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ABSTRACT

Schizoaffective disorder (SAD) is one of the most complex and controversial diagnoses in clinical
psychiatry. Despite the significant changes that have occurred in the conceptualization of SAD in modern classifications
and the publications of recent years, many unresolved issues remain regarding the disease, from the point of view of
clinical psychiatry and basic neuroscience.

The purpose of this paper is to summarize published data on the concept of SAD, its clinical characteristics, cognitive
profile, potential biomarkers, as well as the place of the disease in the following modern international classifications:
the International Classification of Diseases (ICD) 9%, 10" and 11* revisions, and the Diagnostic and Statistical Manual of
Mental Disorders, 5t edition (DSM-5).

We undertook a review of the scientific studies in the relevant bibliographic systems and databases (eLIBRARY,
PubMed) of the past 15 years. The descriptive analysis method was used to summarize the collected information. A total
of 70 publications were selected for review, including different versions of international classifications of diseases (ICD
and DSM-5).

There has been some improvement in the inter-rater reliability of SAD criteria in modern classifications,
but this has not yet led to a clearer understanding among mental health specialists, while the various subtypes of
SAD identified so far fail to account for the heterogeneity in the clinical presentation of the disorder. The dimensional
approach to diagnosing SAD, according to which the intensity of psychotic and affective symptoms can fluctuate over
time and they can influence one another, more accurately reflects the disease’s ability to embody different forms. Basic
research does not support the identification of a distinct cognitive, neuroimaging, or immunological SAD endophenotype
that differs qualitatively from schizophrenia and affective psychoses.

The conceptualization of SAD remains incomplete, and new approaches rooted in neuroscience are
needed to better understand the coexistence of affective and psychotic symptomes.
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AHHOTALMA

LnsoaddekTnBHOe paccTpolicTBo (LUAP) — 0AMH M3 CaMbIX CJIOXHbIX Y ANCKYCCUOHHbIX AMArHO30B
B KNMHUYECKOW NcuxmaTpum. HecMoTps Ha 3Ha4uTenbHble M3MeHeHNs B KoHLenTyanusauun LLUAP B coBpeMeHHbIX
Knaccndurkaumax bonesHer 1 Nybankaumax nocaeAHNX ieT, B OTHOLLEH W 3TOro 3aboneBaHNs 0CTaeTCss MHOXeCTBO
HepeLleHHbIX BOMPOCOB C TOYKM 3PeHNS KIMHNYECKON NCUXmnaTpum 1 dyHAaMeHTa bHbIX HEipOHayK.

Lenbto paboTbl 66110 0606LLMTE OMYyBAMKOBaHHbIE AaHHbIe 0 KOHLenumm LLIAP, ero KnnH14Yeckrx xapakTepuctmnkax,
KOTHUTVBHOM Mpodue, NoTeHLManbHbIX B1IoMapkepax, a Takoke O MeCTe 3TOro 3aboneBaHusA B C1efyoLLMX COBPEMEHHbIX
MeXAyHapoAHbIX Knaccnpukaumsax: MexayHapoaHon knaccnoukaumm 6onesHei (MKB) 9-ro, 10-ro n 11-ro nepecmoTpa
1 AMarHoCTMYeckoM 1 CTaTUCTMYECKOM PYKOBOACTBE MO MCUMXMYeckUM paccTporicteam (Diagnostic and Statistical
Manual of mental disorders, 5th edition — DSM-5).

BbinonHeH 0630p Hay4HbIX UCCNef0BaHWI B peneBaHTHbIX 6ubanorpadmnueckmnx cnctemax n 6asax
JaHHbIX (eLIBRARY, PubMed) 3a nocnegHue 15 net. [ing 0606LLeHMA NosydyeHHOW nHopMaLmMm 6bin MCNONb30BaH
onucaTenbHbIl aHanus. Bcero ans 063opa oto6paHo 70 ny6ankaLmiA, BKIOUas pasiyHble BEPCUU MeXAYHAPOAHbIX
knaccnéoukaunii 6onesHeinn (MKB 1 DSM-5).

HekoTopoe ynyuLleHne MeXpenTUHroBOM HaZeXHOCTU KpuTepres LLIAP B COBPeMEHHbIX crcTeMaTKax
noka He MpuBeso K Ay4LlemMy UX NOHUMAHWIO CNeLManncTaMu, a pasndHble BblgeneHHble noaTunbl LLAP He moryT
06BACHUTL FreTePOreHHOCTb KJIMHMYECKOW KAaPTUHBI 3TOF0 PacCTPOMCTBA. AMIMEHCMOHANbHbIV MOAXOZA K ANArHOCTUKE
LLIAP fnyyllle COOTBETCTBYET U3MEHUMBOL Npupoge 3a6oneBaHnsi. COrnacHo eMy MHTEHCUBHOCTb MCUXOTUUYECKNX
1 apdeKTUBHBIX CUMNTOMOB MOXET MEHSTHLCS B pa3Hble Nepriobl BPEMEHU 1 OHU MOTYT B3aVMHO BAVSITb APYT Ha Apyra.
®yHAaMeHTa/IbHble NCCIEA0BAHNS He MOAAEPKMBAIOT BbiZie/IeH e 0CO60ro KOrHUTVMBHOMO, HEMPOBM3YannN3aLIOHHOIO
W IMMYHOIOFYecKoro sHAodpeHoTVNa LLAP, kKa4ecTBEHHO OTIMYHOIO OT LWN30bPEHNN 1 adpdEKTUBHBIX PACCTPOIACTB.

KoHuenTyanusaums LLIAP B HacTosiLLiee BpeMsi iafieka OT 3aBepLUeHUs. YTobbl nyyllie NOHAT NPUPoAyY
O/JHOBPEMEHHOTO CyLLLecTBOBaHUS addeKTUBHBIX U NCUXOTUYECKNX CUMMTOMOB, HEOBXOANMbI HOBbIE KOHLIENTYabHble
NMoAxoAbl, OCHOBaHHbIE Ha JOCTUXEHWSIX HelipoHayK.

INTRODUCTION

Schizoaffective disorder (SAD) is undoubtedly one of the
most significant challenges of modern clinical psychiatry, the
importance of which is increasing due to the accumulation
of a large body of new data and the development of updated
classification systems. [1]. Despite the wide application of
this diagnostic category, it remains characterized by low
diagnostic stability and validity [2]. Debates is ongoing
about whether SAD should be classified as a type of
schizophrenia, a type of bipolar affective disorder (BAD),
an independent diagnostic category, or whether it is better
conceptualized along a continuum of varying combinations
of psychotic and affective symptoms. A more precise
definition of SAD could reduce diagnostic heterogeneity

and improve the reliability of the “schizoaffective disorder”
category [1].

A survey of 873 specialists from various countries found
that the level of diagnostic agreement for the ICD-11 criteria
for SAD was moderate (Cohen's kappa — a measure of
inter-rater agreement — was «=0.38), although this was
significantly higher than the inter-rater agreement level
for the ICD-10 criteria for SAD (k=0.27) [3]. Field studies
leading up to the DSM-5 revision have reported moderate
inter-rater reliability for SAD (k=0.5), lower than for bipolar
disorder type | (k=0.56) but higher than for schizophrenia
(k=0.46) [4]. A more recent study revealed that the inter-
rater reliability of the DSM-5 SAD diagnosis (k=0.57) is even
lower than that for schizophrenia, bipolar disorder, and



major depressive disorder, by an average of 19-22%, in
a sample of 7912 patients assessed by different raters.
This highlights the importance of the re-diagnosis of
patients with SAD [5]. Additionally, low diagnostic reliability
was encountered in a study of children and adolescent
populations (k=0.27): much lower than that of schizophrenia
(k=0.56) and bipolar disorder (k=0.64) [6]. A study involving
33 patients using the M.I.N.I. interview (a brief structured
diagnostic interview for major psychiatric disorders in
DSM-IV and ICD-10) in a psychiatric hospital in Moscow,
where patients were initially diagnosed with SAD (F25
in ICD-10), found that in 23 (69.7%) cases the condition
aligned with the diagnostic criteria of bipolar disorder,
and that only in 10 (30.3%) patients was the diagnosis of
SAD confirmed [7].

