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[Abstract] Pyroptosissas a form of pro-inflammatory cell death,is necroptosis mediated by Gasdermin,
which is different from other forms (such as apoptosis and necrosis) in morphology and pathophysiology. It is
characterized by the rupture of cell membrane and release of cell contents and pro-inflammatory mediators.
With the gradual explanation of the mechanism of pyroptosis,it is considered to be one of the important mech-
anisms of ischemia-reperfusion injury (IRI). Pyroptosis is closely related to the occurrence and development
of IRI of heart,liver,brain and kidney. Understanding how the pyroptosis signal is activated and its role in the
IRI of important organs is helpful to explore a new scheme for the treatment of IRI. This review focused on

the role of pyroptosis in IRI of vital organs.
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