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Diagnosis of Capgras syndrome and illustrative clinical 
cases: a literature review

SUMMARY

Introduction. Capgras syndrome is a psychopathological 
phenomenon. It belongings to the group of delusional misidentification 
syndromes and is characterized by a delusional belief that a close 
person or object has been replaced by an identical double. Although 
the syndrome is rare, it has significant clinical importance due to 
diagnostic challenges and its associations with various psychiatric 
and neurological disorders.
Methods. A literature search was conducted in international scientific 
databases and platforms, including PubMed, ScienceDirect, and 
ResearchGate. The following keywords were used: “Capgras 
syndrome”, “delusional misidentification syndrome”, “delusion of 
doubles”, and “misidentification delusion”.
The search covered publications published between 1923 and 2025. 
Articles published in English describing cases of Capgras syndrome, 
its etiopathogenesis, clinical features, diagnostic aspects, and 
treatment options were included in the analysis.
Based on titles and abstracts, some publications were excluded due to 
not meeting the inclusion criteria. 49 were included in the literature 
review.
Results. The literature analysis showed that Capgras syndrome 
most commonly occurs as a secondary phenomenon in the context 
of psychotic disorders, substance-induced psychosis, traumatic 
brain injury, or neurodegenerative diseases. Clinical presentation is 
highly variable, ranging from isolated delusional beliefs to complex 
psychopathological conditions with hallucinations or behavioral 
disturbances. Diagnosis is mainly based on clinical assessment, as 
there is no unified diagnostic algorithm. Treatment is complex and 
individualized, most commonly involving antipsychotic medications, 
with better outcomes observed in cases of functional etiology.
Conclusions. Capgras syndrome is a heterogeneous condition, 
with clinical presentation and prognosis depending on its etiology. 
Early recognition of the syndrome, comprehensive psychiatric and 
neurological evaluation, and individualized treatment are essential to 
reduce the risk of complications and improve patients’ quality of life.
Keywords: Capgras syndrome, delusional misidentification 
syndromes, diagnosis, psychosis
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SANTRAUKA

Įvadas. Capgraso sindromas yra sutrikusios identifikacijos sindromų 
grupei priklausantis psichopatologinis reiškinys, pasireiškiantis 
kliedesiniu įsitikinimu, kad artimas asmuo ar objektas buvo pakeistas 
identišku antrininku. Nors sindromas yra retas, jis turi reikšmingą 
klinikinę svarbą dėl diagnostikos sudėtingumo ir sąsajų su įvairiais 
psichikos bei neurologiniais sutrikimais.
Tikslas. Pateikti Capgraso sindromo diagnostikos ypatumus ir 
sindromą iliustruojamus klinikinius atvejus.
Metodai. Literatūros paieška buvo atlikta tarptautinėse mokslinėse 
duomenų bazėse ir platformose, įskaitant PubMed, ScienceDirect, 
ResearchGate. Paieškos metu buvo naudojami raktiniai žodžiai: 
“Capgras syndrome”, “delusional misidentification syndrome”, 
“delusion of doubles”, “misidentification delusion”.
Paieška aprėpė publikacijas, paskelbtas 1923–2025 m. Į analizę 
įtraukti anglų kalba publikuoti straipsniai, kuriuose aprašomi 
Capgraso sindromo atvejai, jo etiopatogenezė, klinikiniai požymiai, 
diagnostikos ypatumai ir gydymo galimybės. 
Remiantis straipsnių pavadinimais ir santraukomis, dalis publikacijų 
buvo atmesta dėl neatitikimo įtraukimo kriterijams. Iš viso į literatūros 
apžvalgą buvo įtraukti 49 darbai. 
Rezultatai. Literatūros analizė parodė, kad Capgraso sindromas 
dažniausiai pasireiškia kaip antrinis reiškinys psichozinių sutrikimų, 
psichoaktyvių medžiagų sukeltos psichozės, galvos smegenų 
traumų ar neurodegeneracinių ligų kontekste. Klinikinė raiška 
yra įvairi – nuo izoliuotų kliedesinių įsitikinimų iki kompleksinių 
psichopatologinių būklių su haliucinacijomis ar elgesio sutrikimais. 
Diagnostika daugiausia grindžiama klinikiniu vertinimu, nes nėra 
vieningo diagnostinio algoritmo. Gydymas yra kompleksinis ir 
individualizuotas, dažniausiai taikant antipsichozinius vaistus, o 
geresni rezultatai stebimi funkcinės kilmės atvejais.
Išvados. Capgraso sindromas yra heterogeniška būklė, kurios klinikinė 
raiška ir prognozė priklauso nuo etiologijos. Ankstyvas sindromo 
atpažinimas, išsamus psichiatrinis ir neurologinis įvertinimas bei 
individualizuotas gydymas yra būtini siekiant sumažinti komplikacijų 
riziką ir pagerinti pacientų gyvenimo kokybę.
Raktažodžiai: Capgraso sindromas, sutrikusios identifikacijos 
sindromai, diagnostika, psichozė
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INTRODUCTION

