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1. Abstract

Schistosomiasis is a parasitic disease commonly found in en-
demic regions such as sub-Saharan Africa, the Middle East, and
parts of Asia. However, cases in non-endemic countries like
Tiirkiye are extremely rare and typically linked to travel or mi-
gration. This case-based review presents a unique instance of he-
patic schistosomiasis in a 47-year-old Turkish male with no his-
tory of overseas travel or exposure to endemic areas. The patient
exhibited constitutional symptoms and was initially evaluated
for a hepatic mass suspicious for malignancy. Despite extensive
work-up, including imaging, serologic tests, and liver biopsies,
the diagnosis remained elusive until Schistosoma ova were de-
tected in urine microscopy. The patient responded favourably to
praziquantel therapy, with clinical and radiologic improvement
over six months. This case underscores the diagnostic challenges
posed by schistosomiasis in non-endemic settings and highlights
the importance of considering parasitic infections in the differ-
ential diagnosis of hepatic granulomatous inflammation. To the
best of our knowledge, this represents one of the first confirmed
cases of liver schistosomiasis acquired within Tiirkiye without
international travel. Increased awareness among clinicians is es-
sential for timely diagnosis and management of such atypical
presentations in non-endemic regions.

2. Introduction

Schistosomiasis, also referred to as bilharziasis, was first de-

scribed in 1852 by German surgeon Theodor Bilharz, who
identified the parasite during autopsies conducted in Egypt [1].
Schistosomiasis is a tropical disease caused by trematodes of
the Schistosoma genus. Although the parasite is most preva-
lent in sub-Saharan Africa, it is also endemic in parts of South
America, the Caribbean, the Middle East, and certain regions of
Asia. In non-endemic areas, cases are occasionally encountered
as a result of international travel, migration, or tourism [2]. Ac-
cording to estimates, approximately 230 million people, 85% of
whom reside in Africa, are infected. The disease is estimated to
cause up to 280,000 deaths annually and is recognized as the
second most common parasitic infection in humans after ma-
laria [3]. The parasite can affect multiple organs, including the
urethra, liver, bladder, intestines, skin, and bile ducts. Potential
complications include renal failure, bladder cancer, hydrone-
phrosis, portal hypertension, gastrointestinal bleeding, and, in
severe cases, subsequent development of shock [4]. Six primary
Schistosoma species are known to infect humans: S. japonicum,
S. mansoni, S. haematobium, S. intercalatum, S. mekongi, and
S. malayensis. Among these, the first three are responsible for
the majority of intestinal and urogenital schistosomiasis cases.
Schistosoma haematobium, the species associated with urogen-
ital schistosomiasis (UGS), derives its name from its hallmark
feature, hematuria, and is considered the second most common
cause of bladder cancer worldwide [5]. Hepatosplenic schisto-
somiasis (HSS) is characterized by inflammation and fibrosis of
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the presinusoidal portal tracts within the liver [6]. The primary
Schistosoma species responsible for hepatobiliary disease are S.
mansoni and S. japonicum. Clinically, affected individuals may
present with hepatomegaly, hepatic fibrosis, and presinusoidal
obstruction of portal blood flow, accompanied by increased
splenic venous return leading to portal hypertension and spleno-
megaly. In the compensated stage, laboratory findings are typi-
cally normal or only mildly abnormal. In more advanced cases,
complications such as esophageal varices, ascites and hematem-
esis may occur [7]. Although schistosomiasis is a common par-
asitic infection globally, Tiirkiye is considered a non-endemic
region, and cases are rarely encountered. This case report pres-
ents a patient with hepatic schistosomiasis, initially investigated
for a granulomatous liver lesion mimicking malignancy, despite
having no history of international travel or residence in endemic
regions.

