
INTRODUCTION  

Schizophrenia is a serious mental disorder marked 
by psychosis and significant disability (1). Genetic 
and environmental aspects (2)  and immune 
responses (3) are believed to play a significant role 
in the development of schizophrenia. (3) 

Vasculitis encompasses a diverse group of disor-
ders characterized by inflammation of blood vessel 
walls. As the index case had a pediatric onset, it is 
important to note that epidemiological data on 
childhood vasculitis remains limited and insuffi-
ciently defined (4). Immunoglobulin A vasculitis 
(IgAV) formerly Henoch Schönlein Purpura 
(HSP) is an IgA-mediated autoimmune vasculitis 
that impacts multiple organs (5).  

Increasing evidence of immune involvement in 
schizophrenia has prompted research on its links to 

autoimmune diseases and infections (6,7). 
Evidence from cerebrospinal fluid analyses indi-
cates an association between blood-brain barrier 
(BBB) impairment and psychosis (8). Circulating 
autoantibodies are enabled to penetrate the da-
maged BBB and influence the central nervous sys-
tem (7). The immune system's broader role in 
antipsychotic treatment response is key research. 
Medications like clozapine (for treatment-resistant 
schizophrenia) are linked to lower serum 
immunoglobulin levels (6). The dysregulation of 
immune-related genes plays a significant role in 
schizophrenia (9,10).   

Although studies link autoimmune diseases like 
vasculitis to schizophrenia (11–13), the potential 
correlation with IgAV has not been specifically 
examined. Our study aims to explore this possible 
relationship.  
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SUMMARY  

This case report describes a 41-year-old woman with a history of childhood immunoglobulin A vasculitis and adult-
onset schizophrenia, to the best of our knowledge, representing the first clinical observation suggesting a potential 
link between these conditions. Although current serological evaluations showed no active vasculitis, the case highlights 
a possible association, in line with research indicating an increased risk of schizophrenia in individuals with autoim-
mune disorders, including vasculitis. Mechanistically, immunoglobulin A vasculitis could hypothetically influence neu-
roimmune processes through transient effects on the blood-brain barrier or microvascular function, potentially con-
tributing to pathways relevant to psychosis. Certain antipsychotic treatments are also known to interact with immune 
responses, supporting the rationale for further investigation. While causality cannot be inferred from a single case, this 
report underscores the importance of exploring immunoglobulin A vasculitis as a factor in schizophrenia pathogenesis 
and encourages longitudinal and mechanistic studies to better understand the potential neuroimmune mechanisms 
involved. 

Key words: Schizophrenia, immunoglobulin A, IgA vasculitis, autoimmune diseases, mental disorders, blood-brain bar-
rier

Erdem Tuzun1, Eda Uzun2, Fatma Sagir3 
1Prof., Department of Neuroscience, Aziz Sancar Institute of Experimental Medicine, Istanbul University, Istanbul, Turkey 
https://orcid.org/0000-0002-4483-0394 
2M.D., Bakirkoy Mazhar Osman Training and Research Hospital for Psychiatry, Neurology and Neurosurgery, Istanbul, Turkey   
https://orcid.org/0000-0002-7446-5367 
3Res.Assis., Department of Molecular Biology and Genetics, İstanbul Medeniyet University, İstanbul, Turkey https://orcid.org/0000-0002-
4086-8459

DOI: 10.5505/kpd.2026.09634 

Cite this article as: Tuzun E, Uzun E, Sagir F. Possible association between immunoglobulin a vasculitis and the development of 

schizophrenia: A case study. Turkish J Clin Psych 2026; 29:63-67 

The arrival date of article: 28.07.2025, Acceptance date publication: 28.11.2025 

Turkish J Clinical Psychiatry 2026;29:63-67 

Turkish Journal of Clinical Psychiatry

This work is licensed under Creative Commons  
Attribution-NonCommercial NonDerivatives 
International License



Turkish J Clinical Psychiatry 2026;29:63-67

Tuzun E, Uzun E, Sagir F.

64

 

CASE REPORT 

We present a case of a 41-year-old single woman 
with a high school education, no employment histo-
ry, and a diagnosis of schizophrenia. She lives with 
her family and has been under regular psychiatric 
follow-up. Premorbid irritability and poor social 
adjustment were noted.  Her first psychotic symp-
toms appeared at age 16, including persecutory and 
referential delusions, social withdrawal, and self-
neglect, which persisted for two years. She has no 
history of hospitalization, suicide attempts, or sub-
stance use, and no family history of psychiatric ill-
ness. 

