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Abstract ;[ Objective ] To explore the effect of Liuweidihuang decoction on sterol regulatory el-
ement binding protein -1c(SREBP-1c¢)and liver X receptor a(LXR-a)in the nonalcoholic fatty liver
disease(NAFLD)of rats. [ Methods ]Male Sprague-Dawley rats were randomly divided into model
group,treatment group, normal group. To produce a fatty liver model,a high-fat diet was given
for ten weeks. The normal group rats were fed normal diet. The treatment group was given Li-
uweidihuang decoction while model group and normal group were given distilled water for six
weeks. The expressions of SREBP-1cmRNA and LXR-amRNA in rats liver were measured by flu-
orescent quantitation reverse transcription-polymerase chain raction. [ Results ] The expression of
SREBP-1cmRNA and LXR-amRNA in model group was higher than the normal group(t =2. 361,
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P<{0.05 and t = 3. 118, P <C0. 01 respectively). The expression of SREBP-1cmRNA and LXR-
amRNA in treatment group was lower than that of the model group(r=3.816, P <{0.01;¢=

3.36,P<C0. 01 respectively). [Conclusion |Liuweidihuang decoction could reduce the expression of
SREBP-1cmRNA and LXR-amRNA in the nonalcoholic fatty liver disease of rats.
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