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[Abstract] Pyroptosis was identified as a form of cysteinyl aspartate specific proteinase 1 (caspase-1)-dependent
form of "apoptosis" in the initial research. With the discovery of the inflammasome pathway, "Pyroptosis" was considered
to be a special inflammatory effect mechanism of inflammatory caspase-dependent cell death. However, further studies on
"pyroptosis" and the Gasdermin (GSDM) family have found that the GSDMs N-terminal domain (GSDM-NT) is the sole
executor of pyroptosis, the activation of inflammatory caspase is not necessary for GSDM-NT in some cases. Therefore, in
recent years, "pyroptosis" is redefined as inflammasome-dependent pathway, with GSDM-NT as the prominent executor,
inducing changes in membrane permeability, releasing cell contents, and leading to lytic cell death ultimately. Pyroptosis
can most likely result in different levels of inflammation, which depends on the type or pathway of GSDM activation, cell
different types, and whether the GSDM pores are repaired or not. The pyroptosis caused by GSDMs plays a prominent
role in many genetic diseases, autoimmune diseases and cancers. In this review, the research developments in the
pyroptosis mechanism and the GSDMs family, as well as the pyroptosis impact on sepsis were discussed.
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