The patient meets the diagnostic criteria for 
schizophrenia according to the DSM-5 (Diagnostic 
and Statistical Manual of Mental Disorders, 5th 
edition). Current Positive and Negative Syndrome 
Scale positive, negative, and total scores were 9, 16, 
and 52, respectively. Global Assessment Scale 
score was 60. She maintains basic self-care, shows 
restricted affect with euthymic mood, and has goal-
directed thoughts. While some referential ideation 
persists, no active delusions or hallucinations were 
noted. Insight is partial. She continues to live with 
family support. She was initially treated with 
risperidone but experienced partial symptom con-
trol and poor adherence to adjunctive treatments. 
Olanzapine was discontinued due to side effects. A 
combination of risperidone 8 mg/day and quetia-
pine XR 150 mg/day has since provided clinical sta-
bility. Despite occasional subthreshold symptom 
increases, the patient has not experienced a signifi-
cant relapse or required hospitalization since the 
initial psychotic episode. 

The patient has a significant medical history, 
including a diagnosis of HSP at age 7, which was 
found incidentally after purpuric lesions appeared 
on her hips. She was admitted for three weeks of 
inpatient care, resulting in full remission. Since 
then, there have been no recurrences of similar 
symptoms, and no other major illnesses have been 
reported during her childhood. About two years 
ago, she was diagnosed with Hashimoto’s thyroidi-
tis and is currently under regular follow-up and 

treatment with levothyroxine.  

 Physical examination revealed a BMI of 38.1 kg/m² 
(Class II obesity). Orientation and cooperation 
were intact. Vital signs were normal, and systemic 
examinations of cardiovascular, respiratory, 
abdominal, and dermatological systems were unre-
markable. 

The neurological exam showed intact cranial nerve 
functions. Muscle strength was normal in all 
extremities, with no focal neurological issues 
found. Sensory testing also showed normal results. 
Deep tendon reflexes were normal and symmetri-
cal. Cerebellar assessments, specifically the finger-
to-nose and heel-to-shin tests, were conducted and 
yielded no abnormalities in performance. Gait 
appeared normal. 

Initial neuroimaging (cranial MRI and cervical-cra-
nial angiography, 2017) showed no evidence of 
parenchymal, atrophic, or vascular pathology. 
Routine laboratory tests, including complete blood 
count, fasting blood glucose, lipid profile, elec-
trolytes, renal and liver function tests, were within 
normal limits.  

Although the patient currently reports no symp-
toms suggestive of vasculitis, a vasculitis panel was 
conducted to investigate potential autoimmune or 
inflammatory conditions. The results were negative 
(Table 1). Comprehensive serologic testing showed 
no evidence of vasculitis, with negative anti-neu-
trophil cytoplasmic antibodies (ANCA), including 
both myeloperoxidase (MPO) and proteinase 3 
(PR3) subtypes, effectively ruling out ANCA-asso-
ciated vasculitides such as granulomatosis with 
polyangiitis and microscopic polyangiitis. Negative 
antinuclear antibody (ANA) and anti-double-
stranded DNA (anti-dsDNA) results argue against 
systemic lupus erythematosus (SLE)-related vas-
culitis. Complement levels revealed normal C3 and 
low-normal C4, indicating no significant comple-
ment consumption suggestive of immune complex-
mediated vasculitis. The erythrocyte sedimentation 
rate (ESR) was within normal limits, and although 
D-dimer was mildly elevated, this finding is non-
specific in the absence of supporting clinical fea-
tures. Finally, a comprehensive antiphospholipid 
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antibody panel was negative, providing no evidence 
for antiphospholipid syndrome (APS) as a poten-
tial vasculitis mimic. 

DISCUSSION 

This study aimed to explore the underlying mecha-
nisms of schizophrenia, offering new insights that 
may enhance our understanding of this complex 
disorder. Growing evidence suggests that immune 
dysregulation, particularly in autoimmune condi-
tions, may play a role in schizophrenia’s pathogen-
esis. This case report adds to the growing body of 
observations suggesting a possible association 
between schizophrenia and immune system dys-
function, particularly in the context of autoimmune 
vasculitis such as IgAV. 

A Danish population study (N=7,704) of 
schizophrenia cases diagnosed between 1981-1998 
revealed a 45% increased risk of schizophrenia 
among individuals with any autoimmune disorder, 
suggesting broader autoimmune associations (11). 
Another study from the National Health Insurance 
Research Database included a total of 118,921 par-
ticipants (10,811 schizophrenia; 108,110 control) 
shows that there is a significant positive association 
between hypersensitivity vasculitis and schizophre-
nia with an ODD ratio of five (12). A follow-up 
study using the same database of 64,817 patients 
with autoimmune diseases and an equal number of 
age-matched controls investigated the association 
between autoimmune diseases and the develop-
ment of schizophrenia. Over a maximum follow-up 

period of 10 years, autoimmune vasculitis (pol-
yarteritis nodosa, hypersensitivity angiitis, 
Wegener's granulomatosis, giant cell arteritis, 
thromboangiitis obliterans, Takayasu's disease, 
acute febrile mucocutaneous lymph node syn-
drome, Behçet's syndrome) was linked to a signifi-
cantly elevated risk of schizophrenia development 
in individuals with autoimmune diseases in the 
study (13).  

