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Is intervention necessary after a first episode of
acute idiopathic pancreatitis?

A B Ballinger, E Barnes, E M Alstead, P D Fairclough

Abstract
Acute idiopathic pancreatitis is a term
used when no underlying cause has been
identified on routine investigation. How-
ever, more specialised investigations may
identify aetiological factors, biliary sludge
and sphincter of Oddi dysfunction for
example, in 38-72% ofpatients with recur-
rent episodes. Treatment of these abnor-
malities may prevent further episodes of
pancreatitis. The aim of this study was to
follow up and determine the outcome in
patients with a first episode of idiopathic
pancreatitis, and thus determine the need
for further investigation and treatment in
this group of patients. Thirty one patients
with a single episode ofidiopathic pancre-
atitis were studied who had no specialised
investigations or specific treatment.
During a median follow up of 36 months
only one patient has had recurrent pan-
creatitis. Two patients experienced a
single episode of unexplained abdominal
pain; serum amylase, liver biochemistry,
and abdominal ultrasound were all
normal and the pain resolved within 48
hours. In conclusion, in the medium term,
the prognosis is good after a first episode
of idiopathic pancreatitis and specialised
investigation is unnecessary.
(Gut 1996; 38: 293-295)
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Acute pancreatitis is a common emergency
with considerable morbidity and a mortality of
about 7%.1 In view of this, an underlying cause

is usually sought so that appropriate treatment
may be given and recurrent episodes pre-
vented. In Europe and the United States, gall
stones and alcohol excess are the most
common causes, accounting for 64-80% of
cases. Drugs, metabolic abnormalities, viral
infections, trauma, and a variety of other rarer

causes are implicated in up to 1 0% of cases.

Finally in 10-20% of cases no abnormality is
detected despite a careful history, biochemical
screen, and ultrasound or computed tomo-
graphy of the abdomen.24 These patients are

conventionally classified as having acute idio-
pathic pancreatitis. Recent studies have
reported, however, that with more specialised
and invasive investigations possible aetiological
factors are identified in 38-73% of these
cases.5-7 The causes include sphincter of Oddi
dysfunction, biliary sludge, pancreas divisum,
and pancreatic duct abnormalities. Specific
treatment of these conditions reduced the

recurrence rate compared with an untreated

group. However, these studies recruited either
only patients with recurrent episodes of pan-
creatitis5 or a mixed group consisting of first
attenders and patients with recurrent
episodes.6 7 This differentiation is important as
the aetiology and prognosis may not be the
same in these two groups.
The purpose of this study was to follow up

patients with a first episode of idiopathic pan-
creatitis who did not undergo specialised inves-
tigations or intervention. The results suggest
that within three years of the index episode a
second episode is rare and specialised investi-
gation and intervention are thus unnecessary.

Methods
Patients with acute pancreatitis treated at the
Homerton Hospital, St Bartholomew's
Hospital, and Whipps Cross Hospital between
January 1989 and January 1994 were identified
from hospital coding and review of 1469 con-
secutive endoscopic retrograde cholangiopan-
creatography (ERCP) records. The purpose of
reviewing the ERCP records was to identify
any patients with acute pancreatitis who may
have been coded incorrectly and would there-
fore not be identified from coding. Although
this would detect only those patients who had
an ERCP, this was the only source available to
identify incorrectly coded patients. In fact,
review of the ERCP records only picked up
two additional cases of acute pancreatitis not
identified from hospital coding.
The hospital records of all possible cases

