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[ Abstract)

In recent years, significant advancements have been made in the study of Scutellarin's role in inhibiting

organ fibrosis. The article delves into the mechanisms by which Scutellarin regulates organ fibrosis through the TGF-f sig-

naling pathway. It provides a detailed discussion of Scutellarin's inhibitory effects on liver, lung, heart, and kidney fibrosis,

offering profound insights into the mechanisms underlying Scutellarin

fibrosis diseases.
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