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Influence of microRNAs on cardiomyocyte viability in myocardial infarction and its therapeutic potential.
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[Abstract] MicroRNAs (miRs), initially discovered in eukaryotes, are endogenous small noncoding RNAs that regulate
gene expression. Myocardial infarction is a common cardiovascular event resulting in cardiac remodeling and subsequent chronic
heart failure. A number of miRs have been reported to regulate important pathophysiological processes of myocardial infarction.
They have multiple effects on the survival and proliferation of cardiomyocytes, which is of great significance to myocardial
infarction and other ischemic heart diseases. In this review we introduced the general knowledge of myocardial infarction and
miRs, and described several miRs which are crucial for survival and proliferation of cardiomyocytes. We also discussed the
therapeutic potential and limitations of miRs in future treatment of myocardial infarction.
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MI J5.O VA R FE OGP IR WA B MRy T
TSR AL, AR H A MI 237 B i oF 58 U
T R ABTE MI AHSC RO g s v, O L2
L 240 R A/ o R I =2 ) 1) 53 15 - B8 T 4 1
()R A T i — 2D ISR

/Iy RNA (microRNAs, miRs) j&— R AEHEK
AR B N TR TR S RNAL K 2 22
fiz. miRs AIVEFFHIEE Y 37 vl B % X i 1A
B FIE., FHEA N 60% 13K H miRs
¥ miRs 7] 2 5 A BUFBURAS T 4 0] (055 5%
S, IR ) miRs BC M R S8
Az —E S, miRs A BUAE IE O I RE T A
FEZEAEM. R miRs 12 5.0 I8 55 (14 95 B AL
o B, miR-21 e.0 J) i i i T AE R Ty
o, HIRIFIEFE DL miR-21 BEfS IR G S fC AL 2T 4k
TR R . 52 RAE T — &[5 58 A
], miRs A8 [ I 45 2 AT il o0 . E I 52 2 4%
Gl . PR miR-29 T MI J5 RIBRK, AT
BEHEAE T 90 A% 0 a8 1 D 27 4 2 R s R
() mRNA 2502 5.0 MELF A0 435 52 0 v
O A AERRIE FITE B . miR-92a Al miR-24 7
Je 22 F MIAE PR TR L AR SOK
18 miRs X MI O LA A% B 3 58 15 1 1 52 il
DL HETF miRs BB 46)T FBL.

1 miRs 7O AL RBTFE P HIER

PO WLAN M A7 2 4 s M50 IR 4 Zh g
(Y E % O LA B B A0 5 R T e 2 AR 3
PEFMH] 1 miRs 2[R g4
1.1 %% M miRs
1.1.1 miR-24 #E#RIE . miR-24 F B 4400 HLZH iy
HARSERY . B miR-24 760 WLAH L
FMERBR TG K F 1/ B2 o iy . (H G 3R
ISRE W > MI 5 i A B8 T B O o3 0 T e .
Wang %IF 52 miR-24 78 MI 5 (/.0 lEh R8T
I o ek n] DO JUE JET A 20 i b B A A K A
F-B(transforming growth factor-8, TGF-B) 1) 43
UK fE S ¥ S % F 2/3 (mothers against
decapentaplegic homolog 2/3, SMAD2/3) # t# fig
Ak, NI MIJ5 0.0 IESF 4E 4k . miR-24 #9.0 WL
PRAPRON 5 H XA P T3 B bk T 40 83 -2 (Bcell

lymphoma-2, Bel-2) #£ 8 [ 11 (Bel-2-like protein
11, Bim) B/ B % D)8 R, SR miR-24
AR E WA A AL B BB 2% miR-24 7R
MI J5 0 JULAR B AN T 2 40 i Hh 1 e 3 0 R I Y (H
FEARSNEFR 1 AU R O LA AR b 26k B, (1S
TR miR-24 38 BAT BT A8 AR 00 I Al 461 3
AT WCAERBIR A miR-24 BEfL B ML S BT 4 Y
TR O E L AET . miR-24 545750 A 3 Py
e 7 — % fb A A B Cendothelial nitric oxide
synthase, eNOS) | [ J 5% 5t [+ 2 (GATA binding
protein 2, GATA-2) Fl %2 /75 A TR 5 [ B4 4 (p21
activated kinase 4, PAK4) (335 , NI/ L M
JEMRAZ D B X T RL miR-24 1 F IR AE R MI
FRTETT SR A

