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ABSTRACT: Cell death includes programmed death and necrosis. When a new type of programmed cell death—pyroptosis was
found, it updated the understanding of cell death. Recent studies of the mechanism of cell death pyroptosis made significant progress
which found Gasdermin family proteins is a direct executor of pyroptosis. And the upstream signaling proteins of the important members:
Gasdermin D and Gasdermin E are basically clear. Gasdermin N-terminal domainsinsert into the cell membrane to form a pore, leading to
rupture of the cell membrane, extravasation of cellular contents, and release of IL-1f and IL-18. As a new type of programmed cell death
that is different from apoptosis, pyroptosis is characterized by the induction of inflammatory reactions. Therefore, the in-depth study of
the role and mechanism of pyroptosis in diseases is of great significance for elucidating the mechanisms of inflammatory diseases and guid-
ing treatment. This article provides an overview of the discovery of pyroptosis, the signaling proteins of pyroptosis pathway, and the re-
search progress in related diseases.
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