The aim of this paper is to summarize both the Russian
and international literature on the concept of SAD, including
its clinical characteristics, cognitive profile, potential
biomarkers, and the evolution of the Schizoaffective
Disorder category in international classifications, such as
the International Classification of Diseases (ICD) 9t, 10t,
and 11* revisions, as well as the Diagnostic and Statistical
Manual of Mental Disorders, 5" edition (DSM-5).

METHODS

Inclusion criteria:
original studies dedicated to the conceptualization,
clinical characteristics, cognitive profile, differential
diagnosis, comorbidity, and potential biomarkers
of SAD, in which SAD or its types were separated
into distinct clearly defined groups or subgroups;
« international classifications (ICD-9, ICD-10, ICD-11,
DSM-5).
Exclusion criteria:
*  casereports;
case series;
«  articles dedicated to the treatment of SAD.

The work was carried out from February to August 2023.
The search for sources was conducted in the scientific
electronic library eLIBRARY and the PubMed database (full-
text articles) with a focus on publications in the past 15
years (2008-2023). Also, the three most significant papers
on the topic for an earlier period were included, where
the division of two main endogenous mental ilinesses

with the dominance of psychotic and affective disorders
is substantiated and the term “schizoaffective disorder”
is introduced [8-10].

The number of publications in the initial search query by
keywords in the PubMed was 1257; in the eLIBRARY — 46.
In accordance with the inclusion criteria, 67 publications
were selected (including the three works mentioned above
[8-10]), of which 56 were in English, 11 were in Russian,
including ICD-9, ICD-10, ICD-11 and DSM-5. The number of
publications over the past 10 years amounted to 47 (70.1%).

The search strategy for sources is presented in Figure 1.

The following combinations of keywords in Russian and
English were used to select the publications: “schizoaffective

"o

disorder”, “concept”, “diagnosis”, “DSM-5", “ICD-11", “clinical

features”, “comorbidity”,
impairment”. Keyword searches were also used to find

noou

neuroimaging”, “cognitive
two related words (e.g., “schizoaffective disorder” and
“comorbidity”).

A descriptive approach was applied to summarize the
information obtained, which consisted of analyzing and
evaluating the data from the point of view of the purpose
of the current study.

RESULTS

In 1899, Emil Kraepelin had the idea to divide the so-called
functional psychoses into “dementia praecox” and “manic-
depressive insanity” (“manisch-depressives Irresein”) [8].
In later work in 1920, he arrived at the conclusion that it
was impossible to draw a satisfactory distinction between
the two diseases, although he acknowledged the existence
of patients with “irreversible mental decline” [9]. In 1933,
the American psychiatrist Kasanin introduced the term
“schizoaffective psychosis” based on his study of 9 patients
with good premorbid functioning who happened to develop
a combination of psychotic and affective symptoms, with
full recovery within a few months [10].

The ICD-10 Clinical Descriptions and Diagnostic Guidelines
allows for the diagnosis of SAD if the patient's mental state
exhibits “one or, preferably, two typically schizophrenic
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Figure 1. PRISMA flow diagram of the literature search and the selection process.

Note: Total number of references: 67 +3 most significant works on the designated topic for an earlier period [8-10].

Source: Pavlichenko et al., 2024.

symptoms (criteria A-D in ICD-10), and two characteristic
depressive symptoms (depressive type), manic symptoms
such as a prominent elevation of the mood, or a less
obvious elevation of the mood combined with increased
irritability” (manic type), or “a combination with mixed
bipolar affective disorders” (mixed type) [11]. Notably, this
version of ICD-10 does not provide a clear specification
of episode duration, stating only that schizophrenic and
affective symptoms must co-exist “for at least several days”.
Meanwhile, the ICD-10 Diagnostic Criteria for Research
specifies that the “disorder meets the criteria for one of
the moderate or severe affective disorders”, meaning that
the duration of depressive and mixed symptoms should
be at least two weeks; and manic symptoms, at least one
week [12]. Additionally, the state must include one of the
typical symptoms of schizophrenia, which, in addition to
psychotic symptoms consistent with the schizophrenia
criteria in the ICD-10 Clinical Descriptions and Diagnostic
Guidelines (criteria A-G), also includes disorganized thinking

(“clearly incoherent or irrelevant speech, or frequent use
of neologisms”) and catatonia (“frequent occurrence of
catatonic behavior, such as posturing, waxy flexibility, and
negativism”). The duration of schizophrenia symptoms
should be at least two weeks, and within a single episode,
they must co-exist with affective symptoms “at least for
some time simultaneously” [12].

A diagnosis of “Schizoaffective Disorder” does not apply
when schizophrenic symptoms predominate in some
episodes and affective symptoms in others, according
to the ICD-10 guidelines. In such cases, the diagnosis of
two separate disorders is possible when schizoaffective
episodes alternate with affective episodes of bipolar or
recurrent depressive disorder [11]. On the other hand, if
schizophrenic and affective symptoms develop concurrently
and are “relatively balanced in severity and duration” in
relation to each other, a diagnosis of SAD is in order,
even if the schizophrenic symptoms taken separately
would justify a diagnosis of “Schizophrenia” [11]. Thus,
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ICD-10 departs from the hierarchical diagnostic principle
that has long prevailed in psychiatry, where psychotic
symptoms were considered more significant than affective
ones [13]. Notably, in ICD-9, SAD was classified within the
schizophrenia group rather than as a separate category
[14]. Itis also stated therein that the presence of delusions
or hallucinations incongruent with mood, including first-
rank symptoms, is not sufficient for an SAD diagnosis if
these symptoms had not preceded the development of
affective syndromes and/or had not persisted after their
remission [12].

According to ICD-11, a diagnosis of SAD is warranted when
the current episode simultaneously meets the diagnostic
criteria for both schizophrenia and a manic, mixed, or
moderate-to-severe depressive episode [15]. It is also
important to note that in ICD-11, Kurt Schneider’s first-rank
symptoms have lost their relevance for the diagnosis of
schizophrenia [16]. For schizophrenia, at least one of the
following four symptoms is required: “persistent” delusions,
“persistent” hallucinations, disorganized thoughts, or
passivity and delusions of control [15].

A schizoaffective episode should last at least one
month, and there should be no relationship between
the symptoms of SAD and other diseases and/or the use
of psychoactive drugs [15]. In addition, the description
of the patient’s clinical condition can be supplemented
with the following features: first episode of the disease,
multiple episodes of the disease, or continuous course,
and the severity (mild, moderate, moderate) of positive,
negative, cognitive, manic, depressive, and psychomotor
symptoms according to the proposed assessment scale
should be indicated [15]. If the patient has no history of
schizoaffective episodes and the symptoms persist for at
least one month, the diagnosis of “Schizoaffective disorder,
first episode” is appropriate. If subclinical symptoms persist
for one month or more, including as a result of treatment,
a diagnosis of “Schizoaffective disorder, first episode, in
partial remission” is made. In a situation where the patient's
current state presents “no clinically significant symptoms”
and the condition previously “met the diagnostic criteria
for SAD", the diagnosis of “Schizoaffective disorder, first
episode, in full remission” is the right one. If the patient
has a history of SAD or schizophrenia episodes and his
current state meets the diagnostic criteria for SAD, the
diagnosis should be “Schizoaffective disorder, multiple
episodes, currently symptomatic”. The qualification of
partial and full remission in SAD with multiple episodes

is reached in the same way as in SAD with the first episode.
If the symptoms of SAD persist for at least one year with
possible “short periods of subclinical symptoms”, the
diagnosis should be “Schizoaffective disorder, continuous,
currently symptomatic”. In this case, the qualification of
partial and full remission is also possible [15].

ICD-11 experts have sought to resolve the ambiguities and
inconsistencies of ICD-10, particularly the version for clinical
use, by stipulating that the patient's condition must meet
the full gamut of diagnostic criteria for schizophrenia —
not merely “at least one symptom” — and a moderate-
to-severe depressive episode, rather than just “some
depressive features” [3]. Additionally, ICD-11 enables one
to assess other clinical manifestations (beyond affective
symptoms) of SAD using supplementary codes under
“Symptomatic manifestations of primary psychotic disorders”
[15]. Moreover, the diagnosis of affective disorder with
psychotic symptoms may be changed to SAD if psychotic
symptoms meet the threshold for schizophrenia.

