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Abstract: Nonalcoholic steatohepatitis (NASH) is a chronic liver disease with the main pathological features of hepatic steatosis,
inflammatory cell infiltration, and interstitial fibroplasia, and it is an important risk factor for liver fibrosis, liver cirrhosis, and
hepatocellular carcinoma. NOD-like receptor protein 3 (NLRP3) inflammasome is the core of innate immunity, and the abnormal
activation of NLRP3 inflammasome is closely associated with the development and progression of NASH, which involves multiple links
such as inflammatory response and oxidative stress. A large number of studies have shown that the active ingredients of traditional Chinese
medicine (TCM) and TCM compound prescriptions can improve oxidative stress, regulate lipid metabolism, and alleviate liver
inflammation by regulating NLRP3 inflammasome. TCM treatment applied in clinical practice has achieved a good therapeutic effect,
while inflammasome is one of the key pathways or targets for TCM in improving NASH. This article reviews the mechanism of action of
NLRP3 inflammasome in NASH and the research advances in TCM intervention of NLRP3 inflammasome, in order to provide ideas for the

clinical TCM treatment of NASH , as well as reference targets and research directions for the research and development of new TCM drugs.
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Figure 1 Mechanism of action of NLRP3 inflammatory vesicles in NASH
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