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Pancreatic and hepatobiliary complica−
tions due to extracorporeal shockwave li−
thotripsy (ESWL) treatment for renal cal−
culi are very rare [1]. ESWL−related biliary
stricture mimicking malignancy has not
been reported to date.

A 50−year−old white man with recent−on−
set painless jaundice underwent endo−
scopic retrograde cholangiopancreatogra−
phy (ERCP). One year before he had been
diagnosed with bilateral renal calculi and
these were treated on the right side with
ESWL (three sessions, 3000 shocks per
session, 14 ± 26 kV). His last ESWL session
had taken place 2 months prior to the on−
set of jaundice. His laboratory results
showed a cholestatic liver pattern and
elevated lipase (136 U/l, normal range 7 ±
60 U/l). The serum calcium, amylase, car−
cino−embryonic antigen, and CA 19 ± 9
levels were all normal.

Magnetic resonance cholangiopancreato−
graphy showed a focal mid− to distal com−
mon bile duct stricture and inflammatory
changes in the part of the pancreas adja−
cent to the duodenum. ERCP showed a
15−mm biliary stricture at the level of the
cystic duct, with upstream dilatation of
the biliary tree (Figure 1). The pancreato−
gram was normal. An exploratory laparat−
omy was performed, when fibrous reac−
tion was noted around the porta. The
common bile duct appeared strictured
and it was resected, along with the gall−
bladder and hilar tissue, with a roux−en−Y
hepaticojejunostomy. Histological exami−
nation revealed chronic inflammation
around the bile ducts (Figure 2), and
marked xanthomatous and focal granulo−
matous inflammation in the periductal
adventitial soft tissue (Figure 3, 4).

In our patient, the time course between
ESWL therapy and the onset of jaundice,
in the absence of a known cause of a be−
nign/inflammatory bile duct stricture,
suggests a possible cause and effect rela−
tionship between the ESWL treatment for
renal calculus and the development of an
inflammatory common bile duct stricture.

Extracorporeal shockwave lithotripsy for renal
calculi: an unusual cause of common bile duct
stricture
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Figure 1 Endo−
scopic cholangio−
pancreatographic
image showing a
biliary stricture.

Figure 2 Histologi−
cal view showing
chronic inflamma−
tion around the
common bile duct
(hematoxylin and
eosin [H & E] stain,
original magnifica−
tion � 40).

Figure 3 Histolo−
gical view showing
periductal adventi−
tial soft tissue with
xanthomatous in−
flammation with
numerous foamy
histiocytes (H & E
stain, magnification
� 40).
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Cavitation and microbubble formation is
the suggested mechanism for shock−
wave−induced injury of biological tissues
[2, 3]. The number of shocks delivered, pa−
tient position, and inaccurate targeting
may also be factors in the development
of adverse gastrointestinal effects [1], al−
though these variables did not account
for the ESWL−related bile duct injury in
our patient.
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Figure 4 Histolo−
gical view of an area
of granulomatous
inflammation with
occasional histiocy−
tic giant cells in the
periductal adventi−
tial soft tissue
(H & E stain, magni−
fication � 200).
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