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Abstract 
Background. Schistosomiasis is a parasitic infection with hepatobiliary involvement that may mimic autoimmune and chronic liver disease. Its 
clinical presentation can overlap with conditions such as autoimmune hepatitis and primary biliary cholangitis, particularly in individuals from 
endemic regions. Diagnosis often requires integration of serology, imaging, and histopathology. We report a case of hepatic schistosomiasis in a 
middle-aged male presenting with chronic right upper quadrant pain and confounding autoimmune serologies. 
Case presentation. A 42-year-old male with no significant past medical or surgical history presented on April 25, 2025, with intermittent noc-
turnal right upper quadrant (RUQ) abdominal pain and reduced appetite. Initial labs showed preserved liver function (ALT 29 U/L, AST 28 U/L, 
ALP 84 U/L, total bilirubin 11.4 μmol/L), normal inflammatory markers (CRP 1.7 mg/L), and positive Schistosoma IgG (ELISA assay). Autoim-
mune workup revealed positive AMA-M2 (33.4 R units) and ASMA (31 R units), with borderline ANA (1:100). Abdominal ultrasound and Fi-
broScan (11.3 kPa) suggested fibrosis; MRI on May 1, 2025, showed irregular liver margins without focal lesions. Stool ova and parasite exam was 
negative. Liver biopsy on June 23, 2025, confirmed hepatic schistosomiasis with mild chronic portal inflammation. The patient was referred to 
infectious disease for antiparasitic therapy on July 3, 2025. 
Conclusion. This case highlights hepatic schistosomiasis presenting with overlapping autoimmune markers, creating diagnostic complexity. In 
patients from endemic areas, parasitic infection should remain a differential diagnosis even in the presence of autoimmune antibodies. Long-term 
follow-up is warranted to monitor for autoimmune overlap and progression of hepatic fibrosis. 
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Аннотация 
Введение. Шистосомоз – это паразитарное заболевание, поражающее гепатобилиарную систему, которое может напоминать ауто-
иммунное заболевание или хроническую печеночную недостаточность. Его клинические проявления могут быть такими же, как при 
аутоиммунном гепатите или первичном билиарном холангите, особенно у лиц из эндемичных регионов. Для постановки диагноза 
обычно требуются серологические исследования, исследования методами медицинской визуализации и гистопатологические исследо-
вания. Представлен случай шистосомоза печени у мужчины среднего возраста, обратившегося с жалобами на хроническую боль в пра-
вом верхнем квадранте живота, для которого были получены неоднозначные результаты серологических исследований маркеров ауто-
иммунных заболеваний. 
Описание клинического случая. Мужчина в возрасте 42 лет, не имевший серьезных заболеваний или хирургических вмешательств 
в анамнезе, обратился 25 апреля 2025 г. с жалобами на периодические ночные боли в правом верхнем квадранте живота и сниженный 
аппетит. Первоначальные результаты лабораторных исследований показали сохранную функцию печени (АЛТ 29 Ед/л, АСТ 28 Ед/л, 
щелочная фосфатаза 84 Ед/л, общий билирубин 11,4 мкмоль/л), нормальные уровни маркеров аутоиммунных заболеваний (СРБ  
1,7 мг/л) и наличие IgG к Schistosoma (ИФА). Углубленное исследование маркеров аутоиммунных заболеваний выявило положитель-
ные результаты для AMA-M2 (33,4 Ед) и ASMA (31 Ед), а также пограничные результаты для АНА (1:100). Результаты ультразвукового 
исследования брюшной полости и FibroScan (11,3 кПа) позволили предположить наличие фиброза; МРТ, выполненная 1 мая 2025 г., 
выявила неровные края печени без очаговых поражений. Результаты исследования кала на яйца гельминтов были отрицательными. 
Биопсия печени, выполненная 23 июня 2025 г., подтвердила шистосомоз печени и небольшое воспаление воротной вены. Пациента на-
правили в инфекционную больницу для проведения противопаразитарной терапии 3 июля 2025 г. 
Заключение. Представленный случай демонстрирует шистосомоз печени, проявляющийся совпадением маркеров аутоиммунных за-
болеваний, которое затрудняет диагностику. У пациентов из эндемичных районов паразитарные инфекции следует рассматривать в ка-
честве дифференциального диагноза даже при наличии аутоантител. Необходимо длительное наблюдение для отслеживания совпаде-
ния маркеров аутоиммунных заболеваний и прогрессирования фиброза печени. 
Ключевые слова: шистосомоз печени, маркеры аутоиммунных заболеваний, боль в правом верхнем квадранте живота, фиброз пече-
ни, биопсия печени. 
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Introduction 
Schistosomiasis, also known as “bilharziasis”, is named 

