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Abstract: The inflammatory response is a common physiological and pathological process of the body, which is generally induced
by the activation of various inflammatory factors. NLRP3 is a key regulatory protein. It has been found that there are a variety of
stimulating factors and molecular regulatory signal pathways involved in NLRP3 activation closely related to the occurrence and
development of a variety of diseases, and have attracted more and more attention. It is one of the frontier hot topics in clinical drug
research and development. This paper summarizes the research progress in biological structure, regulatory pathway and inhibitors
development of NLRP3 inflammasome, which is helpful for the target seeking and clinical drug development.
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Fig. 1 Structure of NLRP3 and its related proteins
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Fig. 2 NLRP3 regulatory pathway and inhibitors
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