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Background   Liver fibrosis develops in chronic liver disease despite etiologies. Hepatic 

stellate cells (HSC) are the major effecter cells during liver fibrogenesis. In fibrotic liver, the 

production of Enodthelin-1 (ET-1) increased markedly by HSC. ET-1 is can stimulate the 

activation, proliferation and contraction of HSC to promote fibrogenesis and  aggravate liver 

fibrosis.  Dioscin possess many health-promoting effects.  Dioscin exerts hepato-protective 

effects in mice CCl4-induced liver injury and could reduce liver fibrosis. We hypothesize that 

Dioscin may participate in the  regulation of ET-1 synthesis in hepatic stellate cells. It may 

inhibit the  synthesis of ET-1 in order to exert its’ anti-fibrotic effect during liver fibrogenesis.

Aim  The purpose of this study was to find out if Dioscin could regulate the production of ET-

1 in HSC. 

Methods  HSC cell line T6 was used and were treated with or without different concentrations 

of Dioscin (0. 1.25, 2.5, 5, 10, 100 μg/ml) for 24 hrs. The cell proliferation, ET-1 secretion, and 

Collagen and αSMA mRNA expression were evaluated. 

Results Dioscin inhibited the proliferation of HSC in a concentration dependent trend (1.25, 

2.5, 5, 10 μg/ml).  Dioscin exerted cellular toxicity on HSC at high concentration (100 μg/ml).  

Dioscin decreased the production of ET-1 by HSC at medium high concentrations (5 and 10 

μg/ml). Dioscin did not  alter the  mRNA expressions of collagen I and αSMA. 

Conclusion  The inhibitory effect of Dioscin on ET-1 synthesis was more sensitive than its 

effects on the activation and ECM  production in HSC. Further studies are needed to 

investigate the mechanism of Dioscin on ET-1 mediated  fibrogenic effect in cirrhotic liver. 