“You look exactly like my husband, but I know you are 
not him – you are his double.” These words illustrate one of 
the most intriguing phenomena in psychiatry – delusional 
misidentification syndromes (DMS). This rare but clinically 
significant group of psychiatric disorders is characterized by 
distorted recognition of people, places, or objects [1].

 One of the most well-known conditions within this group 
is Capgras syndrome. It is defined by a delusional belief that 
a close person has been replaced by an identical impostor [2]
Cases have also been described in which patients believe that 
not only people but also their homes or pets have been replaced 
by an imposter [3,4]. The course of these delusions may vary. 
They can be transient, recurrent, or persistent, depending on 
the underlying disorder and comorbid conditions [5].

Other disorders classified as delusional misidentification 
syndromes include Fregoli delusion, intermetamorphosis, and 
subjective doubles [5]. Capgras syndrome was first described 
in the early 20th century by the French psychiatrist Jean 
Marie Joseph Capgras (1873–1950) together with Reboul-
Lachaux in their work “L’illusion des sosies” (“The Illusion 
of Doubles”). The publication recounts the tragic case of 
Madame de Rio Branco, who, after the death of four children, 
became convinced that her only surviving daughter had been 
abducted and replaced by an identical double. Over time, the 
delusion expanded to include her husband, physicians, police 
officers, and eventually, according to the patient, herself [6].

A key feature of Capgras syndrome is the patient’s firm 
belief that a familiar person or even the patient themselves has 
been replaced by an identical impostor. This occurs despite 
preserved consciousness and often intact cognitive functioning 
[7]. Patients frequently exhibit mistrust toward others. In some 
cases, this may progress to hostility or aggressive behavior [8]. 
Research suggests that these disorders may be associated with 
impairments in short-term memory and cognitive information 
processing [9].

Due to its rarity, Capgras syndrome is often unrecognized 
or is diagnosed late. Its symptoms may be misattributed to 
schizophrenia spectrum disorders, various forms of dementia, 
or organic brain pathology [3,10]. The aim of this paper is to 
discuss diagnostic features of Capgras syndrome and present 
illustrative clinical cases.

MATERIALS AND METHODS

A literature search was conducted using international 
scientific databases and platforms, including PubMed, 
ScienceDirect, and ResearchGate. The search terms used 
were “Capgras syndrome” and “delusional misidentification 
syndromes”. 

Articles were included if they were published in English, 
focused on Capgras syndrome or delusional misidentification 
syndromes, and provided relevant clinical, diagnostic, or 
therapeutic information. Case reports, case series, review 
articles, and observational studies were included.

Articles were excluded if they were not directly related 
to the topic, lacked full-text availability, or did not provide 
sufficient clinical or diagnostic data.

The selection process was performed in several stages. 
First, titles and abstracts were screened for relevance. 
Subsequently, full-text articles were assessed for eligibility 

based on predefined inclusion and exclusion criteria. A total 
of 46 articles published between 1923 and 2025 were included 
in this literature review.

Etiology and Epidemiology
Capgras syndrome is a complex condition that may 

occur in the context of various psychiatric and neurological 
disorders. For this reason, its epidemiological prevalence 
remains difficult to determine [11–13]. In most cases, it 
is described as a secondary phenomenon accompanying 
other psychiatric or organic disorders. The lack of a unified 
diagnostic framework further complicates comparisons across 
studies [14].

Available data suggest that Capgras syndrome occurs more 
frequently in the context of functional psychiatric disorders 
(60–75% of cases), although a significant proportion of cases 
is also associated with structural or neurodegenerative brain 
pathology (25–40%) [15]. Due to its etiological diversity, 
the prevalence of the syndrome in the general population is 
considered very low, approximately 0.12%. In psychiatric 
inpatient settings, however, reported  prevalence rates are 
higher, ranging from 1.3% to 4.1% [16,17]. 