ICD-11 also outlines key aspects of the differential
diagnosis for SAD [15]. In particular, the occurrence of a SAD
episode does not preclude a diagnosis of schizophrenia,
and vice versa. In both schizophrenia and SAD, at least
two characteristic symptoms of schizophrenia must be
present during one month or more. However, only in
SAD do schizophrenic symptoms coexist with affective
symptoms that meet the criteria for an affective episode.
On the other hand, in schizophrenia, affective symptoms
may occur, but they last less than one month and do not
reach the level of the moderate-to-severe depression,
manic, or mixed episodes. If an episode initially meets the
criteria for SAD, but only affective symptoms recede, and
psychotic symptoms without affective symptoms persist
longer than their combination does, the case may be
diagnosed as an episode of schizophrenia. In a depressive,
manic, or a mixed episode of affective disorders, psychotic
symptoms may emerge alongside affective symptoms but
not meet the diagnostic requirements for schizophrenia
(e.g., hallucinations without other schizophrenia symptoms).

According to DSM-5 criteria A, for SAD it is necessary
to have concurrently a depressive or manic episode and
criteria A for schizophrenia, which includes the presence
of at least two of five symptoms (delusions, catatonic
behavior, hallucinations, disorganized speech, negative
symptoms), wherein the presence of one of the first three
is mandatory [17]. That is, in fact, the first criteria for SAD
in ICD-11 and DSM-5 coincide, except for the fact that



there are no mixed affective episodes in DSM-5. There
is also a significant difference between the classifications
in the understanding of SAD. Thus, according to the DSM-
5 classification, for a diagnosis of SAD it is necessary that
the symptoms of mood disorders predominate over
psychotic symptoms (criteria C) and that early hallucinations
or delusions last for at least two weeks in the absence
of depressive, manic, or mixed symptoms (criteria B).
The patient description can be further detailed by the
classification of SAD as a depressive or bipolar type, the
presence of catatonic symptoms, as well as a description
of the type of course (first episode, multiple episodes,
continuous course) and full or partial remission. In addition,
an additional assessment of SAD symptoms is possible
according to the Psychosis symptom severity scale

(0 to 4 points): hallucinations, delusions, jumbled speech,
abnormal psychomotor behavior, negative symptoms,
decreased cognition, depression, and mania [17]. Also,
DSM-5 indicates that criteria Cis intended to differentiate
SAD from schizophrenia, and that criteria B is intended
to differentiate SAD from depressive or bipolar disorder
with psychotic features, in which psychotic symptoms
occur only during an affective episode [17].

Table 1 lists the main principles of the SAD diagnosis in
different international classifications.

The relationship and boundaries between affective disorders
and schizophrenia spectrum disorders remain a central
topic of debate in psychiatry [18]. The categorical model

Classification
version (year
of publication)

ICD-9 (1979)

ICD-10, Clinical
Descriptions

and Diagnostic
Guidelines (1993)

ICD-10, Clinical
Descriptions

and Diagnostic
Guidelines (1993)

ICD-11 (2022)

DSM-5 (2013)

Title

Header “Schizoaffective
type”, chapter
“Schizophrenic
psychoses”

Header “Schizoaffective
disorder”, chapter
“Schizophrenia,
schizotypal and
delusional disorders”

Header “Schizoaffective
disorder”, chapter
“Schizophrenia,
schizotypal and
delusional disorders”

Header “Schizoaffective
disorder”, chapter
“Schizophrenia and
other primary psychotic
disorders”

Header “Schizoaffective
disorder”, chapter”
“Schizophrenia spectrum
and other psychotic
disorders”

Diagnostic features

Descriptive approach

Categorical approach.

Schizophrenic symptoms occur simultaneously
or sequentially over several days. At least one
symptom of schizophrenia (criteria “A-G") and at
least two symptoms of depression or elation, or
mixed bipolar disorders are required.

Categorical approach.

Schizophrenic and affective symptoms co-exist

“at least for some time simultaneously” and in
relative “equilibrium”. At least one symptom of
schizophrenia must be present (criteria “A-D",

“E", “G"). The duration of depressive and mixed
symptoms is at least two weeks, manic - at least one
week. Moderate or severe affective symptoms.

Categorical-dimensional approach.

Schizophrenic and affective symptoms are present
either simultaneously or with an interval of several
days. The criteria for schizophrenia and a moderate
to severe depressive episode or a manic or mixed
affective episode must be met. Episode duration is
at least one month. Possibility of qualifying the first
and multiple episodes, continuous course, full or
partial remission.

Categorical-dimensional approach.

Mandatory presence of criteria A for schizophrenia
and criteria for a depressive or manic episode.
History of delusions or hallucinations for at least
two weeks in the absence of affective symptoms.
Predominance of affective symptoms during the
episode. Episode duration is at least one month.
Possibility of qualifying the first and multiple
episodes, continuous course, full or partial
remission.

Additional features

Types are not distinguished.
Includes: circular schizophrenia,
schizoaffective psychosis,
periodic schizophrenia.

Manic, depressive, mixed types
are distinguished. The duration
and severity of affective episodes
are not specified.

Manic, depressive, mixed types
are distinguished.

No types distinguished.
Additional symptoms may

be assessed using additional
codes with severity rating
(mild, moderate, severe):
positive, negative, depressive,
manic, cognitive psychomotor
symptoms.

Bipolar and depressive types are
distinguished, as well as a type
with symptoms of catatonia. An
additional assessment of the
state is possible according to the
Psychosis Symptom Severity Scale
(0 to 4 points): hallucinations,
delusions, disorganized speech,
abnormal psychomotor behavior,
negative symptoms, decreased
cognition, depression, mania.



suggests that clear distinctions can be made between
schizophrenia and affective disorders, leading to the
classification of SAD either as a form of schizophrenia,
a form of affective disorder, or a distinct condition separate
from both. It has been suggested that the classification of
SAD as an independent disorder can be viewed as arbitrary
and controversial [19]. On the other hand, some patients
seem more prone to schizophrenia, while others are more
prone to affective disorders [20]. In Russian psychiatry,
schizoaffective psychosis has traditionally been regarded
both as a favorable variant of shift-like schizophrenia
and as a separate disorder. The clinical typology of the
episodes was developed with a differentiation between
affect-dominant and schizo-dominant forms, based on the
duration of symptoms and the degree of progression [21, 22].
As a distinct disease, schizoaffective psychosis is considered
a schizophrenic reaction in schizotypal personalities with
signs of reactive lability in which schizophrenic psychotic
symptoms, although they occur during affective phases,
are not pathogenetically related to them [23].

In the review by Potuzak et al. [24], only 7 publications
were found that examined how different categories of
psychotic disorders differ from the current headers in
modern classifications. All the studies have mentioned
the need to distinguish one or more classes of psychotic
disorders where affective symptoms play an important
role. Depending on the prevalence of specific affective
syndromes, it was proposed to distinguish the following
conditions: SAD, schizomania, schizodepression, and
schizobipolar disorder. A subtype with a moderately high
level of positive, depressive and manic symptoms and
a low level of negative symptoms (bipolar-schizomanic,
schizobipolar disorder, affective psychosis, schizoaffective
psychosis) was distinguished in five studies; a subtype
with a high level of depressive and negative symptoms
and a moderate or high level of positive symptoms
(schizodepression), in four studies, and a subtype
with a high level of manic and positive symptoms and
a low level of negative symptoms (schizomania) in two
studies. In a sample of 4956 patients with psychotic
disorders, seven homogeneous classes of psychoses
were identified. The second most common class (after
“Kraepelinian schizophrenia”) was the class of “affective
psychoses”, accounting for 15% of the patients diagnosed
with schizophrenia, characterized by a combination of
disorganized thinking, negative symptoms, normal 1Q,
and a favorable prognosis [25].

The spectrum model assumes that the severity of
symptoms is in constant flux, and that individual symptoms
fit on a scale, with “pure” affective disorder at one end,
“pure” schizophrenia at the other, and SAD positioned in
between [17]. It has been shown that diagnostic categories
such as schizophrenia, SAD, and BAD do not represent
distinct entities but rather reflect areas characterized by
certain psychopathological dimensions and neurobiological
processes, the boundaries of which are probably arbitrary
and are in continuity or overlap with other mental health

|n

illnesses, extending even to the edges of “normal” human
experience and functioning [26, 27].

