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Biliary obstruction resulting from Strongyloides
stercoralis infection. Report of a case

E Delarocque Astagneau, A Hadengue, C Degott, V Vilgrain, S Erlinger, J P Benhamou

Abstract
Hepatobiliary manifestations of strongyloidia-
sis are rare. A case is described of biliary
obstruction associated with the presence of
Strongyloides stercoralis in the duodenal
mucosa and 250 urm rhabditiform larvae in
bile. Biliary obstruction resulted from papil-
lary stenosis, which resolved after treatment
with thiabendazole. It is proposed that papil-
lary stenosis may be responsible for obstruc-
tive jaundice associated with Strongyloides
stercoralis infection, and that strongyloidiasis
should be added to the causes of papillary
stenosis.
(Gutl1994; 35: 705-706)
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Figure 1: Photomicrograph
ofa duodenal biopsy
fragment showing an
inflammatory infiltrate and
rhabditiform larvae of
Strongyloides stercoralis
(arrow).
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Strongyloides stercoralis is a widespread soil trans-
mitted intestinal nematode. Strongyloidiasis is
especially common in tropical countries. In
Western countries, strongyloidiasis is mainly
found in immigrants, travellers, and old
people.' 3 More than half of the patients with
chronic, uncomplicated strongyloidiasis infec-
tion either are asymptomatic or have unspecific
symptoms.' Hepatobiliary involvement seems to
be rare. We report a case with biliary obstruction
resulting from Strongyloides stercoralis infection
that resolved after treatment with thiabendazole.

Case report
A 44 year old Caribbean woman was admitted
after a one month history of intermittent fever
and abnormal liver tests. She had been living
in Paris for many years and had last travelled to
the West Indies two years before admission.
On admission, she complained of anorexia,

epigastric pain, and intermittent pruritus. On
physical examination, she was anicteric and
afebrile. The liver was enlarged with a smooth
surface. Laboratory studies showed a white
blood cell count of 7 6x109/l with 021x109/l
eosinophils, a haemoglobin count of 103 g/dl,
and a platelet count of466x 109/1. Serum alkaline
phosphatase activity was three times the upper
normal limit. y-Glutamyltransferase was two
times the upper normal limit. Serum alanine
aminotransferase and aspartate aminotransferase
were five times and 2 5 times the upper normal
limit, respectively. The total bilirubin was
9 [tmol/l. Antibodies against HIV 1 and HIV 2
were absent. Antibodies against HTLV 1 were
positive. Ultrasound examination showed dilata-
tion of the intrahepatic bile ducts. The common
bile duct (11 mm) and the main pancreatic duct
(4 mm) were also dilated. No biliary stone or
pancreatic mass was present. At endoscopic
examination, the duodenal mucosa seemed infil-
trated and fragile. Histological examination of a
duodenal biopsy specimen showed an intense
duodenitis resulting from strongyloidiasis (Fig
1). Endoscopic retrograde catheterisation of the
papilla was unsuccessful because the papilla
could not be identified in the oedematous duo-
denum. Percutaneous transhepatic cholangio-
graphy showed dilatation of the common bile
duct and papillary stenosis (Fig 2). Bile samples
were obtained and a percutaneous transpapillary
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Figure 2: Percutaneous transhepatic cholangiography
showing dilatation ofintrahepatic bile ducts and common bile
duct. There is no passage ofcontrast material into the
duodenum.
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tube was placed. Examination of the bile samples
showed alive rhabditiform larvae. Stool exami-
nation showed multiple rhabditiform larvae.
A liver biopsy was performed; histological
examination showed mild portal and lobular
inflammation.
The patient received two courses ofthiabenda-

zole (50 mg/kg) one week apart. The trans-
papillary tube was removed after a total of seven
days, when biliary opacification showed normal
emptying of the common bile duct.
One month later, the patient was well. Liver

tests were normal. Ultrasound examination
showed a moderate dilatation of the common
bile duct (7T5 mm) and normal intrahepatic bile
ducts. Duodenal biopsy examination showed
mild unspecific duodenitis. No parasite was
found in the stools or at histological examination
of the duodenum.

Discussion
Hepatobiliary manifestations of strongyloidiasis
seem to be rare: no hepatobiliary involvement
was mentioned in three series of, respectively,
56, 350, and 1934 infected patients.245 Two
types of hepatobiliary disorders have been des-
cribed: granulomatous hepatitis and obstructive
jaundice. Granulomatous hepatitis has been
reported by Poltera et a16 in five patients, three of
whom had cholestasis without evidence ofbiliary
obstruction. Hennequin et a17 also recently
reported a case in whom liver test abnormalities
with a normal cholangiography might be
attributed to granulomatous hepatitis without
biliary obstruction.

Obstructive jaundice and clinical features of
acute gall bladder disease have also been des-
cribed. Filariform larvae have been found in the
gall bladder. It has been proposed that jaundice
was a result of a mechanical obstruction of the
common bile duct.8 Mechanical obstruction
because of the larvae, however, does not seem
probable because of their very small size (250
tim). Pijls et al9 described a case of jaundice with
stenosis of the distal common bile duct in a
patient with Strongyloides stercoralis infection.
The stenosis resulted from a pancreatic mass,
which resolved after thiabendazole treatment.
Subsequently, jaundice disappeared and liver
tests were normal.9

In our patient, liver biopsy permitte4 us to
exclude granulomatous hepatitis as a cause. No
pancreatic mass was detectable. Obstructive
jaundice was clearly a result ofpapillary stenosis.
Papillary stenosis was associated with both

considerable duodenal inflammation and
Strongyloides stercoralis infection. In addition,
rhabditiform larvae were isolated from bile
specimens. Furthermore, liver tests improved
and dilatation of intrahepatic and common bile
ducts resolved after thiabendazole treatment.
We therefore suggest that papillary stenosis was
the consequence of the inflammatory response to
massive Strongyloides stercoralis duodenal
infection.
Some characteristics of Strongyloides stercoralis

are unusual and distinct from those of other
intestinal helminths. Firstly, its cycle of auto-
infection permits the parasite to reside in the host
and have the potential for producing illness for
more than 30 years after leaving an endemic
area,' and secondly, disseminated infection
is known to occur in immunocompromised
patients.'" I Our patient had anti-HTLV 1 anti-
bodies. HTLV 1 infection seems to be respons-
ible for mild immune impairment.'213 There-
fore, it is possible that, in our patient, severe
strongyloidiasis manifestations were related to
this immune state.
We propose that papillary stenosis may be

responsible for obstructive jaundice associated
with Strongyloides stercoralis infection, and that
strongyloidiasis should be considered as one of
the causes of papillary stenosis.
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