3. Case Presentation

A 47-year-old male patient with a history of benign left adrenal
adenoma and hepatitis B carriage presented to an external clinic
with a six-month history of recurrent fever, night sweats, fatigue,
and unintentional weight loss of 22 kg. One year ago, when the
patient was initiated on steroid therapy for rheumatoid arthri-
tis, antiviral prophylaxis for hepatitis B was also started. The
patient was prescribed tenofovir disoproxil fumarate (245 mg,
once daily). He had been working in a grocery warehouse under
potentially unhygienic conditions and denied any recent trav-
el, known parasitic exposure, or contact with infected individu-
als. Initial evaluation was prompted by persistent constitutional
symptoms and the detection of a liver mass on ultrasonography.
Contrast-enhanced abdominal computed tomography (CT) re-
vealed a hypodense lesion measuring approximately 10x12 cm
in the right hepatic lobe. Serum tumor markers were within nor-
mal limits. Upper gastrointestinal endoscopy was unremarkable.
A liver biopsy was performed at the external center due to the
patient’s chronic hepatitis B carriage and detectable HBV DNA
level, given the associated risk for hepatocellular carcinoma
(HCC). Histopathological evaluation excluded malignancy and
instead revealed nodular formations composed of fibrotic con-
nective tissue with central necrosis, peripheral granulomatous
reaction, and a dense inflammatory cell infiltrate. The overall
findings were interpreted as necrotizing granulomatous inflam-
mation. Based on the information obtained from the external
medical records, the differential diagnosis included tuberculosis,
fungal infections, sarcoidosis, and malignancy. Despite compre-
hensive microbiological and immunological testing, including
serologic assays and polymerase chain reaction (PCR) analyses
for tuberculosis, brucellosis, toxoplasmosis, echinococcus, his-
toplasmosis, HIV, and other granulomatous diseases, no defini-
tive etiology was identified. The patient’s symptoms continued
to worsen, prompting referral to our tertiary care facility due to
progressive clinical decline marked by recurrent high-grade fe-
vers, hypotension, and profound fatigue. On presentation to the
emergency department, he was hypotensive with a blood pres-

sure of 90/60 mmHg and febrile at 39.2°C. Laboratory testing
revealed normocytic anemia with a hemoglobin level of 7.7 g/
dL (reference: 13.5-17.5 g/dL), thrombocytopenia with a plate-
let count of 69.103/uL (reference: 150-400.10°/uL), and leu-
kocytosis with neutrophilic predominance. C-reactive protein
(CRP) was markedly elevated at 142.4 mg/L (reference: 0-5
mg/L), and D-dimer was increased to 6.75 mg/L (reference:
0-0.55 mg/L). The international normalized ratio (INR) was
slightly prolonged at 1.44 (reference: 0.8—1.3), and liver trans-
aminases were in normal range. Serum albumin was notably
decreased at 1.8 g/dL (reference: 3.5-5.0 g/dL). Cholestatic en-
zyme levels were increased, with gamma-glutamyl transferase
(GGT) at 318 U/L (reference: 861 U/L) and alkaline phospha-
tase (ALP) at 543 U/L (reference: 40-130 U/L). Serum tumor
marker analysis revealed elevated levels of CA 19-9 at 62.35
U/mL (reference: 0-37 U/mL) and CA 125 at 68.12 U/mL (ref-
erence: 0-35 U/mL), while alpha-fetoprotein (AFP) was with-
in the normal range at 0.76 ng/mL (reference: 0—8.5 ng/mL).
Real-time (RT)- PCR was used to quantify hepatitis B virus
(HBV) DNA in the patient, who was hepatitis B surface anti-
gen (HBsAg) positive. The HBV DNA level was measured as
43 TU/mL. Angiotensin-converting enzyme (ACE) levels were
within normal limits, and the autoimmune hepatitis panel was
negative. Serologic tests for hydatid disease, brucellosis, syphi-
lis and Coxiella burnetii were also negative. In addition, tests for
Rickettsia, galactomannan antigen, and Epstein—Barr viriis were
unremarkable. Tuberculosis workup, including PCR, sputum ac-
id-fast bacilli (AFB) staining, and Mycobacterium tuberculosis
culture, yielded negative results. Both the quantiferon assay and
purified protein derivative (PPD) skin test were non-reactive.
Blood, urine, and sputum cultures were obtained, and empiri-
cal antibiotic therapy with meropenem, vancomycin, and dox-
ycycline was initiated. Contrast-enhanced abdominal magnetic
resonance imaging (MRI) revealed a progressively enlarging he-
patic lesion with ill-defined borders and internal heterogeneity,
measuring approximately 15x13x7 c¢cm and occupying most of
the right hepatic lobe. The liver was enlarged, measuring 229
mm in craniocaudal length, and showed irregular contours with
imaging findings suggestive of fibrosis. The spleen was also en-
larged, with a longitudinal diameter of 15 cm. Additionally, a
fluid collection measuring 6x2.5 cm was detected in the posteri-
or region between the liver and the right kidney. Given the lack
of clinical improvement and the diagnosis of chronic hepatitis
B, which strengthens the initial suspicion of HCC, a second liv-
er biopsy was performed. Histopathological analysis once again
demonstrated chronic necrotizing granulomatous inflammation,
with no evidence of malignancy (see Figure 1). Urine micros-
copy, repeated on two separate occasions, revealed the presence
of Schistosoma ova (see Figure 2). Following consultation with
the infectious diseases team, schistosomiasis was considered the
most probable diagnosis, and antiparasitic therapy with prazi-
quantel was initiated after obtaining the medication through in-
ternational procurement (40 mg/kg/day oral). Broad-spectrum
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antibiotics were discontinued. Subsequently, the patient’s fever
gradually resolved, inflammatory markers declined, and his
overall clinical condition improved in seven days. As his hemo-
dynamic parameters stabilized, he was transferred from the in-
tensive care unit to the internal medicine ward. Despite evidence
of advanced hepatic involvement and features of portal hyper-
tension, liver function remained preserved throughout the course
of hospitalization. No signs of hepatic encephalopathy, jaundice,
esophageal varices, or gastrointestinal bleeding were observed.
Imaging performed three months after the initiation of treatment