after Theodor Bilharzis, who first identified it in 1852 [1]. 
This tropical disease is caused by trematodes, which are 
flat-worms from the Schistosoma genus [2]. Schistosomia-
sis is the second most common human parasitic infection, 
leading to around 280 thousand deaths each year from 
complications like renal failure and shock caused by he-
matemesis [3]. It can lead to a variety of disabilities, includ-
ing kidney failure, hydronephrosis, hematuria, bladder can-
cer, and portal hypertension [3]. Schistosomiasis ranks just 
behind malaria in terms of its impact on public health [4]. 
Globally, around 200 million people are infected with this 
parasite, and over 600 million are considered at risk [4]. 
Right now, there are six known Schistosoma species that 
can infect humans: S. japonicum, S. haematobium, S. man-
soni, S. mekongi, S. intercalatum, and S. malayensis [2]. 
Infections around the world mainly happen due to the first 
three species mentioned earlier [2]. 

Schistosomiasis has various reservoirs besides humans, 
which complicates efforts to eradicate it in East and South-
east Asia, particularly S. japonicum [5]. Even though schis-
tosomiasis is quite prevalent around the globe, it's pretty 
uncommon in the United States [6]. However, there are oc-
casional cases, mostly among immigrants from regions 
where the disease is more widespread [6]. This case pre-
sents hepatic schistosomiasis with overlapping autoim-
mune serologies mimicking autoimmune hepatitis and pri-
mary biliary cholangitis. 

 
Case Presentation 

A 42-year-old male with no significant past medical or 
surgical history presented with complaints of intermittent 
right upper quadrant (RUQ) abdominal pain, which was 
particularly worse at night. He reported a reduction in ap-
petite but denied nausea, vomiting, or weight loss. His 
bowel habits were notable for loose stools, without consti-
pation, melena, or hematochezia. There were no urinary 
complaints, and the patient had never undergone prior 
gastrointestinal investigations such as esophagogastro-
duodenoscopy (EGD) or colonoscopy. He denied the use 
of nonsteroidal anti-inflammatory drugs (NSAIDs). His 
social history was significant for occasional alcohol con-
sumption in the past, which he stopped one year prior to 
presentation. 

From an epidemiological standpoint, the patient had pre-
viously resided in the Philippines before relocating to the 
UAE, which is relevant given the endemicity of schistosomi-
asis in certain regions. A clear history of freshwater expo-
sure through swimming, fishing, or agricultural work was 
not available. He denied any relevant occupational expo-
sures and had no family history of autoimmune liver dis-
ease or inflammatory bowel disease. Social and sexual his-
tory was noncontributory, as the patient was not sexually 
active. 

A detailed review of systems revealed fatigue but no fever, 
night sweats, pruritus, jaundice, easy bruising, ascites, or 
peripheral edema. There was no history of hematemesis, 

splenomegaly, or variceal bleeding suggestive of portal hy-
pertension. On physical examination, the liver was not pal-
pable, splenomegaly was absent, and no stigmata of chronic 
liver disease were observed. There was no digital clubbing, 
and no urinary symptoms were reported despite an en-
larged prostate noted on ultrasound. 
Diagnostic timeline 

The patient's evaluation unfolded as follows (Table 1). 
Initial presentation occurred on April 25, 2025, with labo-
ratory testing, abdominal ultrasound, and FibroScan. MRI 
of the liver was performed on May 1, 2025. The patient was 
initially lost to follow-up but returned for liver biopsy on 
June 23, 2025. A follow-up visit on July 3, 2025, confirmed 
clinical stability, with referral to infectious disease for an-
tiparasitic therapy. This sequence underscores the iterative 
diagnostic process, integrating serology, imaging, and 
histopathology over approximately 2.5 months. 

On initial evaluation dated April 25, 2025, laboratory in-
vestigations revealed normal liver function and inflamma-
tory markers, with unremarkable complete blood count and 
metabolic panel. Detailed laboratory results are summa-
rized in Table 2. Stool ova and parasite examination was 
performed which was negative for Schistosoma eggs or oth-
er parasites; this finding does not exclude chronic infection, 
as egg excretion may be intermittent or absent in he-
patosplenic forms. Specific results included CRP 1.7 mg/L 
(Ref: 0–5), random glucose 5.5 mmol/L (Ref: 3.89–7.77), 
albumin 46 g/L (Ref: 39.7–49.4), total protein 76 g/L (Ref: 
64–83), ALT 29 U/L (Ref: 0–41), AST 28 U/L (Ref: 0–40), 
ALP 84 U/L (Ref: 40–129), total bilirubin 11.4 μmol/L (Ref: 
0–27), direct bilirubin 6.1 μmol/L, urea 1.98 mmol/L (Ref: 
3.2–7.3), creatinine 72 μmol/L (Ref: 62–106), lipase  
32 U/L (Ref: 13–60), and INR 1.04. Platelet count was 
268×109/L. Thyroid-stimulating hormone and celiac 
serologies were normal. Stool studies for H. pylori antigen 
and occult blood were negative, and fecal calprotectin was  
9 μg/g (Normal: <50 μg/g). 