were reviewed and a definite diagnosis of acute
pancreatitis was made if the serum amylase
was more than five times the upper limit of the
hospital reference range (in the absence of
other conditions causing hyperamylasaemia,
for example, perforated peptic ulcer) or if com-
puted tomography showed changes of acute
pancreatitis. Patients were considered to have
acute idiopathic pancreatitis if they had no his-
tory of alcohol abuse (defined as average daily
consumption of more than three units per
day), no gall bladder or common bile duct
calculi on ultrasound examination, no recent
intake of drugs reported to cause acute pan-
creatitis and no hypertriglyceridaemia or
hypercalcaemia. In addition, patients with any
of the rarer causes of acute pancreatitis and
patients who had previously had a cholecystec-
tomy were not included in the study. All
patients with a first episode of acute pan-
creatitis who fulfilled these exclusion criteria
were recruited for the study. Follow up was
recorded by review of the hospital records and
by a questionnaire (Figure) sent to both the
patients and their general practitioner. During
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Dear Mrs Jones
I am writing to ask if you would help with a small study that we are performing at

St Bartholomew's Hospital. As you know, you were admitted in May 1991 with pan-
creatitis (inflammation of the pancreas gland). We are attempting to obtain long-term
follow up on patients admitted with this condition. I would be grateful if you would
answer the following questions and send your reply in the stamped addressed enve-
lope provided.

1. Have you had any abdominal (tummy) pains since the attack of pancreatitis? If
yes, what were they like and did you see your GP or go to hospital?...................................
.......................................................................................................................................................................

2. Have you had any further attacks of pancreatitis? If yes, what hospital were you
admitted to?...............................................................................................................................................

3. Have you had any operations since the attack of pancreatitis? If yes, what opera-
tion?..............................................................................................................................................................

4. Please list any other illnesses that you have had since the attack of pancreatitis?

Thank you for your help
Yours sincerely

An example of the follow up questionnaire sent to the patient. The questionnaire (not
shown) sent to the general practitioner asked the same types of questions and the wording
changed appropriately.

the follow up period, at least two question-
naires were sent to each patient specifically
designed to discover if there had been any
possible further episodes of pancreatitis or

symptoms to suggest gall stone disease.

Results
Thirty one patients (15 men) were identified as

having a first episode of acute idiopathic pan-
creatitis. The mean age of the study group at
the time of the acute illness was 61.7 years
(range 24-92). The serum amylase was five
times the upper limit of normal in all except
two patients in whom computed tomography
showed focal pancreatitis. All patients satisfied
the exclusion criteria; triglycerides were

measured in 18 patients and found to be
normal in all. The inclusion criteria for this
study did not include a normal ERCP, how-
ever, an ERCP had been performed in 20
patients and no aetiological factor identified. It
is not the policy of the hospitals in this study to
routinely perform ERCP on all patients with
idiopathic pancreatitis and the decision to
perform ERCP was made by the consultant in
charge of the patient. At ERCP, no patient had
a sphincterotomy or sphincter manometry.
There were no complications of ERCP in this
group of patients. There was no significant dif-
ference in age between the group of patients
who had ERCP (58 years (range 24-76)) and
those who did not (69 (range 39-92)). Serum
alkaline phosphatase was significantly higher
(Mann-Whitney test, p=00056) in the ERCP
patients (median 158, interquartile range
126-318 IU/1) compared with the group who
did not have an ERCP (median 69, 60-94).
Serum aspartate aminotransferase (ERCP,
40 (17-78 IU/1); no ERCP, 38 (22-164))
and serum bilirubin (ERCP, 13 (10.5-73.5
,umol/l); no ERCP, 15 (11-17)) was the same

in both groups.
Of the 31 patients studied, two died during

the acute illness from multi-organ failure and
follow up is incomplete in two patients. One
of the patients who died had a postmortem

examination, which showed a necrotic pan-
creas and pulmonary oedema; no gall stones or
other possible aetiological factor of acute pan-
creatitis was identified. Median follow up in
the remaining 27 patients is 36 months
(interquartile range 24-54). Only one patient
has had a further episode of acute pancreatitis
occurring nine months after the first episode.
Investigations on the second admission includ-
ing serum triglycerides, abdominal computed
tomography, and ERCP did not reveal a cause
and he remained well in the 15 month follow
up. One patient has died in the follow up
period of a myocardial infarction. Seven
patients have had episodes of abdominal pain.
Two of these were diagnosed as having a peptic
ulcer (one at gastroscopy and one on barium
meal examination) and the pain has resolved
with appropriate treatment. Two patients were
seen in the accident and emergency depart-
ment and investigations including serum
amylase, liver biochemistry, and abdominal
ultrasound were all found to be normal. The
pain resolved in less than 48 hours with no firm
diagnosis being made and no recurrence of
symptoms since. The remaining three patients
had mild episodes of dyspepsia, which have not
necessitated a visit to the hospital or general
practitioner. No patients have developed jaun-
dice or had a cholecystectomy.

