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[ Abstract ]

be combined with TGF-8 receptor (TBR) to exert its biological effects. Thus, the relationship between TBR

Transforming growth factor-beta (TGF-8) is a cytokine that causes liver fibrosis. It must

and the development of liver fibrosis has been studied, which has become a hotspot for studying the mechanism

of liver fibrosis formation. This article reviews the research progress of the relationship between TRR and liver

fibrosis in recent years.
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