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[ Abstract] Hepatic fibrosis is a pathological change which is caused by a variety of stimuli and af-
ter a series of chain reaction will progression to cirrhosis of the liver. A large number of studies have con-
firmed that the Liver fibrosis is reversible. Traditional chinese medicine (TCM) has the advantage in the
treatment of liver fibrosis with the aid of multiple targets. Salvia miltiorrhiza is a TCM in the clinic which is
commonly used to treatment of liver fibrosis and has the very good curative effect. The main active constitu-
ents of Salvia miltiorrhiza including tanshinone , salvianolic acid and Salvia miltiorrhiza monomer IH764-3 ,
a great deal of research has been performed to understand the molecular mechanisms responsible for the an-
ti-hepatic fibrosis effect of Salvia miltiorrhiza, it have the effect for each link of the process that lead to he-
patic fibrosis, such as anti inflammatory response, depressing release of inflammatory factors, resisting per-
oxidative damage of free radical, depressing the activation of HBC, depressing excess deposition of colla-
gen, improve the microcirculation and so on. This paper is a review about salvia miltiorrhiza resistance
mechanism of liver fibrosis.
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