932 B = ZEBE R FRER,2016,38(9) http : //aammt. tmmu. edu. cn

DOI:10. 16016/j. 1000-5404. 201510023

2 REF YY1 XFaR M 6R &35 -5 690 AR AR 1T B9 5500 B E AL

Mk, T 46, EH44,FRM, T, 9 AR, T4 F (400042 T PR, 55 = 75 BE K2 KB B B BT R AP RHBIF
FEHLO LA SR, BT O ML R FE T )

(HZE] HW R R E B 1 (yin yang 1,YY1) XFRSMk il 5055 S 100 WU JH T2 Y
MEIVER P i AN B BRI e R RO LA, A FH TR RS 93 ) 5 95% N, +5% CO, iR
AR B 3L E ( Billups-rothenberg ) 175 5 2 37 it Il Bl 42000 LM M 08 T A8 A0, 3 ok 8 7 5 2638 YY1 &
A TR A A Y AL LA Y, RS Y'Y b i afi Bl 40175 S 0O LA I R T AR o SI2 6 43 Sk o) HR
ZH YY1 2 i A A BB + YY T 4 Bl B4R + LY294002 41 B 4 + YY1 + LY294002 45
6 4 (n=4), CCK-8 JEAINIA 2.0 WLAN BTG F1, TUNEL 346 10 45 410 LA A 07 T 1% 130 , fQT-PCR 4G
YY1 mRNA 3 35 7K, Western blot 35 &I YY1 | 5 R 1k 22 & IR 75 & BR B ( p-Akt, . ) RAELEFR
(Survivin) 2 [ FIEKF. G50 ST RELIAH Eb , Sl Sl 48 20 A S il B E0R K 6 h S O ILAnAR IS 1T
[ JHT- R I ER](0.55 £0.02) ws (1.14 £0.02) . (38.25+1.65)% vs (1.38 +0.15)% ,P <
0.01] i B4 AT HiFE Y YY1 EALFOR G , 5 Sl BLE AR L, Bl B4 + YY1 400 L4 is o -
FF JATREEAG . p-Akt, ., 1 Survivin 85 [ 223580 (0. 78 £0.03) vs (0.55 +0.02) . (14.50 +
1.56) % vs (38.25 +1.65) % .p-Akt,_ ., HHXT K EEE : (0.82 £0.03) vs (0.28 +0.03) Survivin XK BE
H:(0.93 £0.02) vs (0.36 £0.02),P <0.01], % PI3K/Akt {553 45 S PEID I 51 LY294002 T
J5 BRI B A+ Y + 1Y294002 41 5 e it B4R + YY1 41H0 He, o0 WLAN I 3% J1 T e 8 T S 88
p-Akt_ ., il Survivin 2 [15555 224 (0.62 £0.02) vs (0.78 £0.03) . (27.75 £1.12)% wvs (14.50 +
1.56) % ,p-Akt_ i AHXF K BE(E : (0.43 £0.02) vs (0.82 £0.03) , Survivin XK : (0.27 £0.02) vs
(0.93£0.02),P<0.01], 858 BAERI T YY1 a4k i 548005 S i o WLAn i T, iz/E A
PI3K/ Akt {538 B A P06 AH G o

[R$ER]  OILAHML; A T 5 yin yang 15 BRIALERAA ; PI3K/ Akt {5538 %

[FREESES] R322.11; R329.26; R364.4 [TiktRER] A

Effects and related mechanisms of transcription factor Yin Yang 1 on ischemic

hypoxia induced cardiomyocytes apoptosis

Chen Hongmei, Wang Wei, Wang Xinquan, Li Liangpeng, Wang Xunkai, Zeng Chunyu, Wang Hongyong
( Department of Cardiology, Chongqing Institute of Cardiovascular Diseases, Institute of Surgery Research, Daping
Hospital, Third Military Medical University, Chongqging, 400042, China)

[ Abstract | Objective To determine the effects of a transcription factor, Yin Yang 1 (YY1) on the
apoptosis of cardiomyocytes induced by ischemic hypoxia and investigate the related mechanisms. Methods
Cardiomyocytes were isolated from neonatal rat heart tissue and then cultured in witro. Sugar-free culture
medium and Billups-rothenberg (95% N, + 5% CO,) was used to induce the apoptosis of cardiomyocytes.
Plasmid of YY1 overexpression was established and then tansfected into the cardiomyocytes. Then the cells

were divided into 6 groups of cells, that is, normal control group, YY1 group, ischemic hypoxia group,
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ischemic hypoxia + YY1 group, ischemic hypoxia + LY294002 group and ischemic hypoxia + YY1 + LY294002
group. The viability of cardiomyocytes of above groups was measured by CCK-8 assay. Cell apoptosis was
measured with TUNEL assay. The mRNA expression of YY1 was detected by real-time quantitative PCR. The
expression levels of YY1, phosphorylated Aktserd73 and survivin were detected by Western blotting. Results

Compared with the normal control group, the viability was significantly decreased (0.55 +0.02 vs 1. 14 +
0.02, P<0.01) and the apoptosis increased [ (38.25 £1.65)% vs (1.38 £0.15)% , P <0.01] in the
ischemic hypoxia treatment group after 6 hours’ ischemia-hypoxia stimulation. But transfection of YY1
overexpression plasmid prior to ischemic hypoxia stimulation could significantly reverse the phenomena [0.78 *
0.03 vs 0.55 £0.02, (14.50 £1.56)% vs (38.25 £1.65)% , P <0.01], and enhanced the protein levels
of p-Aktserd73 and survivin (0.82 +0.03 »s 0.28 £0.03, 0.93 £0.02 vs 0.36 £0.02, P <0.01).
However, the inhibitor of PI3K/ Akt signal pathway, 1.Y294002, suppressed the cell viability (0.62 £0.02 vs
0.78 £0.03, P <0.01) and apoptosis [ (27.75 +1.12)% wvs (14.50 £1.56)% , P <0.01], and
repressed the expression levels of p-Aktserd73 (0.43 +£0.02 vs 0.82 £0.03, P <0.01) and survivin (0.27 %
0.02 vs 0.93 £0.02, P <0.01) induced by YY1 plasmid transfection. Conclusion YY1 inhibits the
apoptosis in ischemic hypoxia-induced cardomyocytes, which may be mediated by activation of PI3K/Akt

signal pathway.
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