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Abstract; Diabetes mellitus is currently one of the major global health problems.It is a chronic low-grade systemic inflammatory response
disease characterized by insulin resistance and abnormal islet B-cell function. The nucleotide-binding oligomerization domain-like receptor
protein 3(NLRP3) inflammasomes can regulate the expressions of various inflammatory factors, such as interleukin(IL)-18 and IL-18. It

has been found that NLRP3 inflammasome is not only involved in the inflammatory process of diabetes, but also plays an important role in

the development of diabetic complications.This article reviews the role and mechanism of NLRP3 in diabetes and its complications.
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