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[ Abstract] Pyroptosis is a kind of programmed cell death, which is similar to apoptosis in morphology
and is associated with inflammatory reaction. Hepatic ischemia-reperfusion injury is a complication of hepatic
lobectomy,liver transplantation,and hypovolemic shock,leading to local and distal cell damage and organ dys-
function. This injury involves both the acute aseptic inflammatory response and the inflammatory response
caused by endotoxemia during reperfusion,which is characterized by the inflammatory mediators inducing the
inflammatory cascade reaction,eventually damaging liver parenchymal cells and even leading to cell death. In
recent years,studies have found that pyroptosis is an important component of hepatic ischemia-reperfusion in-
jury,and inflammatory factors play a key role in this process. In this paper,the relationship between pyropto-
sis and hepatic ischemia-reperfusion injury was reviewed.
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