The autoimmune and infectious serology was assessed 
using indirect immunofluorescence (IIF) for ANA (titer 
1:100, homogeneous to fine speckled pattern; laboratory 
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A Schistosoma ovum is seen within a portal tract, notably lacking any 
associated inflammatory response in the adjacent hepatic parenchy-
ma (hematoxylin and eosin staining, ×10). 
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cut-off for positivity: ≥1:80) and enzyme-linked im-
munosorbent assay (ELISA; Euroimmun AG, Lübeck, Ger-
many) for ASMA and AMA-M2 (cut-offs: >20 R units for 
positivity). Schistosoma IgG was detected via ELISA (DRG 
International, Inc., USA; cut-off optical density >1.1), with 
potential cross-reactivity to other helminths considered but 
deemed unlikely given the epidemiological context and neg-
ative stool studies. 

Similarly, for PBC (per AASLD/EASL criteria), AMA-M2 
positivity confers high specificity (>95%), but the absence 
of cholestatic biochemistry (normal ALP, no pruritus or 
duct lesions) and supportive histology reduces diagnostic 
probability, suggesting possible false positivity or nonspe-
cific activation rather than overt PBC. Differential consider-
ations included parasitic mimicry versus true overlap syn-
drome, with biopsy favoring infection. 

Given the presence of both infectious and autoimmune 
markers, ongoing monitoring for potential autoimmune 
overlap syndromes was considered important in long-term 
management. 
 
Discussion 

Schistosomiasis is one of the most common human para-
sitic infections, impacting about 200 million people global-
ly each year [7]. Schistosoma haematobium causes urogen-

ital schistosomiasis, whereas other species lead to gastroin-
testinal and hepatobiliary schistosomiasis [7]. Schistosomal 
hepatopathy is usually caused by S. mansoni and, to a lesser 
degree, by S. japonicum [8]. Humans and other mammals 
are the main hosts, while freshwater snails act as the inter-
mediate hosts. Cercariae, which are the infective form, are 
free-swimming larvae that can be found in fresh waters in 
areas where the disease is common. The cercaria enters the 
human body by penetrating the skin, travels through the 
veins, and is transported by the bloodstream to the liver. 
Adult female and male flatworms develop in the liver, then 
move to the mesenteric or vesical venous system, where 
they produce eggs. The eggs are released in the urine or fe-
ces, and when they come into contact with fresh water, the 
life cycle can continue. Eggs are carried by portal blood 
flow, which helps them get to the hepatic portal microcircu-
lation. The eggs in the liver trigger an initial Th1 immune 
response, which later develops into a Th2 response. This 
leads to eosinophilic infiltration, the formation of granulo-
mas, and eventually fibrosis [8, 9]. The final outcome is sig-
nificant portal fibrosis, which is also referred to as Symmers 
pipe stem fibrosis. The hepatic lobular architecture is most-
ly preserved and doesn't have regenerative nodules, which 
is different from what we see in cirrhosis [6]. However, our 
patient denied a clear history of freshwater exposure 

Table 1. Diagnostic timeline

Date Event / Investigation Key Findings / Action

April 25, 2025 Initial Presentation Labs, Abdominal Ultrasound, FibroScan performed. See Table 2 for detailed results

May 1, 2025 MRI Abdomen Irregular liver margins. No focal lesions. MRCP was not performed as there was no biochemical 
(normal ALP) or clinical evidence of cholestasis

June 23, 2025 Liver Biopsy Histopathological confirmation of hepatic schistosomiasis

July 3, 2025 Follow-up & Referral Clinically stable. Referred to Infectious Disease for antiparasitic therapy (Praziquantel)

Table 2. Laboratory results

Test Date Result Reference Range Notes

CBC (Hemoglobin) Apr 25, 2025 14.2 g/dL 13.5–17.5 g/dL Unremarkable

Platelets Apr 25, 2025 268×109/L 150–450×109/L Normal

ALT Apr 25, 2025 29 U/L 0–41 U/L Normal

AST Apr 25, 2025 28 U/L 0–40 U/L Normal

ALP Apr 25, 2025 84 U/L 40–129 U/L Normal (no cholestasis)

