[ 0 LA 2535 2019 4F 11 H 48 46 %% 6 ] Int J Cardiovasc Dis, Nov. 2019, Vol. 46, No. 6

2R 0 Bl g 2R 175 O LA M O 2 iy R 3
YR AL 58

ArfEE EER WRIE ERKEKR BR

[REEY B8 4R & 37 B (RSV) FFT 5 5 3695 Ildn I8 = 6947 37 15 A R 5
E2F $#: Z W F 1(E2FD) /M3 R &K 88 «2(AMPKa2) 13 5880 %, 7 ik
AT RNA siE2F1 45 4 HO9c2 & WUdm fe, ¥ HIc2 m fo 5 A s B4, o] & 4 41,
siE2F1 48 . T & % +siE2F1 46 RSV 44 . M HF % +RSV 4, M HF F LR EH 1 pmol/L,
RSV #4320 pmol/L. &41F 7 24 h &, 4 E2F1, AMPKo2 fa 3t £ & & 85-3 97
ik (cleaved caspase-3) 8 & & & & KT Bos lim LB = %, R . HxBamt, 1
E %48 E2F1 . AMPKa2 #= cleaved caspase3 9% G R XA K- Ffs Lo A= £ B F
B (P #<0.001), mpest 5, siE2F] B %474 E2F1 ¢9 &8, B E R4k, 17
E & +siE2F1 4 E2F1,AMPKa2 #7 cleaved caspase-3 % & & ik K -F & Al 2m i A =
R R FBARP 3<0.001), RSV F A % 3 o 1 45 7 5 F0 3 5695 L fm e 8 = (P<<
0.00D), 5 EE4EARL, T EZ+RSV 28 E2F1, AMPKa2 #= cleaved caspase-3 49 %& &
FIERFRFEMRP $%H<0.001),  £#.RSV TRBHFEHFHOMmMEA T, 1
HLh) T A6 55 ) E2F1/AMPKo2 i 55693 & A % .

[RERY FEF; s amie; B E2F #Fx W F 1; 3 7 B

doi:10. 3969/]. issn. 1673-6583. 2019. 06. 006

Protective effect and mechanism of resveratrol on doxorubicin-induced cardiomyocyte apoptosis YU Jianying ,
PAN Jianan, ZHANG Junfeng, WANG Changgian, GU Jun Department of Cardiology ,
Shanghai Ninth People’s Hospital s Shanghai Jiao Tong University School of Medicine s Shanghai
200011, China

[Abstract] Objective: To investigate the effects of resveratrol (RSV) on doxorubicin (DOX)-
induced cardiomyocyte apoptosis and E2F transcription factor 1 (E2F1)/AMP-activated protein kinase o2
(AMPK@2) signaling pathway. Methods: A small interfering RNA siE2F1 was used to transfect the rat
cardiomyocyte cell line (H9¢2). H9c2 cells were divided into six groups: control group, DOX group,
siE2F1 group, DOX+siE2F1 group, RSV group and DOX+RSV group. The final concentration of DOX
and RSV were 1 pmol/L and 20 pmol/L, respectively. Expression of E2F1, AMPKa2, cleaved
caspase-3 and the apoptosis rate of cardiomyocytes were detected at 24 hours after intervention in each
group.  Results: Compared with the control group, the expression of E2F1, AMPKa2, cleaved caspase-3
and the apoptosis rate of cardiomyocytes significantly increased in the DOX group (P all<{0. 001). After
transfection, siE2F1 significantly inhibited the expression of E2F1. Compared with the DOX group, the
expression of E2F1, AMPKa2, cleaved caspase-3 and the apoptosis rate of cardiomyocytes in DOX +
siE2F1 group significantly decreased (P all < 0. 001). RSV partially reversed the apoptosis of
cardiomyocytes induced by DOX (P<C0. 001). The expression of E2F1, AMPKa2 and cleaved caspase-3
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significantly decreased in RSV + DOX group compared with the DOX group (P all<Z0. 001).

Conclusions

RSV can attenuate DOX-induced cardiomyocyte apoptosiss and its mechanism may be related to the

inhibition of E2F1/AMPKa2 pathway activation.
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