An analysis of relevant studies using the dimensional
(from “dimension”, degree of severity) model of psychosis
showed that the overwhelming majority of studies (31 out
of 39) also distinguish an affective dimension, or mania,
and depression separately; that is, affective symptoms
should be considered not as an additional, but rather
as the central component of the psychotic state, along
with directly psychotic and negative symptoms [28].
In particular, an analysis of the structure of five groups
of symptoms (disorganized thinking, negative symptomes,
positive symptoms, depression, mania) in a cohort of
1056 inpatients with psychotic disorders revealed that
affective symptoms — rather than negative symptoms or
disorganized thinking — are the most distinguishing features
of the six identified clusters of psychosis symptoms [27].
A study of associations between three categories of psychotic
disorders (schizophrenia, SAD, delusional disorder) and
Positive and Negative Syndrome Scale (PANSS) items showed
no statistically significant differences between schizophrenia
and SAD in terms of negative and positive symptoms, while
manic and depressive symptoms were significantly more
common in SAD, and there was a continuum of affective
disorder severity, with delusional disorder at one pole and
SAD at the other [28].

Instead of the concept of a single psychotic spectrum,
a model of the so-called metaspectrum was proposed,
which includes, in addition to schizophrenia and bipolar,
the SAD spectrum [29]. Each spectrum contains various
nosologically independent units: from personality traits
to clinically complete psychotic syndromes. A three-
dimensional model of the spectrum was proposed.
The SAD spectrum consists of the following elements
(axes):

+ SAD in its traditional description, including its

various subtypes;



Leonhard's cycloid psychosis, confusion psychosis,
including motility psychosis, and anxiety-happiness
psychosis; other atypical psychoses outside of
schizophrenia and affective disorders;

+ a subtype of borderline personality disorder with
a high proportion of psychotic symptoms in the
clinical presentation, which are not sufficient for
diagnosing a psychotic disorder.

DSM-5 estimates the lifetime risk of SAD at 0.3%, which
is 1/3 higher than in schizophrenia [17]. The incidence of
SAD among adult Europeans is 1.1% [6], with “schizomanic”
episodes being more common than “schizodepressive”
episodes during the first hospitalization; however, depressive
episodes are much more common during follow-up than
manic ones [30].

Prodromal states in SAD have been more extensively
researched in the context of depressive SAD, where a longer
prodrome is observed, along with a high prevalence of
perceptual disturbances, such as imperative hallucinations,
suicidal behavior elements, and paranoid personality traits.
Asignificant frequency of psychotic symptoms is associated
with initial diagnoses of non-affective psychotic disorders
in the majority (60.6%) of individuals with a final diagnosis
of depressive SAD [31]. A follow-up study of individuals at
ultra-high risk (UHR) of developing psychosis syndrome,
which is characterized by the presence of individual short-
term psychotic symptoms, showed that 29.9% of individuals
with UHR develop signs of affective disorders within five
years: accordingly, UHR can be considered a prodrome
of not only psychotic, but also affective disorders [32].
Loss of a parent and divorce in the family are more often
associated with an earlier onset of SAD for both sexes.
Women with SAD have more often reported a history of
sexual abuse in childhood or adulthood; and men, stress
associated with work or academic exams [33].

The clinical characteristics of SAD have been studied
mainly in comparison with schizophrenia and affective
disorders. It has been shown that individuals with SAD
experience an earlier disease onset and exhibit higher
levels of psychotic symptoms and depression compared
with control groups, while many characteristics — clinical,
demographic, and psychometric — of SAD map those of
schizophrenia more closely than those of affective disorders
[34]. The Australian National Survey of Psychosis, which

included 1825 patients, found that SAD is characterized
by more delusional symptoms and thought disorders, as
well as depressive and manic episodes, than schizophrenia
[35]. In contrast to bipolar disorder, patients with SAD
exhibited more pronounced current positive symptoms,
delusions, and thought disorders, as well as a lifetime
history of psychotic symptoms, including hallucinations
and delusions, but that they experienced fewer manic
episodes. Compared with patients with schizophrenia,
patients with SAD diagnosed according to DSM-5 criteria
show higher rates of suicidality and comorbid anxiety
disorders, which is important in terms of differential
diagnosis with schizophrenia [1].

The dynamic aspects of SAD have been examined in
several studies. A ten-year follow-up of 2524 adolescents
aged 14-24 years showed that the presence of psychotic
symptoms is associated with a 51% increased risk of
developing two or more manic symptoms and a 15%
increased risk of experiencing depressive symptoms
compared with those who did not present psychotic
symptoms [36]. The opposite is also true: the presence of at
least three depressive and two manic symptoms increases
the likelihood of developing psychotic symptoms by 28%
and 37%, respectively. In another study, during a 15-year
follow-up of 43,495 individuals with unipolar depression,
2.5% of the cases showed a transition to schizophrenia; and
another 1.3%, to SAD, with the diagnosis most often changing
during the first years of observation [37]. Earlier long-term
follow-up studies had shown that 70% of individuals with
SAD may subsequently develop a wide variety of episodes
(schizophrenic, schizodepressive, schizomanic, manic,
depressive, mixed), and the prognosis is similar to that
of affective disorders and is much more favorable than
in individuals with schizophrenia [38].

A prospective observation with an average follow-up
period of 4.47 years of individuals with the first episode
of SAD showed that, 83% of the time, they were in a
morbid state, including subsyndromal manifestations. This
is significantly higher than the same indicator for individuals
with manifest psychotic depression (57.8%) and psychosis
in the context of bipolar disorder type | (45%) [39].

A one-year follow-up study of individuals with SAD
showed that in 31.6% of cases there was at least one,
and in 21.1% of cases — two or more anxiety disorders.
The presence of obsessive-compulsive disorder at the
beginning of observations was associated with a greater
severity of the disease [40], and the comorbid panic disorder



with an earlier (by four years) onset of the disease [41].
In addition, complaints of anxiety by patients with SAD
may indicate a lower level of global functioning in the
future [42]. Comorbid posttraumatic stress disorder and
SAD correlate with a worse outcome, a higher number of
hospitalizations, and relapses in women [33].

Irritability in the structure of affective episodes in SAD
occurs in 27.1% of cases and is associated with a greater
severity of mania, depression, suicidality, and a decrease
in the quality of life. It persists in more than 1/2 of patients
for at least two years, is not associated just with the
severity of the disease, and can resultin a greater number
of symptoms and a more significant decline in social
functioning. This suggests it should be considered an
independent factor contributing to a less favorable disease
prognosis [43].

Neurocognitive and social cognition impairment is common
in psychoses; so, neuropsychological assessment is gradually
being integrated into the assessment of such patients, which
is reflected in the need to assess cognitive functioning in
SAD in DSM-5 and ICD-11[15, 171.

In schizophrenia and SAD, there are common impairments
in the neural processing of repeated emotional scenes,
measured using the evoked potential method, which
is associated with cognitive deficit (emotional processing,
response suppression/amplification), rather than with
affective symptoms [44, 45].

It has been suggested that insufficient inhibitory
behavioral control is associated with symptoms such as
impulsivity, aggression, substance abuse, and reckless
behavior, which is consistent with our current understanding
of the relationship between affective and psychotic disorders
through a general deficit in inhibitory control [46].

Patients with SAD have a lower degree of emotion
recognition impairment than patients with schizophrenia
and a lower overall recognition accuracy of all emotions
compared to healthy individuals. Effect sizes indicate a more
significant deficit in the recognition of negative emotions
associated with threat (fear, anger, disgust) in SAD, which
indicates a dysfunction of the limbic structures [47].

A study of neurocognitive parameters, social cognition,
as well as the brain structures associated with the processing
of social stimuli, using valid test batteries and structural
magnetic resonance imaging, showed that schizophrenia
and SAD are similar in terms of most of the studied

parameters, with the exception of better emotion regulation
in patients with SAD [45], which, according to the authors,
renders the issue of separating these two disorders in
classifications debatable.