Recent studies suggest that Capgras syndrome may be 
more common in the early stages of psychosis and may present 
during the first psychotic episode [18,19]. The syndrome 
may affect individuals of any age. In younger patients, it 
is more commonly associated with psychotic disorders, 
whereas in older individuals it is more frequently linked to 
neurodegenerative or cerebrovascular diseases [3,10].

 In the context of organic pathology, Capgras syndrome 
is most commonly reported in patients with Lewy body 
dementia, frontotemporal dementia, and Alzheimer’s disease 
[12,20]. Overall, the syndrome is considered a clinical 
phenomenon that may involve both functional and organic 
mechanisms. Approximately 56% of cases are of functional 
origin, 43% organic, and the remainder are classified as mixed 
or unspecified [21]. 

Current models suggest that Capgras syndrome arises 
from impaired communication between facial recognition 
systems and emotion-processing neural networks, coupled 
with deficits in cognitive functions responsible for assessing 
reality [22–26]. The etiological and clinical heterogeneity 
of the syndrome necessitates thorough psychiatric and 
neurological assessment in clinical practice.

DIAGNOSIS

Capgras syndrome presents with a wide range of  clinical 
manifestations, and its onset and course are largely dependent 
on the underlying pathology. Reported cases demonstrate that 
the disorder may occur in both young patients with psychotic 
disorders and elderly individuals with organic brain lesions or 
neurodegenerative diseases [16,27].

Despite attempts to systematize diagnostic approaches, 
there is currently no universally accepted diagnostic algorithm 
for Capgras syndrome. One proposed framework suggests 
combining clinical history with neuroimaging, toxicological 
testing, and longitudinal observation [28]. In everyday 
practice, however, diagnosis is primarily based on the core 
symptom: a fixed, argument-resistant belief that a familiar 
person has been replaced by an identical impostor.

 This delusion most often targets close family members 



particularly spouses, children, or parents and persists 
despite contradictory evidence [29, 30]. According to DSM-
5 classification, such symptoms fall within the spectrum of 
psychotic disorders and may occur in individuals without 
prior psychiatric history [31].

The course of the syndrome varies depending on its 
etiology. In some cases, particularly when the underlying 
condition is well controlled, symptoms may resolve. In 
contrast, in progressive neurodegenerative diseases or 
chronic psychotic disorders, CS often becomes persistent and 
treatment-resistant, with possible relapses [32].

The absence of clear diagnostic criteria, combined with 
diverse symptomatology, contributes to delayed recognition. 
Clinical presentation may range from isolated delusional 
beliefs to complex psychopathological states involving 
dissociation, hallucinations or behavioral changes. Although 
aggressive behavior is relatively uncommon, it remains 
clinically significant due to potential safety risks [16].

Capgras syndrome is particularly challenging in cases 
associated with organic pathology. In such cases, symptoms 
may develop gradually and appear long after a traumatic 
brain injury or neurological event [3,33].  Delusions may 
be overshadowed by other symptoms, such as cognitive 
impairment or apathy, and may therefore be misinterpretation 
as delirium [15,16]. Studies indicate that in these cases 
delusions are frequently transient, with diagnosis occurring 
several months after the precipitating event [3].

Symptom onset often coincides with significant clinical 
events, such as acute psychotic episodes or progression 
of neurological disease. The course may vary from brief 
episodes to chronic, recurrent delusional thinking [10]. 
The relationship with the perceived impostor is usually 
negative and may intensify over time, occasionally leading to 
aggression [34]. However, in some cases, patients maintain 
a positive relationship, believing the impostor to be a better 
version of the original person [35].

Functional forms of Capgras syndrome are more often 
associated with complex psychopathological features, 
including auditory hallucinations, aggressive behavior, or other 
misidentification syndromes (Fregoli, intermetamorphosis, 
subjective doubles),whereas organic forms more commonly 
involve visual hallucinations. Although these associations 
should not be considered as a diagnostic criteria, as mixed 
presentations are common [16].

Some studies have explored potential biological markers 
of Capgras syndrome, including platelet monoamine oxidase 
(MAO) activity. Reduced MAO activity has been reported in 
certain  psychiatric disorders. It was hypothesized that this 
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parameter might have diagnostic value, particularly during 
a first psychotic episode. However, subsequent studies 
found no significant differences between patients with 
Capgras syndrome, patients with schizophrenia, and healthy 
individuals. Therefore, the clinical utility of this marker 
remains limited [11].

In clinical practice, the psychopathology of Capgras 
syndrome is often described using the concepts of negative 
and positive double symptoms. The negative double symptom 
is characterized by the belief that close relatives are impostors 
attempting to deceive the patient. These beliefs are typically 
justified by perceived minor changes in behavior or appearance 
[36].

