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Research progress of relationship between a local RAAS and liver fibrosis ZHANG Min ,WU Wan-chun. Department of Gastro-
enterology ,Yijishan Hospital ,Wannan Medical College , Wuhu(241001) ,China

Abstract . The activation of local renin-angiotensin-aldosterone system(RAAS) is a pathological change appearing in the oc-

currence and development of various kinds of chronic liver diseases. The change of angiotensin [ (Ang I ) and aldosterone in

liver tissue can affect the process of liver fibrosis. In the treatment of liver fibrosis, to prevent the activation of RAAS system

effectively can improve the prognosis.
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