3

demonstrated a decrease in the size of the hepatic lesion, now
measuring approximately 10x7 cm, with less defined margins
and reduced conspicuity. Due to the persistence of the hepatic
lesion, a second course of treatment was administered at a dose
of 60 mg/kg orally. At the 6-month follow-up, both laboratory
parameters and imaging findings had normalized, with complete
resolution of the hepatic mass (see Figure 3). Serum albumin
was 4.2 g/dL, C-reactive protein was 2.1 mg/L, and all other
routine biochemical parameters were within normal limits. No
parasitic ova were detected on urine microscopy.

Figure 1: Histopathological examination of the liver tissue (black arrow) demonstrates a granuloma (white arrow), stained with hematoxylin and

eosin (H&E) (x100). Immunohistochemical staining with CD68 highlights the granuloma (white arrow) in the same tissue section (x100).

"

Figure 2: Urine microscopy, repeated on two separate occasions, revealed the presence of Schistosoma ova.

Figure 3: Contrast-enhanced abdominal magnetic resonance imaging (MRI) revealed a progressively enlarging hepatic lesion with ill-defined

borders and internal heterogeneity, measuring approximately 15x13x7 cm (arrows). The liver was enlarged, measuring 229 mm in craniocaudal

length. The spleen was also enlarged, with a longitudinal diameter of 15 cm. At the 6-month follow-up, imaging showed complete resolution of the

hepatic mass and normalization of liver and spleen size.
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4. Discussion

