PR AN Bill= 2010, Vol. 31, No. 23 285

3T3-L.1

B/iﬁ/%\flal’ *ﬂ%?ﬁ‘zi ?\EB I)HRI’ QQ‘%I%‘IZZ’ }%ﬁ)ﬁ%zy ygi ;’i[;]l‘*
(LAl R AL T AR, T RBEFRMEE SRR ALRE, & /M 510089;
2. RERBESERE, T4 M 510089)

: FM: WF50 A2 B (resveratrol, Res)t i & IR PUIRA N 3T3-L1 AR 40 M 265 AC I o sm,  JE45
WAL . 7t ATHWEEORAA T 3T3-L1 A My 37 ok 5 LU Y, AR & Res MEAT -7, S InEiAs
IS By 2B, D -2 40 B R AT B T RE B, SERS 98O g B PCR Al % 28 41 fa (1) i B¢ 2% (adiponectin) . 8%
(leptin) FHEHT Z (resistin)mRNA K&, Western blotting ol I £ BR¥0G & H JBE(AMP-activated protein kinase,
AMPK) If 85 A IRk KRR K. 50 SAMMAERE S ZFR, 0.01. 0.1, lumol/L ¥ Res 411 45 5k M
FEE RN IR ZE 1.3, 1.5 1.4 4%(P < 0.05), 5N Res AL EHEEAZE . JHE mRNA IR, FEIRIKHIZE mRNA
Fik, B AMPK ot BEERI/K . £518: Res WJ LLBA B0 IR B S HCHUIRAS T 3T3-L1 41 i i s AR . JLHL6I
A RE I ARG F . MR, PHRIRPT R RIA NI T AMPK o R AL SE LT .
HE P, BREFENCP; MRBCE: M, B IR, B

Effect of Resveratrol on Glucose Metabolism in Insulin-resistant 3T3-L1 Adipocytes
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Abstract: Objective: To explore the effect and mechanism of resveratrol on glucose metabolism in insulin-resistant 3T3-L1
adipocytes. Methods: Insulin-resistant model was established by the induction of dexamethasone in 3T3-L1 adipocytes. The
glucose consumption of insulin-resistant 3T3-L1 adipocytes with and without resveratrol stimulation was determined. The
MRNA expression of leptin, adiponectin and resistin was determined by real time PCR, and the expression and phosphorylation of
AMPK o were determined by Western blotting. Results: After insulin stimulation with the concentration of 0.01, 0.1umol/L
and 1umol/L, resveratrol could increase the glucose consumption by 1.3, 1.5 folds and 1.4 folds compared with the control (P < 0.05).
Meanwhile, resveratrol could increase mRNA expression of adiponectin and leptin and decrease mMRNA expression of resistin.
Moreover, resveratrol increased the phosphorylation of AMPK o . Conclusion: Resveratrol can improve glucose metabolism in
insulin-resistant 3T3-L1 adipocytes. The molecular mechanism may be the phosphorylation of AMPK a by increasing the
expression of adiponectin and leptin and inhibiting the expression of resistin.
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Fig.1 Effect of resveratrol on glucose consumption of insulin-resistant
3T3-L1 adipocytes
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Fig.2 Effect of resveratrol on mRNA expression of adiponectin, leptin
and resistin of insulin-resistant 3T3-L1 adipocytes
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Fig.3 Effect of resveratrol on the phosphorylation of AMPK]I in
insulin-resistant 3T3-L1 adipocytes
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