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E G REKFRIZKT IGE-1 A (P<C0.05), &it & F 8 IGF-1 A5 69 SUM % 20 1038 28 A I HI AR A, i 4 ) 2L 5
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Inhibitory effects of resveratrol on insulin-like growth factor 1-mediated breast cancer cell proliferation and its mechanism’
Guo Huiling  Zhang Xianquan®

(Department o f Oncology sthe Second A f filiated Hospital ,Chongqing Medical University ,Chongqing 400010, China)
Abstract; Objective To study inhibitory effects of different concentrations of resveratrol on insulin-like growth factor 1(IGF-
1)-mediated breast cancer cell proliferation and its mechanism. Methods Human breast cancer MCF-7 cell line served as research
object. Methyl thiazolyl tetrazolium(MTT) method was used to measure cellular proliferation, and immunoblotting technique was
employed to detect expression of phosphatidylinositol-3-kinase(PI3K) , p-PI3K, serine/threonine protein kinases(AKT) and p-AKT
protein. Results IGF-1(10,20,40 ng/mL) improved proliferation of MCF-7 cells and resveratrol (10,25,50 pmol/L) suppressed
it,both in concentration-dependent manner(P<C0. 05). Co-treated with resveratrol and IGF-1, proliferation of MCF-7 cells was de-
creased markedly(P<C0. 05). After pre-treated with Wortmannin(10~° mol/L) , IGF-1-mediated MCF-7 cells proliferation was sig-
nificantly inhibited(P<C0. 05). Expression levels of p-PI3K and p-AKT protein in MCF-7 cells were obviously increased by IGF-1
(40 ng/mL) treatment and decreased by co-treatment of resveratrol(50 pmol/L) and IGF-1(40 ng/mL) (P<C0. 05). Conclusion
Resveratrol possess inhibitory effects on IGF-1-mediated breast cancer cell proliferation, which is closely related to PI3K-AKT sig-
naling pathway.
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#i 1 (P<<0.05), WA 3,
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(cysteinyl aspartate specific protease, Caspase) #& #fi 5% JE 4K #i
A 7 275 U 200 R T s o 5 o 5T 4 )R AR 1 I (ma-
trix metalloproteinase, MMP) f{) 3 1k T [ % FL A% 968 40 i i) 1
P 530 T LAY I 1SR B I L R IR R 3R AR 25 W A T O A
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9o 2 B0 R S LA IR RO, 45 R & B, IGE-1 {2 MCF-7
20 ffD 1 4% BEE RT B L. T 2R O B RE B B M R IGF-1 /Y fie
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JHED F 410 A S S
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HIfE MCF-7 U4 58 F1 . 4878 PBK-AKT 5 5% #2 257
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938 33 S g B A I & L. IGF-1 B % & 35 42 w5 MCF-7 41l g
p-PI3K 55 p-AKT # H R KK, 78 H#id MCF-7 41 g
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