Unusual Presentation of Gallstones

Kamal Hassan', Avtandil Khakhiashvili’, Mohamed Awawdeh', Irina Afraimovitch’, Shadi Hasan’, Batya Kristal'

1) Nephrology and Hypertension Department, Western Galilee Hospital, Nahariya. 2) Rappaport Faculty of Medicine,

Technion, Haifa, Israel

Abstract

Gallstones are usually asymptomatic in the majority of
patients. Gallstones can migrate through a cholecysto-
duodenal fistula and may cause an intestinal obstruction
anywhere along the gastrointestinal tract. The obstruction
usually occurs at the level of the ileocecal valve. In most
cases, the clinical presentation includes symptoms related
to the intestinal obstruction including abdominal pain and
vomiting. We report an unusual case of gallstones presented
with acute prerenal azotemia as the major manifestation.
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Rezumat

Calculii biliari sunt de obicei asimptomatici. Calculii pot
migra printr-o fistuld colecistoduodenald si pot produce
obstructie in orice punct de-a lungul tractului gastrointestinal.
Obstructia se produce mai frecvent la nivelul valvei
ileocecale. De obicei, tabloul clinic include simptome legate
de obstructia intestinald, si include durerea abdominald i
virsdturile. Prezentdm cazul particular al unui pacient cu
litiazd biliard, la care azotemia prerenald a reprezentat
manifestarea majors a bolii.

Introduction

Gallstones are generally asymptomatic (1-3 ). Biliary colic
is the most frequently encountered manifestation. Gallstone-
related complications include acute cholecystitis,
choledocholithiasis, cholangitis, gallstone pancreatitis or
gallstone ileus (GSI)(1-3). Biliary fistula occurs in 3% - 5%
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of the cases (1). It is frequently preceded by an episode of
acute cholecystitis. The resulting inflammation and
adhesions facilitate the erosion of the offending gallstone
through the gall bladder wall forming a cholecystoenteric
fistula and allowing the passage of the gallstone (1).
Gallstones can migrate through a cholecystoduodenal fistula
and may pass asymptomatically into the bowel or may
become impacted anywhere along the gastrointestinal tract
from the stomach to the sigmoid colon causing mechanical
obstruction (4,5).

Case report

A 69-year old woman with a five year history of
hypertension, was admitted to the internal medicine
department for evaluation of weakness, nausea, vomiting
and intermittent bouts of colicky abdominal pain during the
last week. The patient was managed with aspirin 100mg,
metoprolol 95mg and nifedipine 60mg — each once daily. On
physical examination, her pulse was 114/minute, blood
pressure 128/76 mmHg, body temperature 37°C, dryness of
mucus membranes and decreased skin turgor. Lungs were
clear on auscultation, cardiac rhythm was regular with no
murmurs. Abdominal examination revealed a non-tender, soft
abdomen, without distention or changes in bowel sounds.
There were no peripheral edema. The remaining physical
examination was unremarkable.

Electrocardiogram revealed sinus tachycardia, flattened
T waves and depressed ST segment in the lateral ventricular
wall. Chest X-ray was normal. The patient was oliguric with
urinary output less than 200cc/day. Her renal function tests
revealed BUN 108 mg/dl, creatinine 3.6 mg/dl. She was
therefore transferred to our nephrology department. Plain
abdominal X-ray demonstrated multiple air-fluid levels.
Abdominal ultrasound was normal. Computed tomography
scan of the abdomen revealed dilated loops of the terminal
ileum proximal to the obstruction and pneumobilia (Figs.1,2).
Central venous pressure was Scm H,O.

Repeated blood analysis revealed: hemoglobin 16.7 gr/
dl, hematocrit 51.0%, WBC 9300/mm?, PLT 262000/mm?,
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glucose 93 mg/dl, BUN 121mg/dl, creatinine 4.1 mg/dl,
potassium 3.3 mEq/1, sodium 135 mEq/1, chloride 82 mEq/1,
serum osmolality 318, serum calcium 9.2 mg/dl, posphor 2.8
mg/dl, magnesium 1.6 mg/dl, albumin 3.8 g/dl, AST 29 IU,
ALT 18 IU, alkaline phospatase 132 [U/dl, LDH 390 [U/dl,
uric acid 17.1 mg/dl, amylase 344 U/L, total bilirubin 1.2 mg/
dl, conjugated bilirubin 0.5 mg/dl, CPK 173 U/L, PH 7.55,
PO, 100 mmHg, PCO, 48 mmHg, bicarbonate 37 mEq/1. Urine
analysis: osmolality 451 mosmol/kg, K 16 mEq/day, sodium
102 mEq/day, chloride 7.9 mEq/day.

The patient was treated with intravenous 0.9% saline
and KCI. Serum creatinine was reduced gradually to 0.9,
potassium was increased to 4.6 mEq/I and the daily urinary
output increased to about 2800ml/24 h. The patient was
operated and the surgical findings confirmed the diagnosis
of obstruction of the terminal ileum due to a4 x 4 cm gallstone
blockage. The patient underwent surgical enterolithotomy,
cholecystectomy and cholecystodoudenal fistula closure.
Ten months after the operation, the patient was in good
condition and her renal function tests were normal.

