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Role of Pyroptosis in Renal Diseases
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Abstract: Pyroptosis is an inflammatory programmed cell death mode caused by inflammatory caspase. There are two main pathways, classical and
non—classical, mediated by caspase—1 and caspase—4/5/11, respectively. By triggering GSDMD, it leads to cell membrane perforation. This leads to the
release of cellular contents and associated inflammatory factors, which in turn triggers pyroptosis. Kidney diseases such as chronic kidney disease
(CKD), lupus nephritis (LN), and diabetic kidney disease (DKD) are often accompanied by cell death and acute or chronic inflammatory reactions. In
recent years, more and more studies have explored the role of pyroptosis in the occurrence and development of kidney disease. Here, This article
briefly describes the molecular mechanism of pyroptosis and reviews the role of pyroptosis in a variety of renal diseases, in order to provide new ideas

for the treatment of kidney diseases.
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