Several recent case reports illustrate the clinical 
intersection of psychosis and autoimmune vasculi-
tis. Gasparinho et al. reported a 42-year-old man 
with no prior psychiatric history who presented 
with a first manic episode with psychotic symptoms; 
subsequent work-up revealed ANCA-negative 
granulomatosis with polyangiitis (GPA) with cen-
tral nervous system involvement. 
Immunosuppressive therapy achieved complete 
remission of psychiatric symptoms within one year. 
(14). Another report by Castle et al. detailed a 29-
year-old male with schizophrenia who was ulti-
mately diagnosed with c-ANCA-positive GPA ini-
tially presenting at the petrous apex (15), and 
Latvala et al. reported giant cell arteritis presenting 
with manic-psychotic symptoms (16), highlighting 
the diagnostic challenges and potential delays in 
autoimmune detection in psychiatric patients. 

While aforementioned autoimmune diseases are 
associated with an increased risk of schizophrenia, 
the timing of immune events appears to be crucial. 
Compelling evidence shows a longitudinal dose-
response association between childhood IL-6 levels 
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and future risk for depression and psychosis (17), 
coupled with elevated adolescent CRP predicting 
adult schizophrenia (18). However, the impact of 
specific entities like IgA vasculitides remains a gap 
this case aims to address. Though our patient 
lacked acute neurologic symptoms du-ring IgAV, 
retrospective studies suggest that headache and 
behavioral changes (31% of cases) may signify sub-
tle CNS involvement. (19). Indeed, our patient 
showed premorbid irritability and poor social 
adjustment during school years, features often 
linked to EEG abnormalities and transient neu-
rovascular dysfunction (19,20).  In our patient, sub-
clinical inflammation from IgAV may have caused 
lasting blood–brain barrier disruption, faci-litating 
neuroimmune mechanisms in schizophrenia. EEG, 
neurocognitive, and CSF assessments were not per-
formed, representing a study limitation; future 
reports should include these. Although diagnosed 
with Hashimoto’s thyroiditis two years ago, data on 
initial thyroid tests are lacking, but no psychotic 
episodes occurred before this diagnosis.  

The deposition of IgA1-containing immune com-
plexes in vessel walls is a key pathogenic event that 
promotes the development of IgAV (21). One 
study suggests that IgA antibodies may cross-react 
with host cardiolipin- a mitochondrial phospholipid 
(22), with increased levels of anticardiolipin anti-
bodies also reported in patients’ serum with 
schizophrenia (23), leading to the formation of 
immune complexes that contribute to vascular 
injury (24). Moreover, complement activation has 
been shown to mediate microvascular injury in 
IgAV and IgA nephropathy, supporting a mecha-
nism by which IgA-containing immune complexes 
induce endothelial damage (25). Nailfold videocap-
illaroscopy has shown significant microvascular 
abnormalities, including architectural disarrange-
ment and edema, during acute IgAV, with capillary 
edema persisting at 6-month follow-up despite 
symptom resolution (26). Analogous processes in 
childhood IgAV could transiently affect cerebral 
microvasculature, potentially disrupting the blood-
brain barrier and priming long-term neuroimmune 
effects relevant to psychosis.  

The nine-year gap between IgAV onset and psy-
chosis suggests possible coincidence or shared 
genetic–immune risks that cannot be excluded. 
Yet, the case meets several of Hill’s causality crite-

ria: the immune event preceded psychosis, IgAV’s 
inflammation could affect neurodevelopment, and 
the link aligns with epidemiological evidence. 
Though causation remains unproven, this case pro-
poses that childhood IgAV may increase 
schizophrenia risk, warranting further longitudinal 
and mechanistic studies.  

Another case study correlated IgAV and 
methylphenidate (27), a stimulant that increases 
dopamine release (28). These findings suggest a 
potential metabolic pathway linking IgAV to psy-
chosis, possibly mediated by blood-brain barrier 
disruption and subsequent neuroinflammation 
(29).   

 Patient's D-dimer elevation is unlikely due to inac-
tive childhood IgAV. The elevation may instead be 
explained by schizophrenia, referencing Geng et al. 
who reported elevated D-dimer in this disorder 
(30).   

This case may be among the first to suggest a link 
between IgAV and schizophrenia, supported by 
biological plausibility and prior evidence on 
immune-related psychosis. However, as a single 
report with recall bias and unmeasured variables, it 
cannot confirm causality. The proposed mecha-
nism of autoantibody passage across a damaged 
blood–brain barrier is limited by unmeasured fac-
tors such as exposure duration, antibody levels, and 
individual susceptibility. Larger epidemiological 
and molecular studies are needed to validate these 
findings. If confirmed, this link could inform preci-
sion diagnostics and immunomodulatory strategies 
for psychosis spectrum disorders. 

Consent to participate 

Written informed consent for the publication was 
obtained from the patient and her legal representa-
tive. 
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