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Effects of miR-29b on Autophagy in Ischemic Myocardial Cells Models and
Its Molecular Mechanism
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Abstract: Objective To explore and study the effect and molecular mechanism of miR-29b on autophagy in ischemic
myocardial cells models. Methods The myocardial cell line (H9C2) with established hypoxia / reoxygenation model were
randomly divided into three groups-blank group, control group and experimental group,and were transfected with PBS, miR-
NC and miR-29b mimic in vitro by the life 2000™ The changes of cell autophagy, proliferation level and expression of oxidative
free radicals were detected. Results There were statistically significant differences in miR-29b mRNA expression level and
cell proliferation index between the three groups 24h and 36h after cell transfection (/=9.284~81.871, all P<0.05). There were
statistically significant differences between the experimental group and the blank group and the control group (£<0.05), while
there were no statistically significant differences between the blank group and the control group (P>0.05).At 24h and 36h after
transfection, HIF-1, LC-3 protein expression level, SOD activity and MDA content in the three groups were significantly different
(£=9.133~15.693, all P<0.05). The differences between the experimental group and the blank group and the control group were
statistically significant (P<0.05), while the differences between the blank group and the control group were not statistically
significant (P>0.05). Conclusion MiR-29b can increase the SOD activity and decrease the MDA content by positively regulate
the relative transcript level of HIF-1 « and LC-3, thereby promoting cell autophagy and protecting the ischemic myocardial cells.
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g bRA I F 36 E BD A r]; S HA5C 5B NR &
4204 F 35 [ Bio-rad A wl; A iR &l A 3
BREYF AT, RPU B -actin, = A 1E T
F -1 a (hypoxia inducible factor-1 o ,HIF-1 ), &
AHSEFEHE B 1 -3(microtubule associated protein light
chain3,LC-3) Z s FEHLIRIN F 56 E Abcam A F]; i
ALY AL (superoxidedismutase,SOD) 54 i
(malondialdehyde, MAD) &l 2t 751 &5 W) [ R 50 HE AL
YR A BN F] ;miR-29b 5 miR-NC W 5 g
HEYIHE ARG IR A
1.3 Fik
131 S g0 AN S, 5504 i HOC2
ZH 551 PBS(Gibeo 23w ) RN 2 ¥k, A
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DMEM, BT 37°C, 94%N,+1% (v/v) O, +5% (v/v)
CO, fIRAAREFAT A 1557 8h, SRIG LA 37°C, 5%
(v/v) CO, diMIEFRAIZ T2 4 24h, HE &
AR/ 52 SRR Y HOC2 LR ML A3 — 2 25 4
X REEH 5 S A
132 Y05 gL Jr vk FF 240 M0 RE A KRl

1ife2000™ A 7% {4 14 &) % Y PBS, miR-NC 55 miR-
20b 5%, B YL S 2Ok B2 R 50nmol/L/ L, Uk )E
4~6h R

133 2% & PCR Kl J7 ik W L4 i
Trizol & B RNA, 10 45 5% 5 5% FH SYBR-Green ¢
BHEIE T 8 PCR, VAN : 95°C 2min; 95C
15s, 60°C 32s, 40 MEHR, RLERLL 27429 EH 7.
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ik 80%~90% M}, 25 F1 4. X MR 40 5 52 56 44 DU BRI 22 3 e84 X (P > 0.05).
x1 B R AR AT E A miR-29b mRNA FRik K AL TEIEEK FEXFEL (x £ 5)
1 LB SHRAL A4 F P
miR-29h mRNA k7K T 2%h 56.33 £ 10.11% 0.92+0.13 0.95+0.11 45284 0.000
36h 78.34 +10.09 * 0.93+0.12 0.96+0.18 59.882 0.000
e T 2h 133+0.11 345+0.13 3442021 9.284 0.001
36h 1.34 +£0.09 3.44+0.12 348 +0.18 81.871 0.000
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X (P<0.05), 75 45X BRAS L 25 R IEg T 2H E
*=2 HARAERE S HIF-1a, LC-3 EEMEXFRIZER SOD, MDA 7KFEIFLE (x +5)
G S xRl ZH4l F P
HIF-1 & 24h 4.54+033% 1.09+0.22 1.00 £0.09 13.493 0.000
36h 572+ 0.44% 134+0.16 121+0.11 12.898 0.000
103 24h 451£025% 111£0.17 1.13+0.09 12.223 0.000
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MDA (umol/g 24h 4459 +4.10 79.87+3.17 80.22+6.28 12.482 0.000
36h 44.09 £ 4.41 80.09+3.19 80.98 +5.67 10.093 0.000
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