Total Bilirubin Apr 25, 2025 11.4 μmol/L 0–27 μmol/L Normal

Direct Bilirubin Apr 25, 2025 6.1 μmol/L 0–5 μmol/L Borderline

Albumin Apr 25, 2025 46 g/L 39.7–49.4 g/L Normal

Total Protein Apr 25, 2025 76 g/L 64–83 g/L Normal

INR Apr 25, 2025 1.04 0.8–1.2 Normal

CRP Apr 25, 2025 1.7 mg/L 0–5 mg/L Normal

Ferritin Apr 25, 2025 165 μg/L 30–400 μg/L Normal

Transferrin Saturation Apr 25, 2025 31% 20–50% Normal

ANA Apr 25, 2025 1:100 (homogeneous to fine speckled) <1:80 Borderline positive (IIF)

ASMA Apr 25, 2025 31 R units 0–19 R units Positive (ELISA)

AMA-M2 Apr 25, 2025 33.4 R units 0–20 R units Positive (ELISA)

Schistosoma IgG Apr 25, 2025 Positive Negative Positive (ELISA)

Hep B/C/HIV Serologies Apr 25, 2025 Non-reactive Non-reactive Negative
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through swimming, fishing, or agricultural work. Addition-
ally, in our patient, histopathology confirmed Schistosomi-
asis with mild chronic portal inflammation (see Figure), but 
there was no evidence of granulomas, cirrhosis, or signifi-
cant portal fibrosis (such as Symmers pipe stem fibrosis), 
and the hepatic lobular architecture remained preserved. 

One notable case described a patient with schistosomiasis 
who tested positive for ASMA at low titer (1:40) but was ini-
tially suspected of autoimmune hepatitis (AIH). Only upon 
liver biopsy was AIH excluded and schistosomiasis con-
firmed, with the patient treated effectively with a single 
dose of praziquantel [9]. In that reported case, both AMA 
and ANA were negative, in contrast to our patient, who had 
a broader autoimmune serologic overlap (positive AMA-
M2, ASMA, borderline ANA). 

Across broader literature, up to 15% of hepatosplenic 
schistosomiasis cases can exhibit low-titer positivity for au-
toimmune markers, including ANA, ASMA, or anti-parietal 
cell antibodies [9]. This mirrors our patient's profile, under-
scoring that autoimmune seropositivity may reflect nonspe-
cific immune activation secondary to chronic parasitic in-
fection rather than true autoimmune liver disease. 

Moreover, whereas some reports highlight portal hyper-
tension or cirrhosis in schistosomiasis [9], our case demon-
strated only mild portal inflammation without advanced fi-
brosis or portal hypertensive sequelae. This marks a milder 
histopathological course, likely detected early. 

Praziquantel treatment, with a single dose of 40 mg/kg, is 
recommended for patients who have been diagnosed with 
schistosomiasis. It can be tough to keep track of how well 
treatment is working. Still, doctor can check the number of 
eggs being excreted about 4–6 weeks after giving prazi-
quantel, but this only applies to those who were excreting 
eggs at the start [9]. For our patient, praziquantel, was 
planned, though details regarding dosage and treatment 
completion were not available. 

Diagnostic pathway and rationale. The diagnosis 
hinged on integrating epidemiology (previous residence in 
an endemic area), serology (positive Schistosoma IgG), and 
crucially, histopathology. The negative stool microscopy, 
while not uncommon in chronic hepatosplenic disease, un-
derscored the importance of tissue diagnosis. The imaging 

findings were consistent with chronic liver disease but non-
specific. The decision against MRCP was based on the lack 
of cholestatic clues, making biliary disease a lower probabil-
ity despite AMA positivity. 

 
Conclusion 

In conclusion, this case demonstrates the diagnostic chal-
lenge of hepatic schistosomiasis when associated with au-
toimmune markers of AMA-M2, ASMA and ANA positivity 
which mimic autoimmune liver disease. Although imaging 
data were consistent with chronic parenchymal liver dis-
ease and elastography consistent with major fibrosis, histol-
ogy revealed schistosomiasis with only mild chronic portal 
inflammation and no cirrhosis. Particularly important in 
reaching the diagnosis was epidemiological history of the 
patient, including past residence in an endemic area. This 
case highlights the importance of keeping parasitic infec-
tions in the differential diagnosis of chronic liver disease, 
particularly in people from endemic regions, and the impor-
tance of multidisciplinary management including referral to 
an infectious disease specialist with antiparasitic treatment. 
Long-term monitoring is still required to evaluate progres-
sion of fibrosis and to look for autoimmune overlap. 
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