Minor differences were found between different subtypes
of SAD and schizophrenia. Thus, patients with the depressive
type of SAD significantly outperformed the group of patients
with schizophrenia in terms of information processing
speed, according to the results of the Trail Making Test
(TMT-A), which allows one to assess human cognitive
abilities, while the group of patients with the bipolar
subtype of SAD did not demonstrate significant differences
from the schizophrenia group in any cognitive dimension.
The obtained data confirm the hypothesis that both types of
SAD are heterogeneous and include patients with different
cognitive and clinical characteristics [48].

Conversely, a meta-analysis of 31 studies involving
individuals with SAD, BAD, and schizophrenia found
that patients with the depressive type of SAD exhibit
neurocognitive impairments that are closer in severity to
those with schizophrenia, while patients with the bipolar
type of SAD show less severe impairments than those with
schizophrenia, but more pronounced impairments than
those with BAD. At the same time, there were no significant
differences in the neurocognitive profile of patients with
the depressive and bipolar subtypes of SAD. Cognitive
impairment increased from BAD to SAD, to schizophrenia.
It has been suggested that combining the SAD subtypes
could complicate our understanding of the relationship
between these three disorders [49].

Comparison of the cognitive status of patients with
paranoid schizophrenia and SAD showed that at the
remission stage, both disorders are characterized by
a decrease in the rate of skill formation and the rate of
mental performance and active attention, but compared
to patients with schizophrenia, patients with SAD show less
pronounced memory and executive function impairment;
perseverative additions during immediate recall were also
statistically significantly more often observed in SAD [50].

In patients with SAD and psychotic bipolar disorder,
functional magnetic resonance imaging revealed increased
randomness of brain signals in the ventromedial prefrontal
cortex, while in SAD and schizophrenia, an increased
chaotic nature of signals in the dorsomedial prefrontal
cortex was noted [51]. Abnormal changes in the areas of



the prefrontal cortex are observed only in patients with
psychosis, but not in their healthy relatives, which, according
to us, allows one to consider this feature as a marker of the
disease, rather than a familial trait, and the relevance of
the biological approach to the classification of psychoses
based on functional neuroimaging data.

Another potential marker is the dynamic functional
connectivity of brain regions. Analysis of indicators in
psychotic BAD, SAD, and schizophrenia allowed us to
establish shared signs of dysfunction compared to healthy
controls, including a decrease in the strength of the
connection between the thalamus and cerebellum and an
increase in the strength binding the postcentral gyrus and
the thalamus. On the other hand, only in the case of SAD
were differences found between the right, middle, and left
inferior frontal gyrus, between the left central sulcus (the
sulcus of Rolando) and the left Heschl's gyrus, between
the left cuneus and the right middle temporal area, and
between the left gyrus rectus and the left cerebellum [52].

In patients with SAD, structural brain abnormalities are
found in various brain regions. Affected gray matter areas
include the midline, the inferior and orbitofrontal structures,
temporal lobes, left parahippocampal, right gyrus rectus,
left fusiform gyrus, and bilateral thalamic nuclei. In the white
matter, abnormalities in patients are primarily observed
in the corpus callosum and corona radiata. Abnormalities
are found predominantly in those brain regions where
they have previously been observed in schizophrenia
and, to some extent, in bipolar disorder [53]. Another
study examined the differences in the shape of the basal
ganglia in SAD and schizophrenia [54]. In particular, internal
deformation on the anterior ventral surface was observed
only in SAD, which may indicate a substrate for affective
disorders, but not schizophrenia. Significant anteroventral
abnormalities in the putamen observed only in SAD suggest
that changes in this region contribute to affective disorders.
These findings are consistent with ventral putamen shape
changes in individuals with untreated major depressive
disorder and BAD and, according to us, may be useful in
improving diagnostic accuracy in SAD. Decreased amygdala
and hippocampus volumes are characteristic of individuals
with schizophrenia, SAD, and bipolar disorder compared
with the healthy population. When comparing diagnoses
and biotypes in the psychosis spectrum in terms of the
volume and shape of the amygdala and hippocampus,
a significant decrease in volume compared with healthy
controls was found in the left amygdala in SAD, while

shape abnormalities in the left and right hippocampus
were observed in both SAD and schizophrenia [55].

Finally, the immune system may play an important
role in the predisposition, occurrence, and progression
of mental disorders. The neutrophil-to-lymphocyte ratio
(NLR), monocyte-to-lymphocyte ratio (MLR), and platelet-to-
lymphocyte ratio (PLR) are innovative, stable, reproducible
routine markers of the systemic immune response [56, 571.
Anincrease in these parameters was noted in individuals
with mood disorders and schizophrenia compared to healthy
controls. NLR and MLR were higher in the schizophrenia
group compared to SAD and can serve to differentiate these
disorders. It has been suggested that in schizophrenia,
in contrast to SAD, there is an innate immune response
as a cause or consequence of microglial activation [58].

In the available literature, only a few publications are
devoted to genetic predisposition to SAD. In particular,
a study of individuals from the Ashkenazi population with
bipolar | disorder, schizophrenia, and SAD showed that
only 6 of 64 candidate genes (DPYSL2, DTNBP1, G30/G72,
GRID1, GRM4, and NOST) are common to schizophrenia
and SAD [61]. On the other hand, in patients with bipolar
disorder with psychotic disorders and schizophrenia, gene
overlap was detected in only two chromosomal regions
(13931 and 22qg12) [59].

Perhaps, in the future, when screening large samples
of individuals with SAD in international genetic projects,
rare copy number variations predisposing to specific
psychotic disorders will be uncovered [60]. However,
with our current knowledge, it is not possible to separate
patients with schizophrenia, BAD, and SAD based solely
on genetic research data.

DISCUSSION

Despite important changes in the ICD-11 and DSM-5 criteria
for SAD, revision of these classifications has not resolved
many of the issues important for clinical practice, and the
concept of SAD remains inadequately defined [61, 62].
During an episode of illness, affective and psychotic
symptoms may fluctuate, and, accordingly, the diagnosis
of SAD may change. For example, the threshold for SAD
may be crossed at some points in time, but not at others.
Achieving greater clarity regarding the relationship between
affective and psychotic symptoms throughout the illness
may require additional information from medical records
and from the persons interacting with the patient, and this



information cannot always be trusted. In addition, in real
life, it may be difficult to determine the onset of an episode
of iliness, and the period between its manifestation and
the seeking of help may be lengthy [63]. Often, it is difficult
to identify the moment when affective symptoms play
a significant role in the clinical presentation due to massive
psychotic symptoms, or medical history information may
be unavailable for various reasons, including information
regarding a psychotic episode in the past [64]. According
to the DSM-5 criteria, a diagnosis of schizophrenia may be
erroneously established in the first case and an affective
episode with psychotic symptoms in the second case.
Also, in the literature on unipolar depression, difficulties
in assessing the severity of a depressive episode are noted
[65]; therefore, the requirement of both classifications
for the presence of moderate to severe depression in
SAD may be difficult to meet in practice. An additional
source of confusion for clinicians is that both ICD-11 and
DSM-5 additionally allow for the description of depressive
symptoms in schizophrenia. In DSM-5, the task is simplified
by the fact that in order to diagnose SAD, it is necessary
to find a history of a psychotic episode without affective
symptoms [17]. In ICD-11, only purely affective symptoms
(low mood and suicidal thoughts) are included in the
classification of depression in schizophrenia, and the
assessment of its severity does not coincide with the
assessment of the severity of a depressive episode in mood
disorders [15].

The views of specialists on SAD often differ from the
criteria outlined in classifications. A survey of 113 clinical
psychologists showed that, in their opinion, SAD is a “less
psychotic” disorder than schizophrenia and “less affective”
than bipolar disorder and unipolar depression, which
is inconsistent with the understanding of SAD as a disease of
lesser severity compared to other psychiatric diseases [30].

