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Research progress on mechanism of Biejia Decoction Pills against hepatic fibrosis
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Abstract: Liver fibrosis is a response of the liver to chronic liver injury caused by various etiologies, leading to self-healing repair. At

present, there are no effective methods or drugs for treating liver fibrosis and cirrhosis. Biejia Decoction Pills are mainly used in clinical

practice for treatment of post viral hepatitis liver fibrosis and metabolic related fatty liver disease fibrosis. Biejia Decoction Pills can

exert its anti-liver fibrosis effect by regulating immunity, related factors, related signaling pathways, and cell cycle. This article

summarizes the research progress on mechanism of anti-liver fibrosis effect of Biejia Decoction Pills, in order to provide reference for

further in-depth research and clinical applications of Biejia Decoction Pills in the future.
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