1.1.2 miR214 miR-214 &R0 I 2 i
a2k PRI RA R DR miRNY Had Rk
A B TR A S5 T 00 LA 04 T i
K RE 0 B PR JS A AT TS . miR-214 7
O R RF RN FIE T IR X @455

I 1(X-box binding protein 1, XBP1) 4SSN 7 24
R A AR B R miR-214 f PR47 AR T
i 49 45 A2 # {1 (sodium-calcium exchanger 1,
NCXD) GEIREE 1 DO LA IR 22 B 0T 2 5
Flif F, cyclophilin D) FIES /25 I8 25 1 A6 1Y 25 35
B 11 % W 3§ ( caleium/calmodulin-dependent
protein kinase type I subunit §, CAMK2D) %4y
Fo H NCXT BB SRS T 50
cyclophilin D AJ 3 5 £k %7 & 3 & M % ¥ fL
( mitochondrial transition

permeability pore,

MPTP) [ ¥ 2, 8K . 55 43 IE 9 42 7% miR-214
e JLZH D rp 9 18 4 4 S PR i ek T A ) T 4R
B -H & iR /N-F L 45 B2 i EZH2 Chistone lysine/N-
methyl transferaseEZH2), M 1% S 9 5K 4 .0 L
R o A A P DR R 1 A B A L (HL 25 R
A -miR-214 75 M1 J5—id VB BE ™ A= B R4 8%
o7 o TOTHCA JH 0 P P ok 08 2 30 LA 6 114 i 28
AE

LL3 HAMfR4 M miRs RN ML Z5 R FH,
miR-7a/b REAE T VRS 25 (I 8- K&
Jiff[ poly ( ADP-ribose) polymerase, PARP | f{) 3 ik, M
TR e P T 2 A O LA PR = . miR-138
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b & 3Kk AT g 22 B4R A R B RS 3 (mitogen-
activated protein kinase 3, MLK3) /c-Jungd 3 A v i it
(c-Jun N-terminal kinase, JNK) /c-jun 3 5 .0 L2l
ARG AR A5 . b, Ras #HCHY C3 A
ZJEY 1(Ras-related C3 botulinum toxin substrate 1,
Rac- DA A BRI E 58 B AR FFR miR-144/451
AR08 B P B 5, O BIR ) ke I, T 17 Y O 3 AR
FMY, miR-210 W] {E F F p53 & [ A& ¥ B
(protein kinase B, Akt) DA FEARE LA TE P S A0 7=
PNIIYZ AN IRES S UTAR
1.2 #p4)HE miRs
L2.1 miR-15 miR-15 FEALHE 6 VI
miRs, A TFE B L5 22351 & 75 S0 ILFE T,
WHaE 2B, T 8% R (locked nucleic acid, LNA) %
i ¥ miRs(anti-microRNAs, anti-miRs) G£4% L
TR H AR, 704] miR-15b, miR-16 A1 miR-195
SRR LY A 3 5 DT 98/ ke 1 -+ 12 453 49 1) A
FETEAN . —J7 i miR-15 /B FF Bel-2 Wi i 1
AP T 5 5 — 5 T miR-15 e AE I ] ADP %
Wi3LAL R FRE 25 2 C(ADP-ribosylation factor-like
protein 2, Arl2) , 4k 1fij it i 4 ki fR A8 ¢ . e b,
miR-195 REW% N JRTBR S e B A 2R 59 BH -+ 2 AR
T H 1(silent mating type information regulation 2
homolog 1, SIRTD) fyI5 - i it #E-CoLIA T
1.2.2 miR-34 miR-34 J& 5 e 7e s dii b & 3
FRIRE RS B P I8 425 40 1 A7 38 A9 miR, 580 i B3 Ay
miR-34a.miR-34b Fl miR-34c, miR-34 B] & 4 g firp
AP po3 Y, oS i K 2 1 2 e iy 3L ) 4
AELE) . F T LNA 9 anti-miRs 1 ] miR-34 %
K. REMGEAEAR MIBHY 1.0 IUFE I IR 50 4E 15 H:
ORI REY . eAh , miR-34 EAUHE ATE N B I
FLah WO M i R R s B 4] miR-34 B
I B T O T RERE R

