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Abstract Acute pancreatitis is an inflammatory disease of the pancreas caused by multiple pathogenic factors, manifes-
ted by acute abdominal pain and elevated serum pancreatic enzymes. In severe cases, pancreatic necrosis, organ failure and
even death may occur. Inflammatory cytokines play a key role in acute pancreatitis, and the inflammatory cascade response is
the main factor driving the progression of the disease. The early treatment of acute pancreatitis is based on symptomatic sup-
port. In recent years, basic and clinical studies have suggested that early application of non-steroidal anti-inflammatory drugs

(NSAIDs) is effective in the treatment of acute pancreatitis. This article reviews the studies of NSAIDs in the treatment of a-

cute pancreatitis.
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