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Hepatic fascioliasis: report of two cases
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Abstract. Two cases of hepatic fascioliasis with char-
acteristic features in US examinations and CT scans
are presented. In both modalities they show tunnel-
like branching and clustered areas of low echogeni-
city/density, which reach subcapsular regions. These
cases are presented to recall the imaging features in
hepatic fascioliasis especially outside endemic re-
gions. Not only CT but also US is able to detect these
characteristic lesions, which may help to make the di-
agnosis of hepatic fascioliasis in patients with clinical
symptoms suggestive of parasitic disease.
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Introduction

The liver fluke Fasciola hepatica is a common parasite
of ruminants, especially sheep and cattle. Fascioliasis is
endemic in the southern part of France, Portugal, re-
gions of South America, North Africa, and South-East
Asia [1]. Humans get infected by ingestion of contami-
nated aquatic plants or water [1, 2]. Only a few cases
have been investigated with radiological studies [3, 4,
5]. Ultrasound and CT have been directly compared
only in a few of them [3].

Fascioliasis in humans can be divided into three stag-
es:

1. The acute stage (2-4 months), which is characterized
by non-specific symptoms [2, 6] and in which the imma-
ture flukes penetrate through the wall of the small intes-
tine into the peritoneal cavity and spread into the liver.
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The parasites migrate through the liver to reach the
bile ducts, where the parasites mature.

2. The latent stage (months to years), in which the ma-
ture adults are laying their eggs, whereas the host is as-
ymptomatic [2].

3. Without treatment the infection may lead to the third,
chronic phase of fascioliasis manifested as cholecystitis,
cholangitis, or biliary obstruction/colic by the adult
flukes [2, 7].

We demonstrate the imaging findings of one case of
acute and one of chronic fascioliasis, where laboratory
methods first failed to prove this parasitic disease.

Case reports
Case 1

A 47-year-old male Portuguese presented with fever,
upper abdominal pain for 1 month, and recurrent nau-
sea. Serum analyses revealed a WBC of 15.8 /nl, CRP
50 mg/l, alkaline phosphatase 192 U/l, yGT 151 UII,
LDH 870 U/1, Ferritin 1034 ug/l, and an eosinophilia of
40 % . Serology titer for Fasciola, Filaria, and Strongy-
loides were positive (high probability for cross-reactivi-
ty [1]). Stool samples were negative. An abdominal US
showed confluent tunnel-like-branching areas of low
echogenicity in the liver segments 6 and 7 (Fig.1) ex-
tending towards the capsule. Hepatosplenomegaly was
present. Precontrast CT scan revealed multiple ill-de-
fined, subcapsular clustered areas of low attenuation in
the right liver lobe (segments 6 and 7). After administra-
tion of i.v. contrast, the hypodense lesions were delin-
eated more sharply (Fig.2).

A biopsy of the duodenum to detect liver flukes and
an endoscopic retrograde cholangiopancreatography
(ERCP) to exclude intraductal parasites were perform-
ed; both were normal. Two US-guided percutaneous liv-
er biopsies revealed periportal inflammatory infiltrates
with predominant eosinophils but no malignant cells.
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Fig.3. Case 2. Enhanced CT. Cystic and small clustered areas of
decreased attenuation in the left liver lobe

Because of persistent severe eosinophilia without evi-
dence of Fasciola hepatica and especially high titers for
Strongyloides, the patient was treated with Ivermectin
(in expectation of an infection by Strongyloides) to
avoid an invasive Strongyloidosis. Repeated CT scans
and US studies revealed no improvement. Eosinophilia
persisted. Control of fecal specimen demonstrated eggs
of Fasciola hepatica. Then the patient was successfully
treated with Triclabendazol: Follow-up studies
4 months later showed decreased lesions in the liver.

Case 2

A 53-year-old female Vietnamese presented with recur-
rent fever, myalgia, headache, and pain in the right up-
per abdominal quadrant for approximately 10 weeks.
Every year she visited Vietnam for 2 months. Con-
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Fig.1a,b. Case 1. Acute stage of hepatic
fascioliasis. Confluent tunnel-like branching
areas of low echogenicity which reach sub-
capsular regions besides echogenic liver pa-
renchyma (arrows)

Fig.2. Enhanced CT of patient 1. Subcapsu-
lar located clustered areas of low attenua-
tion suggestive of migration tracts of the liv-
er fluke (arrow)

trolled serum analyses showed persistent eosinophilia
(27%) and elevated levels of yGT (186 U/l), alkaline
phosphatase (271 U/l), and CRP (108 mg/l). Serum
analysis revealed positive titers for Filaria, Strongy-
loides, and Fasciola. Stool samples were negative for
parasitic eggs. Ultrasound showed an enlarged left liver
lobe with lesions of low echogenicity predominantly,
with tunnel-like and clustered lesions extending to the
liver capsule. Contrast-enhanced CT showed multiple
clustered hypodense areas in the liver segments 2 and 3
(Fig.3). The intrahepatic bile ducts in the left liver lobe
were dilated. Inside the gallbladder and the common
bile duct inhomogeneous material was shown.

