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A Case of Acute Pancreatitis in Systemic Lupus Erythematosus
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Yonsei University College of Medicine

Systemic lupus erythematosus(SLE) is a multisystemic disease that can
involve the gastrointestinal tract, liver, and biliary system. Symptomatic pan-
creatic involvement, however, has rarely been reported. It may be part of the
primary disease process, such as vasculitic or autoimmune etiology, or associat-
ed with drug therapy, in particular corticostercid. We report here a lupus
patient who developed severe pancreatitis within 30 hours of initiation of cor-
ticosteroid therapy: we also discuss the relation between pancreatitis and sys-
temic lupus erythematosus.
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Fig, 1-A, CT shows marked pancreas enlargement and nodularity

B.

(arrows). Large amount of peripancreatic fluid collection
and right subhepatic area fluid collection were also
observed.

CT shows intraabdominal fluid collection and mesenteric
inflammatory infiltration which are extended to both
pararenal space(arrows).
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