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Abstract; Hepatic fibrosis (HF) is an important pathological repair process after liver injury,and blocking
the development of HF is an important link to prevent its transformation into cirrhosis,liver cancer or liver
failure. Currently, there is no ideal specific drug for the treatment of HF. Pyroptosis is a new type of pro-
grammed cell death,which is characterized by pore formation on the cell membrane and the production and re-
lease of interleukin (IL.) -18 and IL.-18. When the liver is continuously damaged, pyroptosis will occur in hepat-
ic stellate cells, hepatic macrophages and hepatocytes, which will continue to activate the inflammatory re-
sponse,leading to the destruction of liver structure and ultimately cause HF. Traditional Chinese medicine
(TCM) has the advantages of multi-target and multi-pathway in the process of anti-fibrosis. TCM and its ac-
tive ingredients, TCM pair and TCM compound can play an anti-HF role by inhibiting pyroptosis. The regula-
tion of pyroptosis by TCM may be a new direction for the treatment of HF in the future. This article summa-
rizes the molecular mechanism of pyroptosis,the relationship between pyroptosis of various types of liver cells
and HF,and the related research on Chinese medicine and its active ingredients, Chinese medicine pair and
Chinese medicine compound to prevent the process of HF by inhibiting pyroptosis of liver cells,in order to
provide reference for further clinical research and experiments.
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AR AL AR AR AR 28 IR B AR S A AL SR B R
HET S 2 455 5 i, 3 B B R AE MR AW
Y% X HLAR B G A e Y L R N AR — F
MNZEAGFESESGY . 78 H a5 b R 2 80k e
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