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[# ZE] HE 3T miR-200c-3p sTE B A Lo Mam i A 0 Hra ZAE A MLE, ik HERA LA (H/R)
HOc2 %m i, i& A 52 A 3 8 B R4 I A-Birdk R (qRT-PCR) 44 48 it ¥ miR-200c-3p X 3 418 =404 & &
(XIAP) 1247 484 8 (mRNA) #9 & ik . ¥ HO2 %8 A5 A H/R+anti-miR-NC £8 ( 2% ¢ anti-miR-NC) . H/R +anti-
miR-200c-3p 28 ( 4% % anti-miR-200c-3p) . H/R +pcDNA 48 ( # % pcDNA) . H/R + pcDNA-XIAP 41 ( # % pcDNA-
XIAP) \H/R+anti-miR-200c-3p+si-NC 28 ( 23%£ % anti-miR-200c¢-3p #= si-NC) . H/R+anti-miR-200c-3p+si-XIAP 41 ( 3¢
# 4 anti-miR-200c-3p F= si-XIAP) , A Bg AR ik 45 4 £ HO2 %0 fe, Bk /T8 R M AL FL . %.9% ¥ i ( Western blot) |
vEed 35 (MTT) 7 K 20 B KA ) 20 fe o XTAP | F b2 BR R A 20BR % & B ( Caspase-3) 5L AR o F PR AU ER R A RBR &
& B ( cleaved Caspase-3) B 28 JL#k .05/ & 9% 2 X & & (Bax) B WIHK G/ &G f% 2(Bel-2) 89 &8 2m g3 74
20 LB T R F EEAR A AL B A 52 BA A ) 4m I P miR-200c-3p 5 XIAP #9446, R RIMERALEA
H92 4 h; 5 JE % 35 F 0 HOc2 4m AL 2R H/R 41 H9c2 4a it miR-200c-3p & X 9 % i XIAP Rk 9 % Fif ;47
#) miR-200c-3p. i & ik XIAP ¥ 7T 4p 4] H/R H9c2 4a it ¢ 8 ==, T 8 cleaved Caspase-3.Bax, £ Bcl-2;miR-200¢-3p
T2 &4 XIAP 3'UTR B A RIRE A B &M, 5F 7 d18 4% XIAP 69 &K ; $UK XIAP 7 1% 2 37 %) miR-200c-3p *F
H/R HOC2 %0 Jed =450 /E A . 2538 miR-200c-3p T3 S5k B AL s Mlim el 8 = AL 5 Yoy XIAP 4 %
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[ ABSTRACT] Aim To investigate the effect of miR-200¢-3p on apoptosis of cardiomyocytes with hypoxia/reoxygen-
ation and its mechanism. Methods H9c¢2 cells hypoxia/reoxygenation (H/R)model was constructed by treatment in
hypoxia/reoxygenation incubator for 12 hours.  The expression levels of miR-200¢-3p and X-linked inhibitor of apoptosis
protein( XIAP) mRNA were detected by Real-time fluorescent quantitative reverse transcription polymerase chain reaction
(qRT-PCR). H/R+anti-miR-NC group ( transfected with anti-miR-NC), H/R+anti-miR-200¢-3p group ( transfected
with anti-miR-200c-3p) , H/R+pcDNA group ( transfected with pcDNA ), H/R+pcDNA-XIAP group ( transfected with
pcDNA-XIAP) , H/R+anti-miR-200c-3p +si-NC group ( co-transfected with anti-miR-200c-3p and si-NC), H/R +anti-
miR-200¢-3p+si-XIAP group ( co-transfected with anti-miR-200c¢-3p and si-XIAP) were transfected into H9¢2 cells by li-
posome method and subjected to hypoxia-reoxygenation treatment. ~ Western blotting ( western blot) , methyl thiazolyl tet-
razolium (MTT) and flow cytometry were used to detect the expression of XIAP, Cysteine aspartic protease ( Caspase-3) ,
cleaved Caspase-3, B cell lymphoma/leukemia-2 X protein( Bax) and B cell lymphoma/leukemia-2(Bel-2) , cell prolifera-
tion and apoptosis respectively.  The dual luciferase reporter gene assay was used to detect the binding of miR-200¢-3pto
XIAP in cells. Results Hypoxia-reoxygenation H9¢2 cells were successfully constructed. ~ Compared with the control

group, the expression of miR-200c¢-3p was up-regulated, and the expression of XIAP was down-regulated in H9¢2 cells with

[WFmHHE] 2019-11-21 [f&EIBHE] 2020-01-03
[EZ®A] D I, B3R EIM, A58 07 0 o0 LA SURE | E-mail & 2475215327 @ qq. com,,



CN 43-1262/R " [E sk alifb 44 it 2020 4F55 28 %55 7 # 573

H/R.  The inhibition of miR-200c-3p and overexpression of XIAP inhibited cell apoptosis, down-regulation of cleaved

Caspase-3, Bax, up-regulation of Bel-2 in H/R H9¢2 cells; miR-200¢-3p inhibits the fluorescence activity of wild-type XI-

AP cells and negatively regulates the expression of XIAP; Knockdown XIAP could reverse the inhibition of miR-200¢-3p on

the apoptosis of H/R H9¢2 cells. Conclusion

miR-200¢-3p can promote the apoptosis of cardiomyocytes with

hypoxia-reoxygenation treatment, and its intracellular mechanism is related to the regulation of XIAP, which will provide a

new target for the treatment of ischemic myocardial injury.
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Figure 1. Expression of miR-200c-3p and XIAP in hypoxia/

reoxygenation cardiomyocytes
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Figure 2. Effect of miR-200c-3p inhibition on apoptosis of hypoxic/reoxygenated cardiomyocytes
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Figure 3. miR-200c-3p targeting XIAP
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Figure 4. Effect of overexpression of XIAP on apoptosis of hypoxic/reoxygenated cardiomyocytes
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Figure 5. Knockdown XIAP reverses the effect of miR-200c-3p on apoptosis of hypoxic/reoxygenated cardiomyocytes
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