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Abstract: Objective To observe the effects of total flavone from Litchi chinensis Sonn(TFL) on rats with hepatic fibrosis and
research the possible mechanisms in it. Methods Rat hepatic fibrosis model was induced by intraperitoneal injection of dimethylni-
trosamine (DMN). Meanwhile TFL was orally given to fibrosis rats and these rats constituted the medicine group,and colchicine
was used as a positive control. The degrees of fibrosis were evaluated by H. E and Masson straining,and serum trail levels of aspar-
tate aminotransferase (AST) and alanine aminotransferase (ALT) were detected. The activity of superoxide dismutase (SOD) and
content of malondialdehyde(MDA) in liver tissues were detected. The expression levels of NF-«B in liver tissue were assessed by S-
P immunohistochemical staining. Results Compared with the hepatic fibrosis model group. the levels of AST, ALT in serum trail
and MDA in liver tissues of the TFL medicine group decreased significantly (P<C0. 05) while the levels of SOD increased signifi-
cantly(P<C0. 05). TFL could inhibit the expression of NF-¢B in the liver tissues significantly (P<C0. 05) and alleviate the hepatic fi-
brosis in rats (P<C0. 05). Conclusion TEL has an anti-hepatic fibrosis action and the mechanisms possibly involve effectively alle-
viating lipid peroxidation and inhibiting the expression of NF-«B.
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