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[Abstract| Objective To observe the effect of resveratrol(Res) on myocardial ischemia/reperfusion(I/R) injury in rats and
to explore its potential mechanisms. Methods

group,I/R+ Res group and I/R+ Res +1.Y294002(I/R+Res+LY) group. The rat myocardial I/R injury model was established

by the ligation of left anterior descending coronary artery for 30 min and then by reperfusion for 2 h,and the injection of Res(20

Sixty male SD rats were selected and divided into the sham operation group,I/R

mg/kg) or L.Y294002(5 mg/kg) was given via sublingual vein at 1 min before reperfusion. The levels of malondialdehyde(MDA)
and superoxide dismutase(SOD) in plasma and myocardial tissue,and level of heme oxygenase 1(HO-1) in myocardial tissues were
determined in each group; Western blot was used to detect the expression level change of PI3K, Akt(p-Akt) ,Nrf2 and HO-1 protein
in myocardial tissue. Results Compared with the I/R group, the plasma and myocardial MDA levels in I/R-+Res group were re-
duced, the SOD activity level was elevated, and the activity and expression of HO-1 was enhanced(P<C0. 05) ; compared with the I/
R gourp, the expression levels of PI3K, Akt(p-Akt), nrf2 and HO—1 protein levels in myocardial tissue of I/R+ Res group were
increased (P<C0. 05). But these effects in the I/R+Res+ LY group could be partially eliminated by PI3K/Akt inhibitor 1.Y294002.
Conclusion Resveratrol post-treatment can enhance the activity and expression of HO-1 protein through up-regulating the activity
of PI3K/Akt/Nfr2,and then promotes the activity and expression of HO-1,thus plays the HO-1 anti- oxidative role,and alleviates
myocardial I/R injury.
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1 %4 SD KR MmFFOHPAL S MDA F1 SOD K FEL B (TE5)

I 3% L E
21 51
SOD(U/mL) MDA (nmol/mlL.) SOD(U/mL) MDA (nmol/mL)
BRFEARHA 212.8422.5 3.27+1.07 263.7430.5 3.59+1.10
I/R4H 142.7+19. 8 5.95+1.31% 150. 9+26. 7° 5.97+0.27%
I/R+Res 41 195, 4422, 1" 3.76+1.020 231.74+21.4" 4.3540. 95"
I/R+Res+LY 4 152. 7+ 26. 3¢ 5.58-£0. 49¢ 180. 8+£18. 4¢ 5.64+0.13¢

@, P<<0.05, 5 FRUHH . P<<0.05,5 I/R 41 H 48 ;¢ P<<0. 05,5 I/R+Res 41 5%

KEEFTREMEE(20~25 C)M LK =E MM FE 7~10 d,
Y57 S0 R 0 AR RIK IR B BRI TR I LR T 4
12 h, Bk,
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1.3.2 SOD & ¥ MDA KFil 4541 SD KR F I/R 45
TG 5 43 9 e 4 K ot A0 L ZEL 4L T 3 B B 0 A B A5 F
WG FUPEE I A L% WOt B 0 A5 B I AR S e IR R
B UL AR AR AR I E SOD 3 1Pk CH I 04 48 Ak B ) Fl MDA
K CRRAR B EE 2356
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F 09I 8 A D RN R R IR 2D E AR 3 HO-L i
P, Bk nmol e mg '« h!,
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Bactin HLAK 4 CHFHE WK SLAFVEEJGIIA 1+ 5 000 () HRP
FRICH LR % 0. BT 2 h, /5l ECL &6k & 17
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4151 1M %% DAL
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