Evenin international classifications, there is no consensus
on the specific subtypes of SAD. The ICD-11 recognizes
three subtypes (manic, depressive, and mixed), while
the DSM-IV identifies two (depressive and manic), and
the DSM-5 distinguishes between bipolar and depressive
subtypes. In addition, empirically identified classes of
psychoses within the categorical approach also show poor
correspondence with the diagnostic categories of DSM-5
and ICD-10. On the other hand, the empirical nature of the
identified dimensions of psychoses, including SAD, explain
the heterogeneity of clinical symptoms much better than
the categories of psychoses [66], and an understanding

of psychotic disorder as a “multidimensional syndromic
variation with an unpredictable course and outcome”
with the introduction of a single concept of “psychotic
spectrum” would be generally useful for psychiatry [67],
especially given the fact that combination of schizophrenia
and affective disorders occurs much more frequently than
might be expected on the basis of a random coincidence or
common genetic factors [68]. As we criticize the modern
concept of SAD for its reductionism and the subjectivity of
the preferences of individual clinicians, it is our suggestion
that each patient be evaluated holistically, taking into account
follow-up data, disease course and pathophysiology, and
to identify several discrete forms of these diseases [69].

The study of the cognitive functioning of individuals
with SAD is of significant importance for diagnosis and
prognosis, and its effective management can reduce the
cost of care to such patients both in the short and long
term [48, 70]. Neuroimaging changes explain the similarity
of clinical manifestations of SAD and BAD with psychotic
manifestations on the one hand, and cognitive deficit in
schizophrenia and BAD, on the other. It is noteworthy that
functional and morphological changes in SAD overlap with
both schizophrenia and BAD, the combination of which,
together with its unique features and clinical characteristics,
allows one to situate SAD in the context of the BAD-SAD-
schizophrenia metaspectrum.

The possible limitations of our work are related to the
lack of a unified concept of SAD, the small number of
studies identifying SAD (and particularly its subtypes) in
distinct groups or subgroups, and the small sample sizes
of patients with SAD included in the studies. In some
studies, the differences between the groups resided at
a subclinical level.

CONCLUSION

Despite important changes in the diagnosis of SAD in ICD-11
and DSM-5, many unresolved issues persist as regards this
disorder from the point of view of clinical psychiatry and
neurobiology. There has been some improvement in the
inter-rater reliability of SAD criteria in modern classifications,
but this has not yet led to a clearer understanding among
specialists, while the various subtypes of SAD identified
so far fail to account for the heterogeneity in the clinical
presentation. Apparently, the dimensional approach to the
conceptualization of SAD, according to which the intensity



of psychotic and affective symptoms can fluctuate over
time and they can influence one another, more accurately
reflects the disease's variability. Basic research also does
not support the identification of a distinct cognitive,
neuroimaging, or immunological SAD endophenotype
that differs qualitatively from schizophrenia and affective
psychoses, which, according to some authors, justifies the
use of the SAD category, despite the clinical uncertainty
surrounding this diagnostic header. The conceptualization
of SAD remains incomplete, and new approaches
rooted in neuroscience appear to be needed to better
understand the coexistence of affective and psychotic
symptoms.

Article history

Submitted: 12.02.2024
Accepted: 03.09.2024
Published Online: 27.09.2024

Authors’ contribution: Aleksey Pavlichenko collected,
analyzed, and interpreted the data, wrote the article;
Natalia Petrova made a significant contribution to the
concept development and editing the article; Andrey
Stolyarov collected and analyzed the data, wrote the first
version of the manuscript. All the authors approved the
final version of the article.

Funding: The research was carried out without additional
funding.

Conflict of interest: The authors declare no conflicts
of interest.

For citation:

Pavlichenko AV, Petrova NN, Stolyarov AR. The modern concept
of schizoaffective disorder: a narrative review. Consortium
Psychiatricum. 2024;5(3):CP15513. doi: 10.17816/CP15513

Information about the authors

*Aleksey Viktorovich Pavlichenko, MD, Cand. Sci. (Med.), Associate
Professor, the Department of Mental Health, Faculty of Psychology,
Lomonosov Moscow State University; Chief Specialist, International Scientific
and Educational Center for Neuropsychiatry, Samara State Medical University
under the Ministry of Health of the Russian Federation;

ORCID: https://orcid.org/0000-0003-2742-552X, eLibrary SPIN-code: 8090-5037
E-mail: apavlichenko76@gmail.com

Natalia Nikolaevna Petrova, MD, Dr. Sci. (Med.), Professor, Head of the
Department of Psychiatry and Narcology, Saint Petersburg State University;
ORCID: https://orcid.org/0000-0003-4096-6208, eLibrary SPIN-code: 3341-2372

Andrey Romanovich Stolyarov, 6" year student of Saint Petersburg State
University; ORCID: https://orcid.org/0000-0002-2274-0734,
eLibrary SPIN-code: 9873-4400

*corresponding author

References

1. Seldin K, Armstrong K, Schiff ML, et al. Reducing the Diagnostic
Heterogeneity of Schizoaffective Disorder. Front Psychiatry.
2017,8:18. doi: 10.3389/fpsyt.2017.00018

2. Singh R, Subramaney U. Schizoaffective Disorder in an acute
psychiatric unit: Profile of users and agreement with Operational
Criteria (OPCRIT). S Afr J Psychiatr. 2016;22(1):790.
doi: 10.4102/sajpsychiatry.v22i1.790

3. Peterson DL, Webb CA, Keeley JW, et al. The reliability and clinical
utility of ICD-11 schizoaffective disorder: A field trial. Schizophr
Res. 2019;208:235-241. doi: 10.1016/j.schres.2019.02.011

4.  Freedman R, Lewis DA, Michels R, et al. The initial field trials
of DSM-5: new blooms and old thorns. Am J Psychiatry.
2013;170(1):1-5. doi: 10.1176/appi.ajp.2012.12091189

5. Santelmann H, Franklin J, BuBhoff ], et al. Interrater reliability
of schizoaffective disorder compared with schizophrenia,
bipolar disorder, and unipolar depression - A systematic review
and meta-analysis. Schizophr Res. 2016;176(2-3):357-363.
doi: 10.1016/j.schres.2016.07.012

6. Salamon S, Santelmann H, Franklin J, et al. Test-retest reliability
of the diagnosis of schizoaffective disorder in childhood and
adolescence - A systematic review and meta-analysis. ] Affect
Disord. 2018;230:28-33. doi: 10.1016/j.jad.2017.12.070

7. Mosolov SN, Shafarenko AA, Ushkalova AV, et al. [Misdiagnosis of
Bipolar | disorder among patients with the diagnoses of paranoid
schizophrenia and schizoaffective disorder in Russian Federation].
Sovremennaya terapiya psychicichecheskih rasstroistv.
2014;(3):2-7. Russian.

Kraepelin E. Psychiatrie. 6th ed. Leipzig: J. A. Barth; 1899. 2 Bd.
Kraepelin E. Die Erscheinungsformen des Irreseins. Zeitschrift
flir die gesamte Neurologie und Psychiatrie. 1920;62:1-29.

10. KasaninJ. The acute schizoaffective psychoses. Am J Psychiatry.
1933;90(1):97-126.

1. The ICD-10 Classification of Mental and Behavioural Disorders:
Clinical Descriptions and Diagnostic Guidelines. Geneva: World
Health Organization; 1992. 363 p.

12.  The ICD-10 Classification of Mental and Behavioural Disorders:
Diagnostic criteria for research ICD-10. Geneva: World Health
Organization; 1993. 248 p.

13. Jaspers K. Allgemeine Psychopathologie. Berlin: Springer-Verlag;
1959.748 S.

14. International Classification of Diseases. Ninth Revision. Clinical
Modification. (ICD-9-CM). Geneva: World Health Organization;
1979.

15.  ICD-11 for Mortality and Morbidity Statistics. Chapter 06
[Internet]. [cited 2022 Jan 25]. Available from:
https://icd.who.int/browse11/l-m/en

16. Gaebel W. Status of psychotic disorders in ICD-11.

Schizophr Bull. 2012;38(5):895-898.
doi: 10.1093/schbul/sbs104

17.  American Psychiatric Association. Diagnostic and Statistical
Manual of Mental Disorders. 5th ed. Washington:

American Psychiatric Publishing; 2013. 947 p.
doi: 10.1176/appi.books.9780890425596

Consortium Psychiatricum | 2024 | Volume5 | Issue 3

53



20.

21.

22.

23.

24.

25.

26.

27.

28.

29.

30.

31.

32.

33.

34.

Marneros A, Akiskal HS, editors. The overlap of affective and
schizophrenic spectra. New York: Cambridge University Press;
2006. 299 p.

