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Table 1  The comparements of NOS and NO in expression in
each group
ol NO/pmol « L~! NOS/U + mL !

SH 36. 60 +3. 42 21.18 +2.75

/R 18.38 +3.90 11.35 +2.00

Res 51.49 +5.32" 30.95 +3.03"

Res + Wom 20.52 +4. 10¥ 12. 64 +2. 45%

I/R + Wom 15.29 +2.89% 10. 32 +1.98%

TE: 5 VR A HHED P <0.05; 5 Res 41 82 P <0.05 (% 3
) o

3.2 A5 SRR PR O WL AR L O T 1 5 )
JH TUNEL 2 % €2 1% B2 1.0 L4 e B A T 2528 ]
SRR |55 o] R A 00 B A [ 4 e 0 o v 3R 4
B JR T 0 T SRR, 22 T U SE X
SAERBIX A AL, T AE O WU FE X FNEAERE SEIX A
XA D ECEAE T T4 . 5 /R 41AH L, Res 41
AT REFEIR(P <0.05) s FHITH B S HFRHRAS
Res ZHAHLL, AT B35 T (P <0.05) , BHIWT I I8 & 7
HRAS VR ML AL TR 220,
3.3 HHOWAL P Bel-2, Bax # F R IK 153 W0
Bel-2 Fl Bax 25 [ 33K B EBAL5 I8 1 48 i 534
f£l. 5 /R 4AHLE, Res 20 Bel-2 HH R B E TS
(P<0.05) ,Bax/Bel2 T I/R 2H(P <0.05) , I A
PI3K-Akt {553 #E AR S MEBH T R R 2 B R 5,
5 Res tH A Ik, Bel2 S H R LB F MK (P <
0.05) ,Bax/Bcl-2 5T Res 4, Res + Wom ZH5 I/R
4 ] Wom 4IAH L, Bel2 2 419350 5 25 5,
Bax/Bel-2 Jo i E 25, WK 2,

F2 454 Bel-2 fl Bax EHF BRI 2R LI

Table 2 The comparements of Bcl-2 and Bax in expression in

each group

ZH 5| Bel-2/ % Bax/% Bax/Bel-2
SH 14.1+1.8 15.4+3.1 1.5+0.5
I/R 6.4+1.3Y 14.7 £2.5% 2.2+0.7%
Res 19.6 +2.012 13.5 £2.72 0.6 +0. 1%
Res + Wom 6.2 +0.9%% 13.6 £2. 623 2.1+0.5%%
I/R + Wom 13.9 +1.82% 15.2 +2.823) 1.5£0.4%%

W5 VR4 HEY P <0.05;5 SH 41 %> P <0.05; 5 Res 41
H A P <0. 05,

3.3 4 Akt [z p-Akt BYFEIAE A4 R Akt 2
SIS E N5 VR 45, Res 41 p-Akt & [

FIEW BN (P <0.05); 5 Res 4 L AL, Res +
Wom ZHA1 I/R + Wom 2 p-Akt £ [ 52 ik 7K F B
(P<0.05), 033,

#3 ABHRE T-Akt K p-Akt 2 I R IA A

Table 3 The comparements of T-Akt and p-Akt in expression in

each group
2 51 T-Akt p-Akt
I/R 3.8+1.8 0.82 +0.32
Res 3.7 +2.2Y 1.98 +0. 43"
Res + Wom 3.9£2.1% 0.62 +0.22%
I/R + Wom 4.2+1.9Y 0.41 0. 18%
4 g
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WS =208, O AR TR B e 70 AL
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est bR B K N Bz DITRE 8/ M SR = A S R AIRER
BARES B IR BESE . SRR IITSE 2RI, 7R EE A s il
TRHETE 20, 45RO IV T BEE S £ sl SR f s 5%
A B, R B A I L3 - 22 R /O R
PAIG (PI3K-Ak) {558 . HETA R, T30 70
WG VE R b el i o T o fr g