miR-34 BE % 1 H] T 2 B 42 240 g 47 1% 2k I 1
mRNAP* - SIRT1 Je:fe b & BRI BE RS (2 141 A I
T-1 mRNA # 4R, miR-34 GEAZ ] SIRT1-p53 i/
BT R PEAR P T80 ) . miR-34 iR REAE A F— 2t
J 5% R & BT O UL 40 I A S b R SR AR T
mRNA L FR, (4% B 40 i B & H 6 (Bcell
lymphoma 6 protein, BCL6) .25 [ O & Wb I 52
if# 1 (GDP-fucose protein O-fucosyltransferase 1,

POFUTD) (2258 1%/ 95 2 IR 8 (1 R R g 1 4149 37 3
10 ( serine/threonine-protein
regulatory subunit 10, PPP1R10) Fl i {= 5 7 [1-4B
(semaphorin-4B, SEMA4B), FH, PPP1R10 i %
BXF MIJS DIIREA PRI
1.2.3 miR-320 miR-320 7£ /)N BuC AL if 77 v
JEFIE T IH . miR-320 AT {23 B 4.0 JUL4H i 32
T=, X eI F 1k miR-320 A4 78 A5G 56 R /N BRUBE RS v
[FIFEASE) T ENTE. AL AT, JTER miR-320 BEMEI8/]N
TEAARRL e 1 PR R 5 AR EIAR . 25 B2 2 F
FER I miR-320 X0 JIE A A FVE F 5 H LA R 5
HH R6 LR B VIR 1 5 R T MEA O IER
PR P . SR Song ST & B miR-
320 7E A BB IIL-FFFE AR R v ek 0 vy i R
R AT 2E O s B TP AR DR o 3 e B Y
JEC IR AT RE -5 Sh IR R RN R AN R 5
2.4 HAhim#l 4 miRs  FFFER, AR TE
O IE NS PR IR ) R R Tz AR A LR BRI
FRRETE SS90 JUL 20 L rp A T g 5
Brady %% % B, 24 HL-1 .0 JULZR S P A 15 7K OF- 384
e I o SR I PRV S S A AL T 3 R R 4R A
WA WLBR IR S O h P RE R A R L
AFURGE  miR-497 3K IR AB IS IS BEHY i A WK
DU O LR s EAEARSEUIRZS T - miR-497 BEE
PAE A LA R B WA 5 10 B A VLT
Ak miR-140 AT 6 PE I 2 2R R Rl 5 -1
JE A BERH 1k O LA L P9 B8 2 i iR 73 228 3 7R miR-
140 FECo LA I T v 43 8 24 A 0. miR-92a A]
AR /)N BB A PR VS o LR T2 . miR-122 A
i X} & L A 8 (paired box gene 8, Pax-8) iR /)N FU I
HOCZ Lo LER M A 2 2k 8 . OF 2 5 PR T AR SR 6 A
IR

