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Abstract: Liver fibrosis is the common outcome of many chronic liver diseases and is an inevitable stage of cirrhosis. Therefore, anti-fibrotic treatment
is very urgent, and there is currently no effective anti-fibrotic treatment. Traditional Chinese medicine monomers can interfere with the progression of
liver fibrosis through multiple pathways and multiple targets. The transforming growth factor B,(TGF-@,)/Smads signaling pathway plays a crucial role
in the development of liver fibrosis. This article reviews the research on the anti-fibrosis of TGF-3,/Smads signaling pathway regulated by Chinese

medicine monomer.
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