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Abstract

In a retrospective study of patients admitted to the Riyadh Armed Forces Hospital over a 40 month period
(September, 1982-December, 1985), there were 23 patients (0.03 % of total admissions) admitted with acute pan-
creatitis. Pancreatitis was associated with galistones (8), hyperlipidemia (3), mumps (1), post-operative pan-
creatitis following cholecystectomy (1), and hydatid cyst obstructing the common bile duct (1). There was only
one case of well documented chronic alcohol consumption and no obvious cause could be found in the remaining
eight patients. Eleven patients developed complications: jaundice (7), acute renal failure (3), and pulmonary
complications (2). Two of these patients died. Two had recurrent pancreatitis and developed diabetes mellitus.
There were very few patients with pancreatitis in this series. This is believed to be the result of virtually no

alecohol consumption in our community.
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The exact cause of acute pancreatitis is uncertain in
some patients. However, there are certain well
documented predisposing causes such as alcoholism,’
hyperlipidemia,? hypercalcemia,’ biliary tract
disease,*s* trauma,® and familial inheritance.” Within
the Kingdom of Saudi Arabia, alcohol consumption
is prohibited. We report a retrospective study of pa-
tients with acute pancreatitis who were admitted to
the Riyadh Armed Forces Hospital over a 40 month
period to show the relatively low incidence of
alcoholism as an etiologic factor.

Material and methods.

Reviewed were 73,044 patients admitted to Riyadh
Armed Forces Hospital over a 40 month period,
September, 1982, through December, 1985. The
following data were collected from the charts of
those admitted with acute pancreatitis: age, sex,
presenting symptoms, serum amylase levels, results
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of investigations, e.g., sonography, cholecystogram,
lipid profile, endoscopic retrograde cholangiopan-
creatography (ERCP) outcome, surgical treatment,
and complications. An attempt to define the etiology
was made.

Results

Twenty-three cases of acute pancreatitis (0.03%)
were admitted over this 40 month period. These were
composed of 16 females (age range 12-79 years, mean
51.8 years) and 7 males (age range 7-59 years, mean
42.3 years). In all cases, the presentation was acute
with abdominal pain, nausea, and vomiting. In all in-
stances the serum amylase was over 600 IU/L (nor-
mal range = 0-100 IU/L). In 21 out of 23 cases, the
level was greater than 1,000 IU/L. The diagnostic
tests and etiology are shown in Tables 1 and 2,
respectively.

The presence of gallstones was confirmed in nine
patients, in one of which the pancreatitis occurred
two days post-cholecystechtomy, and cholelithiasis
was believed to be the causative factor. In three pa-
tients, hyperlipidemia was considered to be the
predisposing factor. These three patients were known
to have hyperlipidemia before their presentation with
acute pancreatitis. A seven year old child presented
with acute pancreatitis due to a mumps infection and
one patient had a hydatid cyst obstructing the lower
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Table 1. Diagnostic tests

Investigations Num'ber of Number of Number of
_patients normal tests abnormal tests
Upper abdominal ultrasound 22 11 7 gallbladder stones
2 dilated CBD* and gallstones
1 CBD hydatid cysts
1 dilated pancreatic duct
Cholecystogram (oral or V) 11 9 2 gallbladder stones
Endoscopic retrograde 7 5 2 CBD stones
cholangiopancreatography
Lipid profile 6 3 3 high cholestrol and high triglycerides
in 2 of these

*Common bile duct.

Table 2. Etiology of acute pancreatitis in the study
patients

Number of Serum
Etiology patients amlyase*
(percent) (range)
Cholelithiasis 8(35) 600-5750
Post cholecystectomy
for gall stones 1( 4) 2460
Hyperlipidemia 3(13) 860-1680
Mumps 1( 4) 1290
CBDT hydatid disease 1( 4) 2538
Alcohol 1( 4) 21380
Idiopathic 8(35) 1680-8429

*Normal range 0-100 IU/L
TComunon bile duct.

end of the common bite duct. Only one of the pa-
tients had a history of chronic alcohol consumption.
In the remaining eight cases, no obvious cause could
be found.

Ultrasound examination of the upper abdomen
was performed in all patients except for the child
with mumps pancreatitis. A cholecytogram (oral or
IV) was performed in 11 patients and gallbladder
stones were identified in two. Endoscopic retrograde
cholangiopancreatography (ERCP) was done in
seven patients, two of whom had biliary pancreatitis
as they had stones in the common bile duct which
were extracted after papillotomy. The lipid profile
was obtained in six patients and was abnormal in
three,

Complications as a direct result of pancreatitis

were documented in 11 patients. Seven patients were
jaundiced at the time of presentation. Acute renal
failure occurred in three patients, one of whom was
also jaundiced. Basal collapse/consolidation was
noted in two patients at the time of their admission.

