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Experimental Study on Inhibitory Effect of Chinese Herbal Compound on Hepatocyte Cytochrome P450 [ El
Expression In Rat Model of Nonalcoholic Fatty Liver DAI Ning, ZENG Minde, LI Jigiang, et al Renji Hospi-
tal, Shanghai Second Medical University, Shanghai (200001 )

Objective: To study the effect of Chinese herbal compound (CHC) on hepatoeyte cytochrome P450 [I El
expression in rat model of nonalccholic fatty liver (NFL). Methods: CHC was given to the models of NFL
formed by high fat diet, and changes on pathology of liver and hepatocyte cytochrome P450 1l El expression, as
well as the contents of malonyldialdehyde (MIDA), superoxide dismutase {(SOD), glutathione (GSH), vitamine
E (VitE)} and triglyceride (TG) in liver were observed and compared with those in the control group. Results:
The fatty degeneration of liver recovered to normal basically in the CHC group. Immunochistochemical exarmina- -
tion showed that CHC could inhibit the hepatocyte cytochrome P450 I El expression markedly, and restore the
liver contents of MDA, SOD, GSH, VitE and TG to near normal range. Conclusion: CHC could inhibit the
hepatocyte cytochrome P450 I E1 expression markedly in rats with fatiy liver, therefore, has the effect of pre-
venting fatty liver.
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