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Research of mechanisms of resveratrol improving insulin resistance

in white adipose tissues of hyperlipidemic mice
Chen Li' > Chen Guanjun® Chen Bing' et al
(' Dept of Biochemistry and Molecular Biology *Dept of Chemistry Anhui Medical University Hefei 230032;
*Dept of Medical Laboratory The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001)

Abstract Objective To study the influences of resveratrol on insulin—resistance related gene expression of Lep—
tin TNF-a glucose regulated protein 78 (GRP78) in two different adipose tissues of hyperlipidemic mice. Meth—
ods Twenty-four C57BL/6 mice were randomly divided into standard control diet (SCD) high-calorie and high—
cholestrol diet (HCD) and high-ealorie and high—cholestrol diet group treated with resveratrol HCD + RES 400
mg/ (kg * d) 12 weeks . Glucose tolerance test (GTT) and insulin tolerance test (ITT) were used to analyze the
improvement on insulin resistance. The serum lipid indices were detected the body weight subcutaneous adipose
tissues (SAT) and visceral adipose tissues (VAT) were weighed respectively. The pathological changes of two adi-
pose tissues were detected with HE staining the protein distribution and mRNA levels of Leptin TNF-« and
GRP78 were measured with immunohistochemistry and real-time fluorescence quantification RT-PCR respectively.
Results Compared with SCD group mice mice fed with HCD showed obvious insulin resistance higher serum lev—-
els of total cholesterol (TC) triglyceride (TG) and low density lipoprotein-cholesterol (LDL-C) and lower serum lev—
el of high density lipoprotein-eholesterol(HDL-C) the body weight weight of SAT and VAT cell volume of adi-
pocytes were also obviously increased. The mRNA and protein levels of Leptin TNF-o« and GRP78 were remark—
ably augmented mainly distributed in cytosol. Resveratrol could obviously improve insulin resistance reverse the
serum lipid levels and body weight decrease the protein expression and distribution of Leptin  TNF-o« and GRP78
in SAT and VAT reduce the mRNA expression of Letpin TNF-o  GRP78 in SAT and Leptin TNF-« in VAT re-
spectively. Conclusion Resveratrol has obvious effects of improving insulin resistance and lipiddowering. The
mechanisms are possibly related with anti-inflammatory and reduce Leptin resistance and endoplasmic reticulum
stress. Its influence on the gene expressions of white adipose tissues in different sites has no obvious differences.
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