Of the 23 patients, two died during hospitalization.
One patient who underwent cholecystectomy for
cholelithiasis was found to have acute hemorrhagic
pancreatitis. Post-operatively the patient developed
acute renal failure and a pancreatitic bed abscess and
died. The second patient developed pancreatitis two
days post-cholecystectomy for gallstones and subse-
quently developed multiple complications and died.
A third patient died suddenly two weeks after being
discharged, after having completely recovered from
acute pancreatitis. Four patients were not available
for follow-up after discharge. Sixteen patients were
followed for a period that ranged from two to 30
months. Two patients were re-admitted with a second
episode of acute pancreatitis and were well
thereafter. One patient developed diabetes mellitus.
The remaining 14 patients have been well and asymp-
tomatic on follow-up.

Discussion

Acute pancreatitis is an acute inflammation of the
pancreas, usually non-bacterial. While there are cer-
tain well-documented causes, the precise
pathogenesis remains uncertain in many cases.
Alcohol,' hyperlipidemia,? hypercalcemia®,
cholelithiasis,* post-gastric or biliary surgery,* and
trauma® are some of the well known etiological fac-
tors. A rare familial type of pancreatitis has also been
described.’

Alcohol may produce increased pancreatic secre-
tion. In the face of pancreatic duct obstruction for
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proteinacious material, this can lead to gland
autodigestion. The emphasis on alcohol-related pan-
creatitis has been reported from the U.S.A.,* and the
U.K. There is accumulating evidence to suggest that
in the U.K. and other Western societies, alcohol
abuse is a primary etiological factor in pancreatitis.
In one U.K. study carried out between 1968-1979, a
progressive increase in alcohol-related pancreatitis,
from 3.7% to 10.8%° was observed. Alcohol abuse
was considered the only etiological factor in 135
episodes (33%) of acute pancreatitis in patients ad-
mitted to Glasgow Royal Infirmary (U.K.) between
January, 1974, and December, 1980.'°

Our study supports the notion that the incidence of
acute pancreatitis in Saudi Arabia is low. Our
hospital is a large referral hospital. Only 23 cases of
acute pancreatitis were admitted over a 40 month
period. In a similar institution in the U.S.A. for ex-
ample, the rate of admission with pancreatitis is at
least five times more common. Furthermore, the con-
tribution of alcoholism to acute pancreatitis in our
experience has been relatively minor. Pancreatitis in
a setting of chronic alcohol abuse was seen in only
one out of 23 patients. Although alcohol consump-
tion can not be ruled out completely in the eight
‘“‘idiopathic’’ cases, there was no historical, clinical,
or other evidence to suggest that such was the case.
This has to be contrasted with the U.S.A. experience
where as many as 90% cases of pancreatitis are
associated with alcohol consumption.

Galistones were demonstrated in nearly one third
of our patients. This is similar to the findings in the
U.K." but nearly half of that reported by Ranson in
the U.S.A.* A small stone causing obstruction at the
ampulla results in reflux of bile into the pancreatic
duct and initiates an acute inflammatory process, is
one hypotheses. Biliary infection is also thought to be
another precipitant factor. Whether a small stone
causes transient obstruction initiating pancreatitis
and then passes through the ampulla is questionable.
This mechanism may explain some of the
“‘idiopathic'’ cases.

Nine patients had cholelithiasis on
ultrasonography. Two patients had an ERCP and
papillotomy performed to decompress the biliary
tree. Six patients underwent cholecystectomy, two of
whom died.

The role of emergency biliary surgery in gallstone
pancreatitis is debatable.'®'* More recently, it has
been suggested that ERCP plus papillotomy may be
enough to decompress the biliary system, enabling
the patient to recover from the episode of acute pan-
creatitis rather than to subject them to surgery.'*'¢

In one patient, a hydatid cyst caused an obstruc-
tion at the ampulla with resultant pancreatitis. Once
this had been removed surgically, the patient
recovered. More recently, endoscopic removal of a
hydatid cyst from the common bile duct (CBD) has

been described.'’

Pancreatitis has been associated with type I, 1V,
and V hyperlipoproteinemia. The pathogenesis of
pancreatitis in these disorders is unknown.

Mortality in acute pancreatitis varies from around
3-43% depending on the etiology.'* In our retrospec-
tive study the immediate mortality was 8.7% (2/23).

This series shows that the incidence of acute pan-
cretitis is low (0.03%), which may well be due to vir-
tually no alcohol consumption in our community.
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