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source of bleeding, which would usually
be treated by an interventional
radiologist in the first instance.

The indications for drainage of a
pancreatic pseudocyst or WON are
either infection or biliary or gastric outlet
obstruction. In the convalescent period
drainage of a pancreatic collection
should be considered if it is likely to be
the cause of ongoing pain. 

The decision, and strategy, for
drainage involves a multidisciplinary
process and should be undertaken in
high volume units that can provide
interventional endoscopy, radiology and
hepatobiliary surgical support. 

Internal EUS guided drainage of a
pancreatic pseudocyst or WON across
the stomach or duodenal wall is
preferred to percutaneous drainage
where possible; it is more comfortable
for the patient and a wide bore stent
across the gut wall drains better than
percutaneous drains. There is also no 
risk of a persistent cutaneous fistula. 
In practice though in very large,
complicated collections arising from AP
both modalities may be required.31

EUS guided drainage of WON should
be with lumen-apposing metal stents as
they provide a drainage channel
between the stomach or duodenum of
up to 20 mm which facilitates drainage
of solid material and permits a
subsequent direct endoscopic
necrosectomy (debridement of the solid
material of the WON through the stent
endoscopically). 

Open surgical procedures are no
longer recommended after the
landmark PANTER trial showed that
such minimally invasive step-up
approaches reduced the rate of major
complications and death.32

ERCP would be indicated for patients
with gallstone pancreatitis with biliary
obstruction or cholangitis secondary to
ductal stones to clear the stones from
biliary ducts. 

PREVENTION OF RECURRENCE 
Patients presenting with alcohol related
pancreatitis may need initial alcohol
detoxification if they are found to be in
alcohol withdrawal and should be
treated with chordiazepoxide
(oxazepam in case of liver dysfunction)
and vitamin and nutritional
supplementation. They should be
counselled for alcohol cessation and
referred to appropriate alcohol cessation
services in the community. 

Patients with gallstone pancreatitis
should undergo an urgent
cholecystectomy as soon as they are
well enough after the index episode of

pancreatitis to prevent recurrent
pancreatitis. A recent study suggests
that in necrotising pancreatitis,
cholecystectomy should be performed
before 8 weeks due to the high risk of
recurrent biliary events after 8 weeks.33

In patients who are surgically unfit for
cholecystectomy, a prophylactic
sphincterotomy may be performed,
however it may not reduce the rate of
further biliary colic or cholecystitis.
Whether the benefits of sphincterotomy
outweigh the risks of ERCP in comorbid
patients is controversial.26 Smoking
cessation should be advised as smoking
is a risk factor for recurrent acute
pancreatitis which in turn is a risk factor
for progression to chronic pancreatitis.34

Pancreatic enzyme insufficiency (PEI)
may develop after severe acute
pancreatitis and requires pancreatic
enzyme supplementation. After a
significant episode of AP patients
should be screened with a faecal
elastase as PEI may be sub-clinical and
patients may not describe classic
steatorrhoea or diarrhoea. The patient
should be investigated for fat soluble
vitamin deficiency and this should be
treated if found. 

A recent meta-analysis suggested
that the incidence of diabetes mellitus
was 23% post acute pancreatitis and 15%
had diabetes treated with insulin. Severe,
alcohol related and necrotising acute
pancreatitis had a higher incidence of
diabetes in comparison with biliary
causes and mild acute pancreatitis.35

Pharmacotherapy with fibrates,
statins, niacin and omega 3 fatty acids is
useful in patients with pancreatitis
secondary to hypertriglyceridaemia and
patients  should be counselled with
respect to dietary modifications, weight
reduction and abstaining from alcohol.26 

CONCLUSION
AP should be suspected in all patients
presenting with severe acute abdominal
pain. It is a common condition and can
lead to potentially catastrophic
outcomes. Once suspected diagnosis is
straightforward using laboratory
investigations and imaging. Prompt
treatment with fluids is important, and a
multidisciplinary approach is essential. 

The management of AP in most cases
is supportive, but AP can lead to severe
associated complications that may
require endoscopic or radiological
interventions, with the need for surgery
now being very unusual. With prompt
specialist multidisciplinary involvement
excellent outcomes can be achieved
even in very severe necrotising
pancreatitis. 
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Acute pancreatitis (AP) has an overall incidence of 30.0 per
100,000 population in the UK with an annual increase of 2.7%
per year. Alcohol and gallstones are the aetiology in more 
than 90% of cases. AP has a mortality rate of 1-7% which can
increase to about 20% in the presence of pancreatic necrosis.
Development of other organ complications increases the
mortality significantly which can be as high as 44% for
patients requiring mechanical ventilation. While alcoholic
pancreatitis is more common in men, gallstone pancreatitis is
the other common cause of acute pancreatitis seen more
commonly in women over the age of 60. 

The pathogenesis of AP broadly involves three
different mechanisms – ductal obstruction, acinar cell
injury and defective intracellular transport. Increased
intraductal pressure, such as in gallstone pancreatitis, 
leads to retrograde flow of pancreatic juice leading to
intrapancreatic enzyme activation. Raised calcium,
triglycerides, hereditary and autoimmune aetiologies
cause defective intracellular transport precipitating AP.

Any patient presenting with acute abdominal pain should
be assessed for a possible diagnosis of AP. A wide range of
differential diagnoses should be considered which include
intestinal obstruction, perforated peptic ulcer, mesenteric
ischaemia, biliary colic, cardiovascular causes such as inferior
wall myocardial infarction, dissecting aortic aneurysm and
possible gynaecological causes such as ruptured ectopic
pregnancy. 

A thorough history of the presenting illness is needed
to determine the onset, duration, progress and nature of
the pain. AP pain typically presents as severe epigastric
pain radiating to the back and is worsened by movement,
and classically leaning forwards alleviates the pain. The
pain is often associated with anorexia, nausea, vomiting
and decreased oral intake. Risk factors for pancreatitis
should also be assessed at the time of history taking.
Although alcohol and gallstones are the two most common
causes other aetiologies should also be explored, in
particular family history can indicate possible hereditary
pancreatitis or familial cancer syndromes. On examination
patients with AP are often hypovolaemic and may also
have tachypnoea, diaphoresis and tachycardia.

Any patient presenting with acute severe abdominal pain
outside of A&E, such as in primary care, should be urged to
attend A&E promptly to facilitate a rapid diagnosis and to
commence treatment (most importantly intravenous
fluids), which will improve outcomes in AP and in other
causes of acute severe abdominal pain. Embarking on
tests in primary care such as serum amylase if AP is being
considered is unlikely to be worthwhile. The diagnosis of
acute pancreatitis requires two of the followingcriteria to be
present as per the revised Atlanta classification: abdominal
pain in keeping with pancreatitis; serum amylase and/or
lipase more than 3 times the upper limit of normal; CT or
MRI findings consistent with acute pancreatitis.


