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Abstract Objective To determine the content of polysaccharide in radix tetrasiigmatis hemsleyani,then to observe the effects of
polysaccharide in radix tetrastigmatis hemsleyan on acute liver injury in mice. Methods The content of polysaccharide in radix tetrastig-
matis hemsleyani was determined by phenol — sulfuric acid method. Then 40 mice of ICR species into were randomly divided 5 groups:
blank control group, model group, positive control group, lowdose group and highdose group. These mice were given physiological saline,
bifendate and polysaccharide in radix tetrastigmatis hemsleyani by intragastric administration every day. After a week, carbon tetrachloride
was injected to cause liver injury in mice. Then serum alanine aminotransferase ( ALT) ,aspartate aminotransferase ( AST) , malondialde-
hyde( MDA ) and uperoxide dismutase(SOD) levels was determined. Results The content of polysaccharide in radix tetrastigmatis hems-
leyani was 8.69% . Compared with model group, ALT, AST and MDA levels were significantly reduced (P <0.01) ,while SOD levels were

significantly increased in treatment group of polysaccharide( P <0.01). Conclusion Polysaccharide in radix tetrastigmatis hemsleyani has

good impedance function on CCl, - induced liver injury in mice.

Key words Radix tetrastigmatis hemsleyani; Polysaccharide; Content; Liver damage; Carbon tetrachloride( CCl,)
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