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Abstract ; Liver fibrosis is the imperative process of all kinds of chronic liver disease transform to liver cirrhosis, which is
characterized by disorganization of normal hepatic structure of regenerative nodules and hyperplasia of fibrotic tissues. In recent
years ,with the development of molecular biology ,the molecular mechanisms underlying liver fibrosis has been revealed more
and more , which makes the therapy at the gene level possible. The ideal strategy for the treatment of liver fibrosis should in-
clude the prevention of fibrogenesis ,stimulation of hepatocyte proliferation and reorganization of the liver architecture, Re-

cently,several gene therapy approaches for treatment of liver fibrosis are inhibition the activation of hepatic stellate cell, the

proliferation of hepatic stellate cell and targeted therapy of hepatic stellate cell, then delay and cure the liver fibrosis.
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