Fig.1 Abdominal CT. Dilated loops of the terminal ileum proximal
to the obstruction.

Fig.2 Abdominal CT. Pneumobilia.

Discussion

Gallstones may be incidental and asymptomatic or painful
and accompanied by life-threatening obstruction or infection
(1-3). Biliary colic is the most common symptom of chole-
lithiasis. Acute cholecystitis is the most common
complication of choelithiasis. Cholangitis is considered a
life-threatening complication of choledocholithiasis.
Gallstone ileus (GSI) is an unusual complication of biliary
lithiasis (1-3).

The diagnosis of GSI is suggested by the presence of
clinical manifestations of cholelithiasis plus symptoms and
radiographic signs of intestinal obstruction. Usually, the
diagnosis is difficult, leading to late intervention (1-3 ). In
our case, the patient was completely asymptomatic until the
last week and did not have any history of biliary colic or
abdominal pain. Only 25% of patients with GSI have a history
of biliary colic in the preceding one year (1). Although the
patient was admitted for evaluation of weakness, nausea,
vomiting and intermittent abdominal pain, the clinical
presentation was not characteristic of intestinal obstruction.

The physical examination and laboratory analysis of the
patient were concordant with volume depletion state. Her
renal function abnormalities indicated prerenal azotemia.
Other laboratory findings, including hypokalemia, metabolic
alkalosis, low urinary potassium excretion and hyponatremia
were due to prolonged gastrointestinal losses.

Plain abdominal film showed dilated small-bowel loops.
Abdominal ultrasound showed normal kidneys, spleen and
liver without cholelithiasis or pneumobilia. Subsequently, a
computerized tomography of the abdomen, without
intravenous contrast media, was performed and dilated loops
of the terminal ileum proximal to the obstruction and
pneumobilia were demonstrated.

The classic roentgenographic signs of GSI, as described
by Rigler et al, include intestinal obstruction, pneumobilia,
aberrantly located gallstone and change of location of the
previously identified stone on serial exams (6,7). Although
gallstones were not demonstrated by the abdominal
ultrasound, the findings in plain abdominal film and
abdominal computed tomography supported the diagnosis
of GSI. Surgery showed a single 4 x 4 cm gallstone obstructing
the distal ileum, confirming the diagnosis of GSI. Therefore,
we consider that in the presence of clinical symptoms
suggesting intestinal obstruction, supported by roentgeno-
graphic signs in plain abdominal film and pneumobilia, the
diagnosis of GSI is strongly suggested even when
gallstones are not demonstrated by other imaging methods.
Furthermore, in cases of prerenal azotemia, concurrently with
clinical evidence of intestinal obstruction, the possibility of
GSI should be included in the differential diagnosis.

GSI is considered an unusual complication of biliary
lithiasis (1-3 ). A gallstone of at least 2-2.5 cm in diameter is
essential to cause obstruction (1). In most of the patients,
the obstruction occurs at the terminal ileum and ileocecal
valve because of their narrow lumen and less active
peristalsis (1). In rare cases, when they anchor at the duo-
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denum level, symptoms of gastric outlet obstruction develop,
as first described by Bouveret in 1893 (8). GSI accounts for
1% to 3% of all cases of intestinal obstruction (9). Surgery
is the treatment of choice. The appropriate surgical
intervention for GSI is controversial. Opinions vary about
whether fistula repair and cholecystectomy should be
performed simultaneously. The main purpose of surgical
intervention should be the removal of the obstructing stone
by enterotomy without cholecystectomy and cholecysto-
duodenal fistula breakdown to minimize the risks of surgery
(1). During the operation, the entire length of the bowel
should be examined for additional stones, due to a 10 to
40% incidence of multiple stones within the gastrointestinal
tract (10). A one-stage procedure involving the removal of
the gall bladder and the fistula has higher mortality, but the
incidence of biliary complications can increase after
enterolithotomy alone (1). In view of the high mortality and
morbidity rate, non-surgical procedures such as extra-
corporeal shock wave lithotripsy (ESWL), electrohydraulic
or mechanical lithotripsy, endoscopic stone removal,
laparoscopically assisted enterolithotomy and laser
lithotripsy have been suggested, but those depend on the
site of the obstruction (10,11). In the case of unsuccessful
stone removal with these modalities or its distal migration,
particularly for larger stones, these techniques may be
ineffective and surgery may be required. Thus, when
necessary, gallbladder extraction and cholecystoduodenal
fistula repair should be performed as it was done in our
case.

A thorough knowledge of potential complications of
gallstones is critical, especially because some asymptomatic
gallstones may predispose to life threatening complications
requiring prompt treatment. Our report describes an unusual
manifestation of gallstones presented as acute prerenal
azotemia caused by terminal ileum obstruction due to

gallstone blockage, which was not preceded by an episode
of acute cholecystitis or biliary colic.
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