Maximova NE, Rosman SV, Zhivotov AG. [To question

of neurophysiological bases of schizoaffective disorder

and schizophrenial. Psihiatrija. 2016;(3):22-29. Russian.
https://doi.org/10.30629/2618-6667-2016-71-22-29

Madre M, Canales-Rodriguez EJ, Ortiz-Gil J, et al.
Neuropsychological and neuroimaging underpinnings

of Schizoaffective Disorder: a systematic review. Acta Psychiatr
Scand. 2016;134(1):16-30. doi: 10.1111/acps.12564

Korenev AN. [The clinico-psychopathological differentiation

of schizoaffective psychoses with a predominance of affective
disorders]. Zhurnal nevrologii i psikhiatrii imeni S. S. Korsakova.
1994,;94(6):45-49. Russian.

Bobrov AS, Rozhkova MJu, Rozhkova Nju. [Depressive
schizoaffective disorder (typology and manifest episodes)].
Zhurnal nevrologii i psikhiatrii imeni S. S. Korsakova.
2013;113(3):15-20. Russian.

Panteleeva GP, Bologov PV. [Schizoaffective psychosis: nosological
evaluation and differential diagnosis]. Zhurnal nevrologii

i psikhiatrii imeni S. S. Korsakova. 2008;108(9):4-10. Russian.
Potuzak M, Ravichandran C, Lewandowski KE, et al.

Categorical vs dimensional classifications of psychotic disorders.
Compr Psychiatry. 2012;53(8):1118-1129.

doi: 10.1016/j.comppsych.2012.04.010

Derks EM, Allardyce ], Boks MP, et al. Kraepelin was right: a latent
class analysis of symptom dimensions in patients and controls.
Schizophr Bull. 2012;38(3):495-505. doi: 10.1093/schbul/sbq103
Kingston T, Scully PJ, Browne D), et al. Functional outcome and
service engagement in major depressive disorder with psychotic
features: comparisons with schizophrenia, schizoaffective
disorder and bipolar disorder in a 6-year follow-up of the
Cavan-Monaghan First Episode Psychosis Study (CAMFEPS).
CNS Neurosci Ther. 2018;24(7):633-640. doi: 10.1111/cns.12836
Boks MP, Leask S, Vermunt JK, et al. The structure of psychosis
revisited: the role of mood symptoms. Schizophr Res.
2007;93(1-3):178-85. doi: 10.1016/j.schres.2007.02.017
Mufioz-Negro JE, Ibanez-Casas |, de Portugal E, et al.

A dimensional comparison between delusional disorder,
schizophrenia and schizoaffective disorder. Schizophr Res.
2015;169(1-3):248-254. doi: 10.1016/j.schres.2015.10.039

Gama Marques ], Ouakinin S. Schizophrenia-schizoaffective-
bipolar spectra: An epistemological perspective. CNS Spectrums.
2019;26(3):197-201. doi: 10.1017/s1092852919001408

Webb CA, Keeley JW. Evaluating clinicians’ representations

of schizoaffective disorder. Compr Psychiatry. 2017;74:102-108.
doi: 10.1016/j.comppsych.2017.01.009

Salvatore P, Baldessarini RJ, Khalsa HK, et al. Prodromal
features in first-psychotic episodes of major affective and
schizoaffective disorders. | Affect Disord. 2021;295:1251-1258.
doi: 10.1016/j.jad.2021.08.099

Michel C, Ruhrmann S, Schimmelmann BG, et al. Course

of clinical high-risk states for psychosis beyond conversion.
Eur Arch Psychiatry Clin Neurosci. 2018;268(1):39-48.

doi: 10.1007/s00406-016-0764-8

Vardaxi CCh, Gonda X, Fountoulakis KN. Life events in
schizoaffective disorder: A systematic review. ] Affect Disord.
2018;227:563-570. doi: 10.1016/j.jad.2017.11.076

Pagel T, Baldessarini R, Franklin J, et al. Characteristics of
patients diagnosed with schizoaffective disorder compared

35.

36.

37.

38.

39.

40.

41.

42.

43.

44,

45.

46.

47.

48.

49.

with schizophrenia and bipolar disorder. Bipolar Disord.
2013;15(3):229-239. doi: 10.1111/bdi.12057

Mancuso SG, Morgan VA, Mitchell PB, et al. A comparison

of schizophrenia, schizoaffective disorder, and bipolar

disorder: Results from the Second Australian national

psychosis survey. ] Affect Disord. 2015;172:30-37.

doi: 10.1016/j.jad.2014.09.035

van Rossum |, Dominguez MD, Lieb R, et al. Affective
dysregulation and reality distortion: a 10-year prospective

study of their association and clinical relevance. Schizophr Bull.
2011;37(3):561-571. doi: 10.1093/schbul/sbp101

Baryshnikov I, Sund R, Marttunen M, et al. Diagnostic conversion
from unipolar depression to bipolar disorder, schizophrenia, or
schizoaffective disorder: A nationwide prospective 15-year register
study on 43 495 inpatients. Bipolar Disord. 2020;22(6):582-592.
doi: 10.1111/bdi.12929

Benabarre A, Vieta E, Colom F, et al. Bipolar disorder,
schizoaffective disorder and schizophrenia: epidemiologic, clinical
and prognostic differences. Eur Psychiatry. 2001;16(3):167-172.
doi: 10.1016/50924-9338(01)00559-4

Salvatore P, Khalsa HK, Tohen M, et al. Long-term morbidity

in major affective and schizoaffective disorders following
hospitalization in first psychotic episodes. Acta Psychiatr Scand.
2020;143(1):50-60. doi: 10.1111/acps.13243

Ciapparelli A, Paggini R, Marazziti D, et al. Comorbidity with

axis | anxiety disorders in remitted psychotic patients 1 year
after hospitalization. CNS Spectr. 2007;12(12):913-919.

doi: 10.1017/51092852900015704

Ongtr D, Lin L, Cohen BM. Clinical characteristics influencing
age at onset in psychotic disorders. Compr Psychiatry.
2009;50(1):13-19. doi: 10.1016/j.comppsych.2008.06.002

Goghari VM, Harrow M. Anxiety symptoms across twenty-years
in schizoaffective disorder, bipolar disorder, and major
depressive disorder. Psychiatry Res. 2019;275:310-314.

doi: 10.1016/j.psychres.2019.03.050

Berk L, Hallam KT, Venugopal K, et al. Impact of irritability:

A 2-year observational study of outpatients with bipolar | or
schizoaffective disorder. Bipolar Disord. 2017;19(3):184-197.

doi: 10.1111/bdi.12486

Trotti RL, Abdelmageed S, Parker DA, et al. Neural processing

of repeated emotional scenes in schizophrenia, schizoaffective
disorder, and bipolar disorder. Schizophr Bull. 2021;47(5):1473-1481.
doi: 10.1093/schbul/sbab018

Dehelean L, Romosan AM, Bucatos BO, et al. Social and
neurocognitive deficits in remitted patients with schizophrenia,
schizoaffective and bipolar disorder. Healthcare (Basel).
2021;9(4):365. doi: 10.3390/healthcare9040365

Gotra MY, Hill SK, Gershon ES, et al. Distinguishing patterns of
impairment on inhibitory control and general cognitive ability
among bipolar with and without psychosis, schizophrenia,

and schizoaffective disorder. Schizophr Res. 2020;223:148-157.
doi: 10.1016/j.schres.2020.06.033

Rubin LH, Han J, Coughlin JM, et al. Real-time facial emotion
recognition deficits across the psychosis spectrum: A B-snip study.
Schizophr Res. 2022;243:489-499. doi: 10.1016/j.schres.2021.11.027
Mondragén-Maya A, Flores-Medina Y, Silva-Pereyra J, et al.
Neurocognition in bipolar and depressive schizoaffective
disorder: A comparison with schizophrenia. Neuropsychobiology.
2020;80(1):45-51. doi: 10.1159/000508188