prosphatase 1

Hamacher-

2 miRs 7O LA RaE 5E R RO E

IR FRAE BE 7 B IE | B2 Ik A oA ZH 2R 8%
55 3% 50 LR e AR G A IR v 34 5 R ) 2 % DD AH ¢
9o PR, 550 LA M S FE AT B 0 PR
2.1 JRBEIFFE49 miRs
2.1.1 miR-17~92 miR-17~92 X H#% 1 miRs
JRAT 75 S0 LA B 34 5. 35 miR-17, miR-18a,
miR-19a, miR-19b, miR-20a I miR-92a"*2, > JLZH
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JHURE S PR R miR-17 ~ 92 BEAK [ AR.Co JUL A 0 345 58
A A= B O IR BT 1T miR-17~92 3 3R3A W] 55
JARTEHA | A= F5 0 A /0N B O JULAR i 7 336 5
It MIJG RO IR BR800 . TR, R -
7K 518 H 16 &% (phosphatase and tensin homolog,
PTEND J& miR-17 ~ 92 3 PRl f 1 32 24 55
I s miR-17~92 B R 2 O I AR B SR IR Y7 A B2
PIA R

2.1. 2 miR-199a # miR-590  7& & 3 T F A [
miRs [ 5 il i 5 % 5K i % 5 & B, miR-199a F
miR-590 Y 570V &5 BEAE 1Y 5 B A= R B C LA A /)
WFHAE T, miR-199a Al miR-590 n] 1) il ¥ 2 41 i
JES B SRR T A2 4% Homer # H [ R4 1 F1
ME ]I (1 IRAEBER 9 2 miR-199a
A miR-590 1 3K AT 75 5 ALAE /I B U UL AH L 1 1
TR MIJG B0 LA

2.2 )3 749 miRs

2.2.1 miR-15 /RGO LATHAE B A5 7 d LY
REPRIFHIFEAE /1 » 2 o0 METE LG Bt B 52 45 475 1 i
BAFEME Z Y . AN B0 IE miRs 265K &
78, miR-15 F ik (45 miR-15a, miR-15b, miR-16,
miR-195 Fll miR-497) {3k K- 16 /I BRI 2R T
B AEAE L LA 3t 2 S AR R T 5 3 v . il
miR-15b F1 miR-16 RJ 5 4 o Ji) 04 00 1t 8 7l -1
(checkpoint kinase-1,Chk1), M7 2E 4 H 4 J5 7N B
O JULH L 354 B B0 i Ah s miR-195 %% JE R /)N
BRAT O IERIE o FL AR AR IS 0o IE RN BT N
2.2.2 miR-133a miR-133a & &HICHL PLLE O I
2R M miRs 22—, FCRBAS A O LA M 3 57
7S 2 miR-133a BA 5 12 R 2 T 21 UM R 391/ B
HABBCSON » 0 HARAETE /N B 0 LA 55
SFETT A T WU AL R . miR-133 XAl
SEAIVEF S/ B G /S 4 Sk 40 it J8 301 25
FOBELH £ e () SURE S PR 8 TTK 260, R
M7, I HBFFE R Y] miR-133a RERS @ FEAL MIT 5.0
JIEET 2 AL FNAL R B 2 o AR 2 1t /87 A AL JIL 40 i
BH  RAF D IR RN

3 5 it

FIAT» miRs 78 MI AvC LA A7 35 1 58 0 1
AIIFFE B C RS — E Ut (B A TR T 2 R BRI

G KR W51 JR R T Mg s i) Kk A P45
PRI 33K 55l PR L 22 2R B 42~ TR0 S92 it 90 4 119
TBEBUARE T o 7 AR L i b Ry BRI E SR B
AIE S WL PR 552 P B ke I P98 M TR I . LK
R G an 250077 A BE L B B B 40 ML A0 4 S
miRs FEA T FE H AT KGR 7 SO L 42
] RE AR IRNAY T R K miRs fe 2450 A I PR
FSCHEERTY

- MI ARG S TR A0SO i 1R ELAT:
55 »miRs 7k AE MIALBE A LT Be Z SR 108
FERAR . A miRs 8720 JULER A7 37 10 5 135 4
XtF ML B0 HEFFAE 1B 2 A 3 BRI FFE S
Ao 1 MIAEEH) miRs X F & J& miRs J7 ik
A H B TR (AT T R K R 2
U AT AT B K miRs Tk K R I 2 W A
T BRI O I B A S8R
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