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Expression Change and Significance of Farnesoid X Receptor in the Liver Issue of Rats with Acute Intrahepatic Cholestasis. Yao Jiaming,
Yu Fangfang ,Wang Xiaoqi,et al. The Hangzhou Hospital of TCM , Zhejiang 310007 , China

Abstract Objective To investigate the expression of farnesoid X receptor in the liver issue of rats with acute intrahepatic cholesta-
sis and its significance. Methods Male SD rats were randomly divided into 2 groups, with 8 rats in the normal group,24 rats in the mod-
el. The model of acute intrahepatic cholestasis in rat was induced by 4% ANIT prepared with sesame oil by gastric gavage. At the ends of
24" 48" and 72" hour after the administration of ANIT,8 rats in model group were respectively randomly sacrificed. The rats in the normal
group were administrated with sesame oil by gastric gavage and sacrificed at the 48" hour. The serum TBA level of the rats were detected
by full automatic biochemical analyzer. The expression of FXRmRNA in liver were measured by RT — PCR. The protein expression of FXR
were detected by immunohistochemistry. Results The serum TBA level was significantly increased in the model group at all three time
points. In the 24 hour after administration of ANIT,the serum TBA level was in creased and reaohed the peak time, and then it was de-
creased. At the same time the protein and mRNA expression of FXR were significantly decreased in the model group at all three time
points. The expression of FXRmRNA in liver and the serum TBA level had significantly negative correlation (r = —0.589,P <0.01) by
correlation analysis. Conclusion The decrease of the protein and mRNA expression of FXR in the rats liver may participate in the patho-

logic process of acute intrahepatic cholestasis induced by ANIT.
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