Lynham A, Cleaver SL, Jones IR, et al. A meta-analysis
comparing cognitive function across the mood/psychosis


https://doi.org/10.30629/2618-6667-2016-71-22-29
https://doi.org/10.1111/acps.12564
https://doi.org/10.1016/j.comppsych.2012.04.010
https://doi.org/10.1093/schbul/sbq103
https://doi.org/10.1111/cns.12836
https://doi.org/10.1016/j.schres.2007.02.017
https://doi.org/10.1016/j.schres.2015.10.039
https://doi.org/10.1017/s1092852919001408
https://doi.org/10.1016/j.comppsych.2017.01.009
https://doi.org/10.1016/j.jad.2021.08.099
https://doi.org/10.1007/s00406-016-0764-8
https://doi.org/10.1016/j.jad.2017.11.076
https://doi.org/10.1111/bdi.12057
https://doi.org/10.1016/j.jad.2014.09.035
https://doi.org/10.1093/schbul/sbp101
https://doi.org/10.1111/bdi.12929
https://doi.org/10.1016/s0924-9338(01)00559-4
https://doi.org/10.1111/acps.13243
https://doi.org/10.1017/s1092852900015704
https://doi.org/10.1016/j.comppsych.2008.06.002
https://doi.org/10.1016/j.psychres.2019.03.050
https://doi.org/10.1111/bdi.12486
https://doi.org/10.1093/schbul/sbab018
https://doi.org/10.3390/healthcare9040365
https://doi.org/10.1016/j.schres.2020.06.033
https://doi.org/10.1016/j.schres.2021.11.027
https://doi.org/10.1159/000508188

50.

51.

52.

53.

54.

55.

56.

57.

58.

59.

diagnostic spectrum. Psychol Med. 2022;52(2):323-331.

doi: 10.1017/50033291720002020

Dorofeikova M, Petrova N. [Comparative study of cognitive
functioning of patients with schizoaffective disorder and
schizophrenia]. Obozrenie psihiatrii i medicinskoj psihologii
imeni V. M. Behtereva. 2015(4):56-61. Russian.

Hager B, Yang AC, Brady R, et al. Neural complexity as a potential
translational biomarker for psychosis. ] Affect Disord. 2017;216:89-99.
doi: 10.1016/j.jad.2016.10.016

Du Y, Hao H, Wang S, et al. Identifying commonality and
specificity across psychosis sub-groups via classification based on
features from Dynamic Connectivity Analysis. Neuroimage Clin.
2020;27:102284. doi: 10.1016/}.nicl.2020.102284

Landin-Romero R, Canales-Rodriguez EJ, Kumfor F, et al.
Surface-based brain morphometry and diffusion tensor imaging
in schizoaffective disorder. Aust N Z ] Psychiatry. 2017;51(1):42-54.
doi: 10.1177/0004867416631827

Cobia D, Rich C, Smith MJ, et al. Basal ganglia shape features
differentiate schizoaffective disorder from schizophrenia.
Psychiatry Res Neuroimaging. 2021;317:111352.

doi: 10.1016/j.pscychresns.2021.111352

Guimond S, Gu F, Shannon H, et al. A diagnosis and biotype
comparison across the psychosis spectrum: Investigating volume
and shape amygdala-hippocampal differences from

the B-snip study. Schizophr Bull. 2021;47(6):1706-1717.

doi: 10.1093/schbul/sbab071

Mazza MG, Lucchi S, Rossetti A, et al. Neutrophil-lymphocyte
ratio, monocyte-lymphocyte ratio and platelet-lymphocyte

ratio in non-affective psychosis: A meta-analysis and

systematic review. World J Biol Psychiatry. 2019;21(5):326-338.
doi: 10.1080/15622975.2019.1583371

Mazza MG, Lucchi S, Tringali AG, et al. Neutrophil/lymphocyte
ratio and platelet/lymphocyte ratio in mood disorders: A meta-
analysis. Prog in Neuropsychopharmacol Biol Psychiatry.
2018;84(Pt A):229-236. doi: 10.1016/j.pnpbp.2018.03.012

Mazza MG, Capellazzi M, Tagliabue |, et al. Neutrophil-lymphocyte,
monocyte-lymphocyte and platelet-lymphocyte ratio in
schizoaffective disorder compared to schizophrenia. Gen Hosp
Psychiatry. 2019;61:86-87. doi: 10.1016/j.genhosppsych.2019.06.013
Fallin MD, Lasseter VK, Avramopoulos D, et al. Bipolar | disorder
and schizophrenia: a 440-single-nucleotide polymorphism screen

60.

61.

62.

63.

64.

65.

66.

67.

68.

69.

70.

of 64 candidate genes among Ashkenazi Jewish case-parent trios.
Am ] Hum Genet. 2005;77(6):918-936. doi: 10.1086/497703

Potash JB, Zandi PP, Willour VL et al. Suggestive linkage to
chromosomal regions 13931 and 22q12 in families with psychotic
bipolar disorder. Am ] Psychiatry. 2003;160(4):680-686.

doi: 10.1176/appi.ajp.160.4.680

Golimbet VE, Koren' EV. [Copy number variations in the human
genome — a new page in psychiatric genetics: the collaborative
project PsychCNV's]. Zhurnal nevrologii i psikhiatrii imeni S.

S. Korsakova. 2010;110(1):107-109. Russian.

Shashkova NG, Salnikova LI, Kiryanova EM. [Scizoaffective
disorder: the current state of the issue]. Socialnaya i klinicheskaya
psikhiatriya. 2022;32(3):63-72. Russian.

Pavlichenko AV. [Shizoaffektivnoe rasstroistvo; diagnosticheskie
i terapevticheskie aspekty. Electronic educational module]
[Internet]. 2019 [cited 2024 Jul 9]. Russian. Available from:
https://psychiatr.ru/education/35

Khaustova EA. [Schizoaffective disorder: modern approaches

to diagnosis and therapy]. Psihiatrija, psihoterapija

i klinicheskaja psihologija. 2020;11(1):177-188. Russian.

doi: 10.34883/pi.2020.11.1.017

Maj M, Stein D), Parker G, et al. The clinical characterization

of the adult patient with depression aimed at personalization

of management. World Psychiatry. 2020;19(3):269-293.

doi: 10.1002/wps.20771

Rosenman S, Korten A, Medway J, et al. Dimensional vs.
categorical diagnosis in psychosis. Acta Psychiatr Scand.
2003;107(5):378-384. doi: 10.1034/j.1600-0447.2003.00059.x
Guloksuz S, van Os . The slow death of the concept of
schizophrenia and the painful birth of the psychosis spectrum.
Psychol Med. 2018;48(2):229-244. doi: 10.1017/5S0033291717001775
Maier W. Do schizoaffective disorders exist at all? Acta Psychiatr
Scand. 2006;113(5):369-371. doi: 10.1111/j.1600-0447.2006.00763.x
Snedkov EV, Veraksa AE, Muchnik PY. [Schizoaffective disorder:
the past and the future of hybrid construction].

Obozrenie psihiatrii i medicinskoj psihologii imeni

V. M. Behtereva. 2022;56(2):8-20. Russian.

doi: 10.31363/2313-7053-2022-56-2-8-20

Lopez-Fernandez E, Sole B, Jimenez E, et al. Cognitive Remediation
Interventions in Schizoaffective Disorder: A Systematic Review.
Front Psychiatry. 2018;9:470. doi: 10.3389/fpsyt.2018.00470


https://doi.org/10.1017/S0033291720002020
https://doi.org/10.1016/j.jad.2016.10.016
https://doi.org/10.1016/j.nicl.2020.102284
https://doi.org/10.1177/0004867416631827
https://doi.org/10.1016/j.pscychresns.2021.111352
https://doi.org/10.1093/schbul/sbab071
https://doi.org/10.1080/15622975.2019.1583371
https://doi.org/10.1016/j.pnpbp.2018.03.012
https://doi.org/10.1016/j.genhosppsych.2019.06.013
https://doi.org/10.1086/497703
https://doi.org/10.1176/appi.ajp.160.4.680
https://psychiatr.ru/education/35
https://doi.org/10.34883/pi.2020.11.1.017
https://doi.org/10.1002/wps.20771
https://doi.org/10.1034/j.1600-0447.2003.00059.x
https://doi.org/10.1017/S0033291717001775
https://doi.org/10.1111/j.1600-0447.2006.00763.x
https://doi.org/10.31363/2313-7053-2022-56-2-8-20
https://doi.org/10.3389/fpsyt.2018.00470