The CT and US findings led to the diagnosis of fasci-
oliasis and the patient was successfully treated with Tric-
labendazol. The CT scans after 4 and 30 months reveal-
ed non-dilated bile ducts without intraluminal material
and a decreased number and size of liver lesions.

Discussion

The typical but non-specific clinical symptoms and find-
ings in acute fascioliasis, such as fever, hepatomegaly,
diffuse upper abdominal pain, and marked eosinophilia
[1, 2, 6], were present in both cases.

The diagnosis of fascioliasis may be confirmed by
identification of eggs in fecal samples. Eggs may be de-
tected 3—-4 months after infection [1], but there are con-
tradictory reports on the rate of positive stool samples
between 0 and 72 % in fascioliasis [2, 3, 4, 5, 6]. Another
way to contribute to the diagnosis is the detection of
anti-fluke antibodies in serum by ELISA. Antibodies
appear earliest 2-4 weeks after infection [1]. Different
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sensitivities for ELISA were described in literature:
From 78.9 % [8] up to 100 % sensitivity and 97.8 % spec-
ificity [9]. However, in other helminthic infections with
similar clinical symptoms (e. g., schistosomiasis, clonor-
chiasis) cross-reactions have been reported. In chronic
infections immunological tests also could fail [1].

As reported by Arjona et al. in 80% of 15 cases we
found typical hypodense nodular or branching hepatic
lesions on CT [6], which are better delineated after in-
travenous contrast.

As described by Han et al. [3] we found that the le-
sions extend to the liver capsule, where the immature
flukes are described to penetrate into the liver. In US
examinations these lesions were of low echogenicity in
our cases, compared with Han et al. [3], who observed
variable echogenicity. Whereas we found US and CT to
be equal in their quality to make the diagnosis of fascio-
liasis, Arjona et al. [6] reported that US is inferior in
comparison with CT in diagnosing fascioliasis.

The value of MRI in diagnosis of fascioliasis is still
questionable since only a limited number of patients
has been studied: whereas Van Beers et al. [5] describe
no characteristic lesions, Han et al. [4] found the typical
tortuous lesions as others have described on CT.

The clinical differential diagnosis includes other par-
asitic diseases, which cause hypereosinophilia: echino-
coccosis; schistosomiasis; ascariasis; clonorchiasis; and
strongyloidiasis. The radiologic differential diagnosis
may be difficult, but there are some characteristic imag-
ing features of the different parasitoses.

In alveolar hydatid disease cystic lesions have amor-
phous coalescent calcifications and are found typically
in a central location [11] in contrast to hepatic fasciolia-
sis.

Hepatic manifestations of chronic schistosomiasis in-
clude periportal thickening on US [12] and hypodense
lesions in non-enhanced CT; the latter are markedly en-
hanced in contrast-guided CT scans [13], which is not
seen in fascioliasis. In schistosomiasis japonica CT dem-
onstrates typical peripheral septal and capsular calcifi-
cations [11], which are also distinguishable from fascio-
liasis.

Ascaris may enter the common bile duct and lead to
obstruction causing similar symptoms as seen in chronic
fascioliasis [14]. The dilatation of bile ducts [15, 16] is
similar to chronic fascioliasis, whereas the typical find-
ing in acute fascioliasis with subcapsular tunnel-like
branching areas in ascariasis is missed.

Fascioliasis cause dilatation of the central bile ducts,
in contrast to clonorchiasis, which shows diffuse periph-
eral ductal dilatation [10].

Hepatic manifestations of strongyloidiasis are rare.
In the case with a Strongyloides stercoralis hyperinfesta-
tion US showed lesions with an inner hyperechogenic
area and an outer hypoechogenic rim. The CT scan
showed hypodense lesions with a central ring-like area
of increased attenuation [17].

In the chronic stage of fascioliasis, US may reveal
echogenic material (which represents liver flukes) in
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the gallbladder, but the ERCP is the radiological meth-
od of choice since it can be used for therapeutic inter-
vention simultaneously [7, 18].

Two cases with typical symptoms and imaging find-
ings in hepatic fascioliasis in the acute and chronic stage
are presented. In fascioliasis diagnosis by identification
of eggs in fecal samples and detection of anti-fluke anti-
bodies often failed. These cases demonstrated that not
only CT, but also US, is helpful in the diagnosis of fasci-
oliasis.
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