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Expression of ChREBP and its target gene in nonalcoholic fatty liver of high fat rat”
Li Xiaoshan' , He Song**
(1. Chongqing Three Gorges Medical College ,Wanzhou 404120 ,China;2. Department o f
Gastroenterology,the Second A f filiated Hospital ,Chongqging 404020 ,China)

Abstract : Objective To investigate the dynamic expressions and effects of ChREBP as well as its target genes ACC and FAS in
rats with non-alcoholic fatty liver disease(NAFLD). Methods Twenty four rats were divided randomly into hyperlipoidemia group
and control group and were sacrificed after twelve weeks's feeding. Adipose degeneration of liver was observed by hematoxylin and
eosin stain. Expressions of ChREBP, ACC and FAS in both mRNA and protein levels were detected using RT-PCR and Western
blot respectively. Binding conditions between ChREBP and carbohydrate response element (ChRE) of ACC and FAS were analyzed
with chromatin immunoprecipitation assay (CHIP). Results Rat models with NAFLD feeded on high fat diets were successfully
prepared,and the level of ALT,AST,TC and TG in their blood increased( P<Z0. 01) , expressions of ChAREBP mRNA and protein
and of ChRE DNA in liver decreased(P<C0. 01) ,levels of mRNA and protein of ACC and FAS increased(P<C0. 01) ,as compared to
the control group. Conclusion Expression of ChREBP could be inhibited by high fat diet. NAFLD induced by high fat diet has an
negative effect on expression of ACC and FAS. Increased levels of ACC and FAS participate in formation of NAFLD through other
regulatory pathways.

Key words:nonalcoholic fatty liver;carbohydrate response element binding protein and its target gene;chip assay
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