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Effects of RNAi — mediated SOCS3 Gene Silence on Leptin Resistance in Obese Rats Fed with High — fat Diet. =~ Zhang Xu,Liu Zhengjuan ,
Zhai Na,Wu Ming,Teng Yiqun, Chen Junguo,Luo Qiulong ,Lu Yan. Department of Pediatric, The Second Hospital of Jiaxing Municipal,
Zhejiang 314000 , China

Abstract Objective To study the effects of RNAi — mediated SOCS3 gene silence on leptin resistance in obese rats fed with high
— fat diet. Methods Sixty five — week — old healthy male SD rats were divided into three groups randomly. In experiment group, the
lentiviral vector expressing a short — hairpin RNA targeting SOCS3 gene ( LV - shSOCS3 ) were stereotaxically injected into the hypothala-
mus of rats which then fed with high — fat diet. In the negative group,the lentiviral vector expressing a short — hairpin RNA targeting an un-
related sequence ( LV — negtive ) were stereotaxically injected into the hypothalamus of rats which then fed with high — fat diet;In the control
group, the normal sodium were stereotaxically injected into the hypothalamus of rats which then fed with high — fat diet. At the end of 8
weeks, serum lipid levels including total cholesterol, triglyceride, high density lipoprotein cholesterol and low density lipoprotein cholesterol
were determined. Serum leptinlevels were measured by radioimmunoassay. Real — time PCR were used to evaluate the level of
SOCS3mRNA and OB - Rb mRNA in the hypothalamus. Results The body weight of rats was decreased significantly in experiment group
(P <0.05). The concentrations of serum leptin, triglyceride , total cholesterol and low density lipoprotein cholesterol in experiment group
were decreased obviously compared with control group and negative group (P <0.05). The expression of SOCS3 mRNA in experiment
group were decreased markedly compared with control group and negative group (P <0.05). The expression of OB — Rb mRNA in experi-
ment group were increased markedly compared with control group and negative group (P <0.05). There were no significant differences in
control group and negative group (P >0.05). Conclusion The down — regulated expression of SOCS3 gene reduces leptin resistance in
obese rats fed high — fat diet.
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