As far as can be determined from the current literature, this is one
of the first documented case of liver schistosomiasis in Tiirkiye
in a patient without a history of travel to endemic regions. Al-
though schistosomiasis is globally widespread, Tiirkiye is classi-
fied as a non-endemic country, and all previously published cas-
es have involved individuals who acquired the infection abroad.
Nearly all of these imported cases were related to Schistosoma
haematobium and presented with urogenital involvement. Un-
like those reports, the current case is notable for its hepatic man-
ifestation of schistosomiasis, making it rare and challenging.
Human schistosomiasis occurs through contact with immature
parasites in freshwater. After penetrating the skin, they reach the
liver via the bloodstream, where they settle in the portal venous
system, and produce eggs. The eggs are excreted into the envi-
ronment through stool and urine [8]. Larvae emerging from eggs
hatched in freshwater infect freshwater snails [9]. Within a few
weeks, these larvae leave the snails and re-enter the water, seek-
ing a new human host [10]. Schistosoma eggs become embed-
ded in tissues, eliciting a strong immune response characterized
by granuloma formation promoting surrounding fibrosis. Hepa-
tobiliary schistosomiasis (HSS) is an immune-mediated disease
marked by granulomatous inflammation and fibrosis in the presi-
nusoidal portal areas [11]. Histologically, fibrosis is observed in
the branches of the portal vein. In the current case, two separate
liver biopsies revealed necrotizing granulomatous inflammation,
and the histopathological findings were consistent with schis-
tosomiasis. Periportal collagen accumulation obstructs portal
blood flow, leading to the development of portal hypertension.
Clinical manifestations may include splenomegaly, hypersplen-
ism, and variceal formation [7]. In the present case, the presence
of splenomegaly supported the diagnosis of portal hypertension,
although no evidence of esophageal varices or gastrointestinal
bleeding was observed. In the early stages of hepatic schisto-
somiasis, a Th1-dominant immune response is observed, while
a subsequent shift to a Th2 cytokine profile helps limit inflam-
mation and protects against hepatocyte damage [7]. Therefore,
unlike cirrhosis, patients with chronic liver disease due to schis-
tosomiasis typically lack overt clinical signs, and hepatic syn-
thetic functions are generally preserved [10, 12]. Indeed, in the
present case, liver function tests were largely preserved, and
there were no signs suggestive of decompensated cirrhosis. De-
finitive diagnosis of schistosomiasis relies on a combination of
diagnostic tools, including microscopic detection of eggs, sero-
logical tests, and radiological findings. Nonspecific laboratory
abnormalities may also be present, such as thrombocytopenia
due to splenic involvement, and anemia related to chronic blood
loss, as observed in the current case [13]. The most common-
ly used diagnostic method is the detection of parasite eggs in
stool or urine samples. In addition, the use of anti-Schistosoma
mansoni IgG ELISA serology enhances diagnostic sensitivity
[14]. For early-stage diagnosis of schistosomiasis, PCR detec-
tion of circulating parasite DNA is a valuable. However, under
current conditions, PCR was not available in our country [15].

