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[ Abstract] This paper is to review the recent research progress in domestic and abroad of Chinese
medicine monomer for the treatment of liver fibrosis. The effect and mechanism of 10 kinds of traditional
Chinese herbal medicine on hepatic fibrosis are analyzed and summarized. The monomer including
Hesperidin, Hydroxysafflor yellow A, Breviscapine, Luteolin, Artesunate,

Lycopene, Nerefine,

Ginsenoside Rgl, Ginsenoside Rbl and Salidroside. The ten kinds of Chinese medicine monomer have
their unique characteristics and all have certain effectin the treatment of liver fibrosis. At present, the study
on the Chinese medicine monomer is mainly based on pharmacodynamics, but the mechanism is still less.
This paper can provide reference for the future development of new drugs for the treatment of liver fibrosis.
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