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Abstract: Acute pancreatitis is a common acute abdominal disease with acute onset, rapid progression, and poor outcome, and limiting
inflammation is an effective strategy for treatment of acute pancreatitis. Curcumin is a yellow pigment derived from Curcumae Longae
Rhizoma, which has many activities, such as anti-fibrosis, anti-cancer, anti-apoptosis, and anti-inflammatory. Curcumin can inhibit NF-
kB, regulate MAPK signal pathway, inhibit JAK2/STAT3 signaling pathway, activate PI3K/Akt signaling pathway, inhibit the secretion
of inflammatory factors, inhibit the expressions of ENA-78 and COX-2, improve the autophagy function of cells, inhibit the activation
of pancreatic stellate cells, reduce the oxidative stress reaction, and play a role in prevention and treatment of acute pancreatitis. This
article reviews the mechanism of curcumin in prevention and treatment of acute pancreatitis, in order to provide reference for the
clinical research of curcumin.
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