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ABSTRACT Objective To study the pharmacological effect of Kangshi Kangxian Recipe ( KSKXR)
on hepatic fibrosis rats and its mechanism of action on endogenous cannabinoid. Methods Forty Wistar
male rats were randomly divided into normal group, model group, KSKXR group, and Anluo Huaxian Pill
(ALHXP), 10 rats in each group. During the 8 weeks of modeling, rats in the normal group were fed with
common diet, while those in the rest three groups were intraperitoneally injected with carbon tetrachloride
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(CCl4) to replicate the liver fibrosis model. Starting from the 5th week, KSKXR and ALHXP were respec-
tively administered to rats in the KSKXR group and ALHXP group for 4 successive weeks. Activities of ser-
um alanine aminotransferase ( ALT) and aspartate aminotransferase ( AST), hepatic hydroxyproline
(Hyp) were detected. Pathological changes of liver tissue were observed by HE staining. Contents of en-
dogenous cannabinoid N-arachidonic acid aminoethanol (AEA) and 2-arachiodonoylglycerol (2-AG) in
liver tissue were detected by LC/MS. m-RNA expressions of endogenous cannabinoid fatty acid amide
hydrolase (FAAH) and monoacylglycerol lipase (MGL) were detected by Real-time PCR. Results Com-
pared with the normal group, obvious liver fibrosis occurred, serum activities of ALT and AST significantly
increased ( P<0.01), the contents of Hyp in liver tissue increased ( P<0.01), the contents of AEA and 2-
AG in liver tissue significantly increased ( P<0.01), and m-RNA expressions of FAAH and MGL decreased
( P<0.01) in the model group. Compared with the model group after 4 weeks treatment, inflammation and
necrosis of hepatocytes and the proliferation of collagen fibers were significantly alleviated, and serum ac-
tivities of ALT and AST, hepatic Hyp content decreased significantly in the KSKXR group and the ALHXP
group ( P<0.01). Contents of AEA and 2-AG decreased obviously in the KSKXR group and the ALHXP
group ( P<0.01, P<0.05). m-RNA expressions of FAAH and MGL increased obviously ( P<0.01, P<0.05).

Conclusion
lated to inhibiting endogenous cannabinoid.

KSKXR had good therapeutic effect on hepatic fibrosis, and its mechanism was closely re-
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