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New Development of NLRP3 Inflammasome and the Connection with Cardiovascular Diseases
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ABSTRACT: Inflammasome plays an important role in the development of inflammatory diseases, in which the NOD-like receptor
NLRP3 inflammasome is activated by various endogenous and exogenous danger signals of the body and activates caspase-1
(Caspase-1). It promotes the maturation and release of IL-1p and IL-18, induces inflammatory reactions in the body, and participates in
the occurrence and development of inflammatory diseases such as obesity, type 2 diabetes, gout, and atherosclerosis. Further research on
the NLRP3 inflammasome will deepen people’s understanding of the occurrence and development of NLRP3 inflammatory body-related
inflammatory diseases, so as to more scientifically grasp the pathogenesis of related diseases. This article will review recent advances in

the study of the activation pattern, negative regulation of NLRP3 inflammasome, and its relationship with circulatory diseases.
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