Differential diagnosis is also important. Capgras syndrome 
must be distinguished from conditions such as delusion of 
subjective doubles and prosopagnosia. In subjective doubles, 
the patient is convinced in the existence of their own  double 
with a separate identity [37, 38]. In contrast, prosopagnosia 
involves impaired facial recognition due to brain damage, 
although emotional responses to familiar faces may remain 
intact [39, 40]. Capgras syndrome has therefore been described 
as a “mirror image” of prosopagnosia, where recognition is 
preserved but emotional response is disrupted [41].

Given these diagnostic challenges, comprehensive clinical 
assessment remains essential. This should include psychiatric 
evaluation, neurological examination, and, when necessary, 
additional investigations. The following section presents and 
discusses clinical cases of Capgras syndrome, illustrating both 
functional and organic etiologies.

One case described in the literature involves a 23-year-old 
woman with no prior psychiatric history. She presented with 
acute anxiety, paranoia, and delusions following intensive 
use of multiple psychoactive substances (methamphetamine, 
marijuana, cocaine, and MDMA). The patient believed that 
her family members were impostors and experienced auditory 
hallucinations. A diagnosis of substance – induced Capgras 
syndrome was established based on clinical evaluation, 
psychiatric consultation, and a detailed medical history [28].

Treatment with aripiprazole and escitalopram resulted 
in a reduction in delusional intensity and overall clinical 
improvement. This case highlights that Capgras syndrome 
may occur not only in primary psychotic disorders, but also in 
the context of substance – induced psychosis [28].

Another case describes a 75-year-old man previously 
diagnosed with Lewy body dementia. He developed a 
delusional belief that his wife had been replaced by one 
or more identical impostors. The diagnosis was based on 
psychiatric evaluation and neurological history, considering 

Category Key findings
Etiology  Functional (psychotic disorders) organic (neurogenerative diseases, TBI), mixed

Epidemiology Rare; higher prevalence in psychiatric settings 
Clinical presentation Delusional misidentification, hallucinations, variety of symptoms

Diagnosis Based on clinical assessment; no standardized algorithm
Differential diagnosis Prosopagnosia, subjective doubles, other DMS

Treatment Antipsychotics, multidisciplinary, individualized
Prognosis Depends on etiology; better in functional cases

Table 1. Main clinical and diagnostic characteristics of Capgras syndrome

Reviews
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Table 2. Summary of representative clinical cases of Capgras syndrome

progressive cognitive decline. 
Unlike typical cases, this patient did not exhibit fear or 

hostility toward the wife. Instead, he maintained a positive 
and affectionate attitude. Delusions resolved spontaneously 
as dementia progressed, and no antipsychotic treatment 
was initiated. This case illustrates that Capgras syndrome 
may manifest in neurodegenerative diseases without cold or 
aggressive behavior [20].

The final case involves a 52-year-old man who presented 
with one week of aggressive behavior and a firm belief that 
his wife had been replaced by a double. His medical history 
revealed a severe traumatic brain injury two months earlier, 
resulting in loss of vision in the right eye. The clinical picture 
included visual and auditory hallucinations, disorientation, 
memory and attention deficits, and anosognosia. Brain MRI 
revealed bilateral frontal lobe damage and right globe post-
traumatic enucleation [2].

The patient was diagnosed with trauma-induced psychotic 
disorder with Capgras syndrome. Treatment with haloperidol 
and valproate led to a reduction in delusional intensity and 
aggressive behavior. Although the delusion resolved, mild 
anxiety persisted. This case demonstrates the role of structural 
brain damage in the development of Capgras syndrome [2].

TREATMENT

The treatment of Capgras syndrome remains challenging. 
This is due to the rarity of the condition, its clinical variety, and 
the frequent presence of psychiatric or neurological disorders. 
Currently, there are no standardized treatment guidelines [14]. 

In clinical practice, a comprehensive approach is typically 
used. It includes pharmacological treatment, psychosocial 
interventions, and management of the underlying disorder. 
Antipsychotic medications are considered the main 
treatment option. Depending on the clinical presentation 
antidepressants, benzodiazepines, or antiepileptic drugs may 
also be prescribed. Treatment response largely depends on the 
underlying etiology. Better outcomes are generally observed 
in functionally based cases, whereas organic forms are often 
more treatment-resistant [42–44].

An essential component of management is the 
establishment of a safe therapeutic environment, avoiding 
direct confrontation of delusional beliefs, which may 
exacerbate anxiety or provoke aggressive behavior [45]. 
Psychotherapeutic interventions, particularly when combined 
with pharmacotherapy, may help reduce illness-related stress 
and improve overall functioning [11,35]. 

