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[ Abstract] NOD-like receptor protein 3 ( NLRP3) inflammasome is a kind of protein complex that
composes of NLRP3, apoptosis-associated speck-like protein containing a CARD ( ASC) and caspase-1,
which causes inflammatory reaction through the identification of danger signals such as pathogenic microor-
ganisms, and then promotes the secretion and release of interleukin(IL)-1B and IL-18. Diabetic nephropa-
thy is regarded as an inflammation-related disease which can be mediated by a variety of inflammatory media-
tors, while NLRP3 inflammasome is closely associated with diabetic nephropathy and regulated by multiple
signaling pathways. Among them, mitogen-activated protein kinase pathway plays an important role. In addi-

tion, reactive oxygen species are also involved in the development of diabetic nephropathy mediated by
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NLRP3 inflammasome.
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