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Abstract  Chronic heart failure(CHF) is the terminal stage of cardiovascular disease. Although the treat-
ment of CHF has been continuously improved in recent years, there are still high mortality and hospitalization
rates, which bring huge medical burden to patients and families. The specific mechanism of CHF has not yet been
fully clarified. It is urgent to find the pathophysiological mechanism and related therapeutic targets of CHF, It is
known that inflammation plays an important role in the development of CHF, and NLRP3 inflammasome may
play an important bridge and driving role. However, in the development of CHF. the mechanism of NLRP3 in-
flammasome activation is different under different pathological conditions. And the activated NLRP3 inflamma-
some can have different pathological effects on different cells. and targeted therapy for NLRP3 inflammasome has

also made progress in recent years. In this paper, we review the role, mechanism and related treatment of NLRP3

inflammasome in the development of CHF.
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ferent pathological models
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