Case Age/Sex Etiology Main symptoms Treatment Outcome
Case 1 23F Substance induced psychosis Delusions, hallucinations Aripiprazole and 

escitalopram
Improvement

Case 2 75M Lewy body dementia Misidentification, no hostility No treatment Spontaneous resolution 
Case 3 52M Traumatic brain injury Delusions, aggression, 

hallucinations
haloperidol and 

valproate
Partial improvement

Taken together, these clinical cases demonstrate several shared features of Capgras syndrome, including a fixed delusional belief involving a 
familiar person and the presence of psychotic symptoms such as hallucinations or behavioral disturbances. At the same time, they highlight 
considerable variability in etiology, age of onset, emotional response toward the perceived impostor, and treatment outcomes. These findings 
support the need for individualized diagnostic evaluation and management, depending on the underlying condition.

In cases involving severe psychosis, aggressive behavior, or 
increased suicide risk, hospitalization may be necessary. More 
intensive treatment strategies, including electroconvulsive 
therapy, should be considered when indicated [34,46].

DISCUSSION

Capgras syndrome remains a diagnostically challenging 
condition due to its heterogeneous clinical presentation 
and diverse etiological background. Based on the 
reviewed literature, the syndrome is better understood as a 
psychopathological phenomenon that may arise in different 
psychiatric and neurological contexts, rather than as a distinct 
diagnostic entity [3,10,21].

One of the main limitations of the available literature is the 
predominance of case reports and small case series. Although 
these studies provide valuable insights into the clinical 
presentation of Capgras syndrome, they limit the ability 
to generalize findings, particularly in terms of prevalence, 
prognosis, and treatment effectiveness. In addition, differences 
in diagnostic approaches and terminology across studies 
complicate comparison of results and contribute to variability 
in reported findings [14,18].

The literature suggests certain differences between 
functional and organic forms of Capgras syndrome. Functional 
cases, most often associated with psychotic disorders, 
tend to present with more complex delusional systems and 
are frequently accompanied by auditory hallucinations or 
behavioral disturbances. In contrast, organic forms are more 
commonly linked to neurodegenerative diseases, traumatic 
brain injury, or structural brain lesions, and are often associated 
with cognitive impairment and visual hallucinations [3,12,16]. 
However, this distinction is not absolute, and mixed clinical 
presentations are common [16].

The clinical cases presented in this paper further illustrate 
the variability of Capgras syndrome across different clinical 
contexts. Despite differences in age, underlying pathology, 
and symptom expression, all cases shared a core feature – 
a fixed delusional belief involving misidentification of a 
familiar person. At the same time, emotional responses toward 
the perceived impostor varied considerably, ranging from 
hostility to preserved or even positive emotional attachment 
[20]. These findings highlight the importance of individualized 
clinical assessment.

Another important challenge is the lack of standardized 
diagnostic criteria. In clinical practice, diagnosis is primarily 
based on clinical evaluation and phenomenological assessment 
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rather than objective markers [28]. Although neuroimaging 
and other investigations may support diagnostic clarification, 
their role remains complementary. This contributes to delayed 
recognition and possible misdiagnosis, especially in cases 
associated with organic pathology [3,33].

From a therapeutic perspective, treatment outcomes 
appear to depend largely on the underlying etiology. Functional 
cases may respond more favorably to antipsychotic treatment, 
whereas organic forms are often more resistant and require a 
broader multidisciplinary approach [42–44]. The absence of 
standardized treatment guidelines reflects both the rarity of 
the syndrome and its clinical heterogeneity [14].

Overall, the findings of this review emphasize the need for 
more consistent diagnostic approaches and further research 
into the mechanisms underlying Capgras syndrome. A better 
understanding of its neurobiological and psychological 

aspects may improve both diagnostic accuracy and treatment 
strategies.

CONCLUSIONS

Capgras syndrome is a rare and heterogeneous condition 
belonging to the group of delusional misidentification 
syndromes. It may occur in both psychiatric and neurological 
contexts, with manifestations depending on the underlying 
etiology.

Diagnosis remains challenging due to a variety 
of symptoms and frequent comorbidities, requiring 
comprehensive psychiatric and neurological assessment.

Treatment should be individualized and multidisciplinary, 
focusing on the underlying disorder and symptom management. 
Early recognition and appropriate intervention may improve 
patient outcomes and reduce the risk of complications.
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