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NSAIDg(Dexibuprofen) induced acute pancrestitis
FRofstE A5 v

uhg, AR

Theincidence of drug-induced pancreatitisis rare. Non-steroidal anti-inflammatory drugs (NSAIDs) have rarely been identified as a definite cause of acute
pancrestitis. The most common NSAIDs that have been reported to cause pancredtitis are sulindac and salicylates. We present a case of a young male pa-
tient with acute pancreatitis because of taking dexibuprofen, total 2000mg for two days. He had no other causes of acute pancrestitis excluded by clinical
history, serum toxicology and abdominal imaging. A 22 years old male patient admitted because of generd epigastric pain. He had no previous medical his-
tory and had a cruciate ligament surgery 3years ago. Before 2days he had been diagnosed hordeolum in local opthamic clinic and ingested dexibuprofen,
total 2000mg for 2days. He denied ingestion of acohol in the preceding days. On admission, BP was 110/60 mmHg, HR 72 beatsmin, RR 20 breathg/min,
and BT 36.9°C. He just complained epigastric tenderness of physical examination in abdomen. There was no specific information on the family history. He
has drunk alittle soju aweek socidly. Laboratory findings revealed WBC 13,580/mm3, Hb 14.7 g/dL, PLT 348,000/mm3, PT 11.6 sec, PT (INR) 1.06, AST
36 IU/L, ALT 55 IU/L, totd bilirubin 0.68 mg/dL, albumin 4.4 g/dL, sodium 138 mEg/L, potassium 3.8 mEg/L, chloride 99 mEg/L, BUN 12 mg/dL, crea-
tinine 0.94 mg/dL, CK/LDH 82/389 U/L. Specific Iaboratory findings revealed amylase 275 U/L, Lipase 4,574 U/L, cacium 9.0 mg/dL, TG 114 mg/dL.
Simple abdomen X ray shows sentinel loop sign of small intestine. Abdominal CT shows mild GB distention, pancreatic swelling and splenomegaly. His
symptom and lipase were improved after cessation of dexibuprofen and conservative therapy.We document a clinical case of NSAIDs induced acute
pancrestitis. The mechanism by which this occur is unknown. One hypothesis however links the possibility of NSAIDs reducing the amount of systemic
glutathione and hence inducing an oxidative stress reaction. There is no data to predict the clinical coursein these cases. We believe it is probable that dex-
ibuprofen has a causative link with acute pancrestitis.
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