4

According to the study by Bezerra et al., magnetic resonance
imaging (MRI) is highly useful in differentiating chronic hepatic
schistosomiasis from cirrhosis [16]. Radiologic features char-
acteristic of chronic hepatic schistosomiasis include peripheral
portal fibrosis, hepatomegaly, splenomegaly, and parenchymal
heterogeneity of the liver, all of which were also observed in
the present case [17]. The primary goal of treatment in hepatic
schistosomiasis is parasite eradication, which reduces the egg
burden and helps prevent chronic complications such as fibrosis
and portal hypertension. The first-line therapy is praziquantel,
an effective, low-cost, and generally well-tolerated agent [18].
A single dose of praziquantel typically achieves a cure rate of
70-100%; in cases of treatment failure, a second dose may be
administered. In the present case, an initial course was given
with partial regression observed, followed by a second course
that resulted in a complete therapeutic response. Co-infection
with Schistosoma and hepatitis B virus (HBV) represents a sig-
nificant clinical concern, as it may negatively impact the course
of liver disease [19,20]. Studies have reported higher rates of
HBsAg carriage among patients with schistosomiasis, with this
co-infection linked to more severe hepatic inflammation and
faster disease progression [21]. In several published reports, pa-
tients with chronic hepatitis B infection, including those with
detectable HBV DNA levels, were unexpectedly found to have
concurrent schistosomal involvement on liver biopsy. In such
cases, parasitic eggs were identified within granulomatous le-
sions, suggesting that schistosomiasis may exacerbate liver in-
flammation [19,22]. Similarly, in this case, although the patient
was diagnosed with chronic hepatitis B, no histological findings
of HCC were detected. In the literature, when examining cases
reported from Tiirkiye, one case from 2022 described a Guinean
male who was initially misdiagnosed with ulcerative colitis af-
ter developing bloody diarrhea following travel to South Africa.
Treatment was ineffective, and subsequent colon biopsy revealed
Schistosoma mansoni eggs and granulomas [23). In a second
case, a male underwent liver resection for suspected metastatic
adenocarcinoma. However, histopathology revealed Schisto-
soma eggs within the tumor tissue. Apart from travel to Korea
during the war, an area not considered endemic, no other visits
to endemic regions were reported [24]. Another case involved
a male from Mali diagnosed with urinary schistosomiasis. The
patient had hematuria, and a biopsy of a bladder wall lesion re-
vealed Schistosoma haematobium eggs [25]. In a similar case, a
male developed terminal hematuria after returning to Tiirkiye.
He had traveled to Guinea and Mali. Vesical schistosomiasis was
diagnosed [26]. In the case presented, there was no history of
travel to endemic areas. In Tiirkiye, it is mostly seen as sporad-
ic cases, but rarely it has been found endemic in some villages
along the streams in the Nusaybin district of Mardin [27]. In
recent years, an increase in tropical diseases has been observed
due to wars and migrations. Bingiil et al. reported a 7-year-old
boy with no known risk factors who underwent excision of a
growing lower lip hemangioma. Histopathology revealed nu-
merous Schistosoma mansoni larvae within the hemangioma
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tissue [28]. In another case, a male with no history of travel to
endemic areas presented with gross hematuria. A bladder tu-
mour was detected, and histopathological examination revealed
urothelial carcinoma along with Schistosoma mansoni eggs. The
carcinoma was attributed to the parasitic infection [29]. Yazar
et al. reported two Schistosoma haematobium cases in Nigerian
and Ghanaian students residing in Tirkiye, both presenting with
hematuria and confirmed by detection of eggs in urine [30,31]. A
2009 report described three Turkish men who developed urinary
schistosomiasis after business trip to Mali. They presented with

hematuria and Schistosoma haematobium eggs were identified
[32]. The first reported case of Schistosoma infection follow-
ing bone marrow transplantation (BMT) in the literature is from
Tirkiye. It involved a male who underwent allogeneic BMT for
acute myeloid leukemia. After transplantation, he developed
portal hypertension and hematuria, and Schistosoma mansoni
eggs were detected in both stool and urine samples [21]. Finally,
Ozvatan et al. reported a case of urinary schistosomiasis in a
male patient who had worked in Cameroon, Guinea, and Mali
[27] (see Table 1).

Table 1: Summary of Reported Schistosomiasis Cases in Tiirkiye: Demographics, Clinical Features, and Diagnostic Methods.

