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[Abstract] Pyroptosis is a special form of lytic and pro-inflammatory cell death, which is typically characterized
by activation of the inflammasome leading to activation of cysteinyl aspartate specific proteinase (caspase) and lysis
of Gasdermin D (GSDMD) protein and formation of cell membrane pores, resulting in cell swelling and dissolution.
Interleukins (IL-13, [L-18) and other inflammatory factors are released, triggering local inflammatory response.
Pyroptosis and its inflammatory response are involved in renal intrinsic cell injury and accelerate the progression of
diabetic kidney disease (DKD). Traditional Chinese medicine can improve the pathological changes of DKD and delay
the progression of DKD by inhibiting the activation of inflammasome and the release of pro-inflammatory factors. In this
paper, the role of pyroptosis in DKD and the study of traditional Chinese medicine based on pyroptosis in DKD were

reviewed to provide new ideas for the treatment of DKD.
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