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LDLr and SR-BI expression in rats
Xin Peng Cui Wet

y liver disease via improving

Dan-Hong Gao Bing-Qin Huang Chen-Jiang Ying
Xiu-Fa Sun Li-Ping Hao
( Department of Nutrition and Food Hygiene, School of Public Health, Tongji Medical College,
Huazhong Science and Technology University , Wuhan 430030, PR China)

Abstract : Objective The paper aimed at observing alleviation function of resveratrol (Res) on the rats, which
have non-alcoholic fatty liver disease (NAFLD) after being fed with high fat and high glucose contained food, and re-
searching the influence during the process on low density lipoprotein receptor (LDLr) and scavenger receptor class B,
type I (SR-BI) expression. Methods Forty Wistar male rats were randomly divided into 4 groups, including; Control
group, High fat group,and two resveratrol dose groups named High fat + Resl group and High fat + Res2 group with
dose of 50 mg/kg - bw and 100 mg/kg + bw respectively. The rat’s non-alcoholic fatty liver disease model was formed
through feeding high fat and high glucose contained food. Their weight,food intake and other indicators were recorded
precisely during the experiment. Seven rats in each group were decapitated at the end of the 13th week to test TC ( total
cholesterol) and TG (total triglycerides) content in serum and liver homogenate ; the livers of the remaining 3 rats in
each group were taken out and stained with H&E and Oil-Red O in order to observe their pathological changes and lipid
deposition of liver tissues. The LDLr and SR-BI mRNA and protein expression levels of rat’s liver tissues were detected
through Real-Time RT-PCR and Western blot methods separately. Results The weight,energy efficiency,TC and TG
levels in serum and livers of the rats in High fat group were significantly higher than those in the Control group. Notice-
able improvement has been reached by resveratrol intervention. By H&E and Oil-Red O staining, the rats’ hepatic cells
in High fat group were seen obvious steatosis,which has been obviously alleviated in the two dose groups;In addition,
resveratrol can improve the LDLr and SR-BI mRNA and protein expression of high fat and high glucose fed rats’ livers.
Conclusion Resveratrol improves nonalcoholic fatty liver disease of the rats caused by high fat and high glucose feed-
ing significantly ; resveratrol’s improvement of LDLr and SR-BI expression is likely to be one of the mechanisms of allevi-
ating nonalcoholic fatty liver disease. However, deeper research is required still.

Keywords : resveratrol ; non-alcoholic fatty liver disease ; Wistar rats ; LDLr; SR-BI
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