BOEBI Al 2019 4E5 448 % S M - 1E = -
HE AR M E F 8 L4 5 A K&
STAT3 (S @ KHI{EH
ik R @ RWA AEHF Nak KEAF kRt 4 B
BB B PR R L T O LA M BB L STATS £ A R R AL R R LSOk B e BB

LB S S AL L S S0 I S 9 LA 53 4 2L+ T % 6 BE A control 1) , DMSO 41, 452 7 B G Wk FE 24 (Resv Tpmol/L) 4
BT S VR B A1 (Resy 100wmol/L) o 28 A ZE P BEWT & 240 J5 , 4 5 A FE 28 1 G g8 B30 B ) %% 53¢ PCR J7 i # Il STAT3 J¢ STAT3
MR FE M FB, R RS B W BE 4l (Resv 100 pmol/L ) %5 % BA 4140 i T 1 4% 51 ¥ JUIL 200 Ja 3 7, 10 Bt 400 #1) 0 afn 5 S i
JULZM B3 434 5 AR 5 1 STAT3 — Tyr705 BERR AL, 2% S A B3T3 7% L (P <0.05) . [AlB 32 STAT3 J8 4% i 3 B cyclinB1, Bel -2 F ¥, ifi
SOCS3 L, 45 R S5 X BAL L4, 2 R A G B (P <0.05) , 58 [ Z ) B30 ] 04 7 3 JUL 40 i 3% 78, v Ak 2 38 i 5
STAT3 L) Jx STAT3 #3515 53 B 1R .
KB LR OHA STAT3 M

HESES  R3RI

- L2 i
XEHRIRAD A DOI 10.11969/j. issn. 1673-548X.2019.05.019

Effects of Resveratrol on the Proliferation of Vascular Smooth Muscle Cells and the STAT3 Signaling Pathway. Li Yongguang,Zhao Yu,
Zhao Lijie, et al. Depariment of Cardiovascular Medicine, Shanghai Jiao Tong University Affiliated Sixth People's Hospital, Shanghai
200233, China

Abstract Objective To investigate the effect and mechanism of resveratrol on vascular smooth muscle cell proliferation and the
STAT3 signaling pathway. Methods The primary vascular smooth muscle cells were cultured by tissue mass method. The smooth muscle
cells were divided into 4 groups: the control group ( control group) , the DMSO group( DMSO) , the low concentration group of resveratrol
(Resv 1pmol/L) , the high concentration group of resveratrol (Resv 100pumol/L). After incubated by resveratrol for 24h, the expression
of STAT3 and STAT3 related genes were detected by Western blot and reverse transcription PCR respectively. Results To the control
group, the high concentration group of resveratrol (Resv 100pumol/L) inhibited the proliferation of vascular smooth muscle cells and in-
hibited the STAT3 - Tyr705 and the results were statistically significant (P <0.05). At the same time, the genes cyclinBl and Bel -2
which related to STAT3, were down regulated, while the gene SOCS3 was upregulated, the results were statistically significant compared
with those in the control group (P <0.05). Conclusion Resveratrol inhibits the proliferation of vascular smooth muscle cells, possibly
by regulating STAT3 and STAT3 related signaling pathways.
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