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[ Abstract] Hepatic ischemia—reperfusion injury, a relatively common phenomenon in clinical pathophysiology,

is one of the currently difficult and hot issues in liver surgery and liver transplantation clinical studies. p38 mitogen

activated protein kinases are activated in a variety of diseases and stress conditions. p38 signaling pathway activation

is one of the important mechanisms leading to hepatic ischemia—reperfusion injury. This article reviews the roles and

mechanisms of P38 signaling pathway recently years in the liver ischemia reperfusion injury.
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