrenia using behavioral and clinical-based
measures. Journal of abnormal psychology, 128(3), 263-271. DOI:
10.1037/abn0000409

Simmons, S., Arbabi, K., Felsky, D., Wainberg, M., & Tripathy, S. J. (2024). Reported
race-associated differences in control and schizophrenia post-mortem brain tran-
scriptomes implicate stress-related and neuroimmune pathways. Frontiers in
Molecular Neuroscience, 17. DOI: 10.3389/fnmol.2024.1450664

Simonsen, E. & Haahr, U. (2017). Akutte psykoser, andre psykoser og skizotypi. In E.
Simonsen & B. Mohl (Eds.), Grundbog i Psykiatri (2" ed., pp. 325-346). Hans
Reitzels Forlag.

Thomas, J. & Harden., A. (2008). Methods for the thematic synthesis of qualitative
research in systematic reviews. BMC Medical Research Methodology, 8:45.
DOI: 10.1186/1471-2288-8-45

Tobon, A. L., Flores, J. M., Taylor, J. H., Johnson, I., Landeros-Weisenberger, A.,
Aboiralor, O., Avila-Quintero, V. J., & Bloch, M. H. (2021). Racial Implicit As-
sociations in Psychiatric Diagnosis, Treatment, and Compliance Expectations.
Academic Psychiatry, 45(1), 23-33. DOI: 10.1007/s40596-020-01370-2

Tortelli, A., Errazuriz, A., Croudace, T., Morgan, C., Murray, R. M., Jones, P. B.,
Szoke, A., & Kirkbride, J. B. (2015). Schizophrenia and other psychotic disor-
ders in Caribbean-born migrants and their descendants in England: systematic
review and meta-analysis of incidence rates, 1950-2013. Social Psychiatry and
Psychiatric Epidemiology, 50(7), 1039-1055. DOI: 10.1007/s00127-015-1021-
6

Tricco, A. C., Lillie, E., Zarin, W., O’Brien, K. K., Colquhoun, H., Levac, D., Moher,
D., Peters, M. D. J., Horsley, T., Weeks., L., Hempel, S., Akl, E. A., Chang, C.,
McGowan, J., Stewart, L., Hartling, L., Aldcroft, A., Wilson, M. G., Garritty, C.,
Lewin, S., Godfrey, C. M., Macdonald, M. T., Langlois, E. V., Soares-Weiser,
K., Moriarty, J., Clifford, T., Tuncalp, O., & Straus, S. E. (2018). PRISMA Ex-
tension for Scoping Reviews (PRISMA-ScR): Checklist and Explanation. An-
nals of Internal Medicine, 169(7), 467-473. DOI: 10.7326/M18-0850

Varchmin, L., Montag, C., Treusch, Y, Kaminski, J., & Heinz, A. (2021). Traumatic

Events, Social Adversity and Discrimination as Risk Factors for Psychosis — An

70



Umbrella Review. Frontiers in  psychiatry, 12, 665957. DOL:
10.3389/fpsyt.2021.665957

Videbech, P. Kjolbye, M., Serensen, T., & Vestergaard, P. (2018). Psykiatri — En
leerebog om voksnes psykiske sygdomme (6™ ed.). Fadl’s Forlag.

Wallerstein, H. (2020). Hunting the real: Psychosis and race in the American hospital.
Psychoanalytic Perspectives, 17(3), 257-271. DOI:
10.1080/1551806X.2020.1801035

Wolny, J., Moussa-Tooks, A. B., Bailey, A. J., O’Donnell, B. F., & Hetrick, W. P.
(2023). Race and self-reported paranoia: Increased item endorsement on sub-
scales of the SPQ. Schizophrenia Research, 253, 30-39. DOI:
10.1016/j.schres.2021.11.034

World Health Organization (1994). WHO ICD-10: Psykiske lidelser og ad-

feerdsmeessige  forstyrrelser — Klassifikation og diagnostiske kriterier.
Munksgaard.

Zwicker, A., Denovan-Wright, E. M., & Uher, R. (2018). Gene-environment interplay
in the etiology of psychosis. Psychological Medicine, 31(1), 1925-1936. DOI:
10.1017/S003329171700383X

@degaard, . (1932). Emigration and Insanity. A study of mental disease among the

Norwegianborn population of Minnesota. Levin & Munksgaard Publishers.

71