Discussion
Biliary sludge, defined as a suspension of
cholesterol monohydrate crystals or calcium
bilirubinate granules, has been implicated in
the pathogenesis of acute idiopathic pancreati-
tis. Microscopic examination of bile, obtained
by duodenal intubation, has identified sludge
in 67-74% of patients after an acute episode of
idiopathic pancreatitis.6 7 Lee et al showed that
recurrent episodes of pancreatitis occurred in
eight of 11 (73%) untreated patients with
sludge. In contrast only one of 10 patients
treated by cholecystectomy or endoscopic
sphincterotomy developed recurrent pan-
creatitis.7 In a similar study, Ros et al showed
that a high proportion of patients with sludge
developed gall bladder stones on follow up
examination.6 Recurrent pancreatitis occurred
in 12 of those patients (67%) in whom chole-
cystectomy was not performed or in whom gall
stones persisted despite treatment with
ursodeoxycholic acid. In both of these studies
treatment was not randomised and it is unclear
why some patients were assigned to treatment
and others not. In addition these studies
recruited both patients with a first episode of
pancreatitis and patients with recurrent
episodes. Other studies have recruited only
those patients with recurrent episodes of
idiopathic pancreatitis and identified possible
aetiological factors in 31 -460/ of patients.5 8 9
These included pancreas divisum, chole-
lithiasis, choledochocoele, papillary tumour,
and sphincter of Oddi dysfunction.
Our study has examined the outcome

only in those patients with a first episode of
idiopathic pancreatitis. No patient has had a
sphincterotomy, cholecystectomy or treatment
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with ursodeoxycholic acid in the follow up
period. Over a follow up period of three years,
only one patient (4%) has had a further
episode of pancreatitis. A previous study has
shown that some patients with biliary sludge
develop gall stones and therefore we were
interested to know if our patients developed
symptoms of gall stone disease; no patients
have developed cholecystitis, biliary colic or
jaundice, and no patient has had a cholecystec-
tomy. Gall bladder ultrasound has not been
performed during the follow up period and
therefore we do not know if any of the patients
have developed asymptomatic gall stones.

Although this is a retrospective study, follow
up was complete in all but two patients. In these
two patients the hospital records could not be
found and the general practitioner or patient
questionnaire was not returned. The follow up
questionnaire was specifically designed to detect
if there had been recurrent episodes of pancre-
atitis or symptoms of cholelithiasis. Patients
may have forgotten, and therefore not reported,
a mild short lived episode of abdominal pain.
Pancreatitis, cholecystitis, and biliary colic
usually cause pain, however, which is severe
enough to prompt a visit to the general practi-
tioner or hospital. We would therefore expect
that even if symptoms were not reported on the
patient questionnaire, they would be reported
by the general practitioner. In addition, to aid
recall, a questionnaire was sent out twice in the
follow up period.

In conclusion, we have found that the
incidence of second episodes of pancreatitis is
low, at least in the short to medium term. In
this group of patients the risk of complications

from ERCP are greater than the risks of a
second episode. We therefore feel that the
morbidity and mortality of specialised investi-
gation after a first episode of acute idiopathic
pancreatitis (defined as those patients with a
normal ultrasound other than pancreatitis, no
history of alcohol misuse, and no other obvious
cause of pancreatitis) probably outweighs the
benefits. We will continue to follow up this
cohort of patients.
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