P2 2 P 0O LA OR3P VR FEBIL A 25 R4 i /)
MRS SUN TRy ik A HE 10 A% &7 5K L 0l
i i A ) A S L B g g A IR
SRR SE PIBK-Akt {5 5 38 B (1) 457 5 14 BH W 71
SRR S B P45 T B A IS A T O LA
Jiu %kt BH S /b  (ER N PI3K-Ake {5538 K 1 4F
SEPERAWT S AR R T A B R (P <0.05)
NO (15 5 NEE SR A2 0] LS 4 T 0015 S 15 %
A HR R ] caspase-3 2R Bel-2, AT
DYMIET o Bel-2 R EE AT MR E M,
Bel-2 & H A 2 1F 40 i A A7, 400 1) 20 M 0 T i 1
A, Bax 2 e AT 1=, Hirh Bax 5 Bel-2 (1)
IR LA 2 P A R AR T SR O LB P
WS AT, O LA B Bel-2 B 1 RS TR
ARSI IR, 1B R AL B, O WLZH 2 Bel-2
HEHAFRIA LIE, Bax 8 [ #35 F I, Bax/Bel-2 i,
O LA R T A B3t 3 B, T () e 0 FH 1 2
PRI 2 1 B R, I3 R AR FH 2 ek 55
X — 45 RPN L RS U LA L 8 T B AL AT
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e iR Bel-2 2 B9k, T Bax/Bel-2 5k
SR, HA PBK-Akt {5 5l 25, itsh, NO
A AT LS 3 58 M ot 1 98 5 AR v A 8 o B I 3t
T b WU IR FE R R T2 1 2 e i Ak B
JG L D HLZE S i NOS 1R HEFT NO 2 T, 0 L
SRR TR RO B T M BFFEIESE, ¥R 0 LR
P FE PR AR T Akt (935 46", PI3K-Akt
T3P I AL R 8 B 80 2 Foh 40 L A 135 5 3040 o
ROV B, 1SR Akt BRVEF 5 Fiith 2440
L, I T RE e 25 1 U 0 4k R A 1 T AL
(mPTP) FTF L, 24 i 36 2 AR R B 19 2 i, (R4 28
BRI B R 5 e, D R T R T R A
R4 LI BE, HUUH T AR, Western 45 5 iR
Akt IE ALK A BRI 225 (P <0.05) .

R IR 7S P Jt o JU Lt o, P90 5 Ay 4
PR T LA SRS, T X R A 4 R R 2
5 2 T RELINT , S R 7T R 5 0% PI3K-Akt 5518
B O, TTISORE J5 10 Akt LA Qo] R 4 LR AP
B HE— BT
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Inhibitory effect of resveratol on ischemia reperfusion-induced
cardiocyte apoptosis and its relationship with PI3K-Akt signaling pathway

HE Dongwei, LIU Xinwei®, PANG Yong, LIU Liu
( Department of Anesthesiology, First Affiliated Hospital of Chongqing Medical University, Chongging 400016, China)

[ Abstract |
ship with PI3K-Akt signaling pathway. Method: Fifty male SD rats were divided randomly into five groups: the control group ( SH

Objective: To study the effect of resveratol on ischemia reperfusion-induced cardiocyte apoptosis and its relation-

group) , the ischemia reperfusion group (I/R group), the resveratol pretreatment group (Res group), the resveratol pretreatment +
wortmannin group (Res + Wom group) and the ischemia reperfusion + wortmannin group (I/R + Wom group). The myocardial ische-
mia model was established by ligating left coronary artery for 45 min followed by 120 min reperfution, in order to observe the contents
of NOS and NO. Cardiac myocyte apoptosis was determined by terminal deoxynueleotidyl transferase-mediated dUTP nick end labeling
(TUNEL). Bel-2 and Bax proteins were detected by immunohistochemistry. The t-Akt and p-Akt signaling protein expressions were
determined by Western blotting analysis. Result: Compared with the I/R groups and the Res + Wom group, the Res group showed sig-
nificant increase in the expressions of NOS, NO, Becl-2 protein and p-Akt and notable decrease in cardiocyte apoptosis and Bax/Bcl-2.
The difference of above indicators showed a statistical significance (P <0.05). Furthermore, above changes can be blocked by wort-
mannin, a specific blocker of PI3K-Akt signaling pathway, indicating a statistical significance in their changes (P <0.05). Conclu-
sion: Resveratol can inhibit the ischemia reperfusion-induced cardiocyte apoptosis, in which PI3K-Akt signaling pathway gets involved.
[ Key words| resveratol; cardiocyte ischemia-reperfusion injury; apoptosis; PI3K-Akt
doi:10. 4268/ cjemm20121529 [BEHRE KTT]
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