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Summary: Fasciola hepatica (FH) can lead to important hepatobiliary diseases. Here we present a case of hemobilia as-
sociated with biliary FH, which is quite a rare case. The 41-year-old patient, who underwent common bile duct exploration
due to hemobilia, was found to have arterial bleeding associated with ulcer caused by a dead parasite in the common bile duct.
Hemobilia is a very rare complication associated with FH. When searching for the cause of hemobilia, FH should be con-

sidered.
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Introduction

Fasciola hepatica (FH) is a parasite of the flatworm fa-
mily of which snails are the intermediate hosts and which
are seen commonly in domestic animals like sheep, goat
and cattle, and sporadically in humans (8,9,13). It is esti-
mated that there are 2.4 million individuals infected with
fasciolosis and a 180 million others at risk of infection in
the world. Although fasciolosis is frequently seen in deve-
loping countries, there has been an increase in the number
of cases reported from developed countries in the last de-
cade. This zoonotic infection is commonly observed in
Africa, Western Europe and Latin America (13). A study
from Eastern Turkey (Elazig) recently reported a 2.78 % se-
roprevalence (11).

In its chronic period it proceeds with cholecystitis, cho-
langitis, abscesses in the liver, icterus caused by obstruction
and biliary colics (2,14). Pancreatitis (16) and hemobilia
(17) are fairly rare complications. Here we present a highly
rare case of hemobilia associated with biliary FH.

Case report

A 41-year-old male case presented at our hospital com-
plaining of epigastric pain. The characteristics of pain were
that it appeared in the epigastrium after meals and exten-
ded towards the back. His history included alcohol use.
A physical examination revealed epigastric sensitivity. Labo-
ratory findings showed that the whole blood count was in
the normal range and there was no eosinophilia.

Ultrasound (US): The liver and pancreas were evaluated
normal. His upper gastrointestinal (GIS) endoscopy showed
gastritis. Computer tomography (CT): Liver parenchyma and
pancreas were normal. The image in the common bile duct
(CBD) was consistent with parasitosis, upon which endo-
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scopic retrograde cholangiography (ERCP) was performed.
ERCP showed that the CBD lumen was about 1 cm in dia-
meter and dilated. There was an irregular filling defect in
the CBD. Sphincterotomy was conducted, and 3 broken
down, flat, dead FH parasites were extracted from the CBD
by a stone extraction balloon. After the procedure, the
patient’s complaints were seen to abate. Triclobendazole
treatment was started. One week after ERCP the patient
presented with bleeding in the upper GIS. The upper GIS
endoscopy showed that the bleeding originated from the
CBD. A second ERCP was performed on the patient. The
CBD was minimally dilated. There was a heterogeneous ir-
regular filling defect at the lower end. Intrahepatics were

Fig. 1: Endoscopic retrograde cholangiography images:
The patient’s common bile ducts were slighly dilated, and
a radiolucent, irreguler filling defect in common bile duct.
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normal. After the extraction of the balloon, the clot was re-
moved and there was a gush of bleeding. The procedure was
ended, and urgent laparotomy was performed. The CBD ex-
ploration was conducted during the operation. An ulcer in
the median part of the CBD and massive arterial bleeding
from this part was observed. It was seen that there was
a dead FH parasite on the same ulcer floor. It was establis-
hed that the focus of bleeding was not associated with the
previous sphincterotomy. Choledochotomy, partial chole-
dochus resection, hepaticojejunostomy, and cholecystecto-
my were conducted. The patient was discharged on the 14t
postoperative day.

Discussion

The infection has two clinical phases: the acute phase
which covers the hepatic invasion of the parasite, and the
chronic phase when the parasite is found in biliary tracts.
In its acute phase it infects people upon eating contami-
nated water cress. The FH helminth arrives from the duo-
denum first to the peritoneal cavity, and then to the liver
capsule. The helminth that perforates the liver capsule gets
into biliary tracts. Another route by which it reaches biliary
tracts is blood and lymph vessels. After it arrives at the bi-
liary tracts, the helminth develops and becomes an adult in
3 months (6,14). Extended fever, pain in the upper right
quadrant, hepatomegaly and eosinophilia are observed in
the acute phase, and may easily go unnoticed. Most of the
symptoms depend on sensitivity to secretions (attacks of
urticaria, migraine episodes, quincke edema). These signs
disappear in the chronic phase, when cholestasis and cholan-
gitis signs are observed due to the presence of the parasite
in the biliary tracts (3,15). Severe complications like he-
morrhage are rarely seen. The literature includes a few case
reports (12,17).

In one case, ulcer formation in and hemorrhage from
the CBD were observed (1). In this case, ulceration in and
hemorrhage from the CBD medina-distal area were seen.
The ulcer formation is attributed to the parasite’s entering
the papilla of Vater in the duodenum and perforating the
choledochus there. In our case, the presence of epigastric
pain for one month in the clinical course and finding ma-
ture, but dead parasites by ERCP indicate that the disease
was in the chronic phase. Ulcer formation of the parasite in
the CBD is rare but possible.
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Although a definitive diagnosis of the parasite is given
by establishing parasite eggs in the feces or duodenal aspi-
rate, this method’s chances of success are slim due to the fact
that the parasite produces few eggs. Therefore, serological
tests are used in the early period (4). Diagnosis is frequently
made by chance during surgery; rarely is the diagnosis given
during ERCP upon seeing the parasite itself (5,7).

In conclusion, when searching for the causes of hepato-
biliary diseases, Fasciola hepatica should be considered.
Fasciola hepatica should also be borne in mind among the
causes of hemobilia.
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