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Abstract: The basic pathogenesis of liver fibrosis is the deficiency in root and excess in symptoms as well as Qi deficiency and blood
stasis obstruction in collateral ,which is consistent with the effects of traditional Chinese medicine animal materials to replenish deficien-
cy,break stasis and clear the collaterals. Dongchongxiacao ( Cordyceps sinensis) ,Biejia (turtle shell) and Tubiechong ( Ground beel-
tle) and other single — flavor traditional Chinese medicines or their extracts and related compounds are widely used in clinic, in regula-
ting related cytokines and a variety of signaling pathways,such as transforming growth factor — B1 and nuclear transcription factor — kB,
ete. It can inhibit the activation and proliferation of hepatic stellate cells, or regulate the expression of matrix metalloproteinases and ma-
trix metalloproteinase inhibitors, restore the balance of collagen production and degradation, or prevent pathological angiogenesis and
regulate immune responses.
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