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Advances in research on calcium overload

and acute pancreatitis regulated by SOCE

DUAN Li-Fang, ZHANG Hong*
(Basic Medical College, Shaanxi University of Chinese Medicine, Xianyang 712046, China)

Abstract: Acute pancreatitis is an inflammatory, multifactorial disease of the pancreas, resulting in mistargeting of
digestive enzymes that eventually destroy the pancreatic parenchyma. It is now well established that persistent
calcium overload-induced acinar cell necrosis and excessive apoptosis is an important pathogenesis of AP. The
store-operated calcium entry (SOCE) is the key to cause calcium overload in non-excited cells, including pancreatic
acinar cells, and calcium release activates calcium channel protein Orai as a core molecule in the SOCE signaling
pathway. Recent studies have confirmed that the SOCE pathway plays an important role in regulating calcium
overload in pancreatic acinar cells. This article is intended to review the progress of SOCE in regulating calcium
overload in AP.
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