Species/ Clinical Risk
Author Age/ Nation Aﬂgcted Egg Presenta- | Factor/ Diagnosis Treatment | Other Notes
(year) sex Region .
Type tion Travel
Macro- Hi hol Praziquan- qudder
scopic N 1stopathol- tel 40 mg carcmomg
Kiremitetal. | 7 o1 Turkish | Bladder S. man- hema- ?(I)O (l)sf- :1%()1/ "i"ecggsin orally, asvsv(i)tctiaste
(2015) soni / egg turia, Y - intravesical
travel TUR speci- . mansoni;
bladder men) immuno- rare in the
tumor therapy literature
The initial
Bloody W uleer
Guinean diarrhea, Prazi - litis:
nation- abdom- Visit to raziquan- | ative colitis;
Ak et al. 26/ male alitv. re- | Colon S. man- inal South Colon tel 40 mg/ | the correct
(2022) 1Y, T€ soni / egg . . biopsy kg single diagnosis
siding in pain and Africa
L . dose was made
Turkiye weight hi
loss upon ISt.O-
pathological
reevaluation
Liver i
resection \K/;S;;;O Histopa- Eggs detect-
Sagol et al. 67 / male Turkish Liver S. man- due to (non-en- thology Unspeci- ed within
(2013) soni/ egg | suspected demic (resection fied the tumor
metasta- specimen) tissue
sis area)
Symptoms
regressed
Malian after
nation- S. haema- | Inter- History Bladder Praziquan- treatment;
Yilmaz et al. . . . .. . . the patient
(2024) 20 / male ality, re- | Bladder tobium / mittent of living | biopsy, urine | tel (2 x 40 returned to
siding in egg hematuria | in Mali microscopy | mg/kg) heir h
Tiirkiye their home
country
before
follow-up
Work Non-case-
trip to ating gran-
Terminal Guinea ulomas and
and Mali . Praziquan- | clusters of
S. haema- | hema- (five Urine cytol- tel (2 x c0os on his-
Aytag (2012) | 37 /male Turkish | Bladder | tobium/ | turia, ogy, bladder g8 .
. years : 25 mg/kg, topathology;
egg 1rritative biopsy .
L ago, single day) | symptoms
voiding
stayed began 1
for six month after
months) travel.
First report-
ed case of
Lower Histopatho- \chi?liisltosoma
i S. man- Con- No his- logical ex- Single dose hemangi-
Bingll et al. 7 / male Turkish hgr’nan- S(;ni / genital tory of amination of | of prazi- oma ingthe
(2005) : hemangi- 1y the excised quantel . .
gioma larva travel . literature;
> oma hemangioma | (800 mg)
tissue tissue eggs were
not detected
in stool or
urine.
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. Symptoms
Nige- Hematu- H15tqry . resolved
s . of swim- Praziquan-
rian, in S. haema- | ria and . . . after
Yazar et al. 2 . . ming Urine mi- tel 40 mg/ .
17 / male Tirkiye | Bladder tobium / dysuria . . treatment;
(2010) ina Croscopy kg single
asa egg for seven . no eggs
pond in dose
student years Niceri detected at
igeria follow-
ollow-up
Return to
home coun-
Born try was rec-
Ghana- . and Praziquan- Y .
S Terminal . . ommended;
Yazar et al lan, 1n S. haema- hematuria raised in Urine mi- tel was reventive
’ 16 / male Tirkiye | Bladder | tobium/ Gha- planned p
(2008) for two Croscopy measures
asa egg ears na, an but not against
student y endemic provided .
region transmis-
sion were
advised
Visit to
S haema- E;H%:\tgr 1s\\/)[vailrlr’1— Urine Praziquan- | No recur-
Giil et al. 32,35,40/ Turkish / Bladder t(;bium / ba(’:k an d’ min microscopy, | tel40 mg/ | rence at
(2009) male Malian mimng bladder kg orally, 12-month
cee mqscle m_the biopsy single dose | follow-up
pain Niger
River
Portal
hyper-
tension, Post-allo-
hematu- Stool and Stool and geneic stem
Yalgm et al. 28 / male Turkish Blad{ier S. man- ria (post Unspec- urine mi- urine mi- cell trans-
(1999) and liver | soni/egg b ified .
one Croscopy Croscopy plantation
marrow case
trans-
plant)
Worked
Hematu- | near Diacnosis
ria at the | ponds in dg f
“ S. haema- | end of Cam- . . Praziquan- | Diace after
Ozvatan et al . . . Urine mi- q TUR; symp-
* | 37/ male Turkish Bladder tobium / mictu- eroon, tel 1650 ¥
(2011) o . Croscopy toms began
egg rition, Guinea, mg five vears
bladder and Mali 1 Y
lesi for si ater
esion or six
months

5. Conclusion

In regions where schistosomiasis is not typically encountered,

the presence of a liver mass in a patient with elevated HBV DNA

levels may lead clinicians to prioritize malignancy in the differ-

ential diagnosis. However, this case illustrates that parasitic in-

fections such as schistosomiasis can mimic neoplastic processes,

even in patients with no travel to endemic areas. Careful patho-

logical evaluation enabled accurate diagnosis and appropriate

treatment, highlighting the importance of maintaining a broad

diagnostic perspective in complex hepatic presentations.
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