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Abstract -

MicroRNAs( miRNAs) are a class of non-coding RNAs associated with a variety of cardiovascular dis-

eases, including hypertension, heart failure and myocardial infarction. Expression of miRNAs changes during cardi-

ac hypertrophy, which regulates cardiac hypertrophy by regulating cardiomyocyte autophagy, inflammatory response

and energy metabolism. This article reviews the expression changes, potential targets and molecular mechanisms of

miRNAs in cardiac hypertrophy.

Key words: cardiac hypertrophy; microRNA ; target of action; signal pathway

EZO MR OIS BoR , BEE Eik 1
SR ERE A I, J AR T 7 2B AR O I A Y
RAFRF S, B, P ELG IR T A R 2
JEE BB T I A A, )T R 43.81%, R KN
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A% RNA, K25 19 ~25 MEHF IR, 18 i Ap 1 X
ST U mRNA 37 5 [ ik i 410 i) JH 36 335 79 8 =X
Z R R R K RL, TR LN, £
fl miRNAs 25 7 .0 JUIEJE 9 & 4, 40 miR-22,
miR-23a .miR-199 1 miR-133 %, R IEIHAE AR
I RPIZE, — RO WUIR R A & A | 55—
LHUVEER &

2 R OHLEER EZE miRNAs

2.1 miR-22

o WUIE JE IO 30 A0 LA L E K ( cardiomyo-
eyte hypertrophy, CH), miR-22 7E Ifil & Bk K 1l
(angiotensin 11 , Ang Il ) i 3 Y AC KO LA AR AR
i RERE, H o miR-22 AT LAJA 5 5K I 8 1 R 52
( phosphatase and tension homology deleted on chromo-
some ten, PTEN) [J3iE7KF-, 1l PTEN )55 3Rik
RO NURIES A4 SE 5 R miR-22 A
A PTEN AR, P 0 i 19t UL 234 74  phos-
phatidylinositol 3-kinase, PI3K) /2 13 B ( protein
kinase B, AKT) {5518 % , {2 #F .0 UAE 8 1 & A=
UL, miR-22 A PISK/ AKT {55 i B A2 itk O
UL
2.2 miR-23a

W miR-23a 7] anti-miR-23a HE i) 3 3% #] /)N
B JULAE JEEASE AR o JUL 200 D 552 5007 ) R 5 3 0 38 TR
RO WU RS miR-23a 3 o 80 1) 4 5 7%
MBEARAR (lysophosphatidic acid, LPA)Z5 LPA 5
T IAAAC K e/ BB LPA SO
LA B e RO VIR R & A= i in AR #L3h %) B
A% 2% ¥ 85 F ( mammalian rapamycin target protein,
mTOR) A1 PI3K 1 il 7 & & 35 L 1k LPA 5 T (9
mTOR B2 AL A 1 W7, 25 A1, miRNA-23
AT AL 0% mTOR/ PI3K 5538 B4 .0 L4 i 5
W, ek O WUIEJE
2.3 miR-199a/199b

miR-199a/ 199b AR AT 3.0 WLAE R i % 24, (5
YEFIPLEIA BT AT

miR-199a 1 3k nT A WLATAE A T 5 5
A WUIESE , [ mTOR {5 5 7F miR-199a F% 5 .0 i
TR O . RS RO WL g R
B AW 5, WAE] miR-199a 755190 JJLAL

KRB85S , I HLd i A 2 2697 Al IR 0L
F P80 miR-199a 543 /N OO LIRSS, X
YL, miR-199a i #0fCo JULAR L 19 e £ 2 JULAE
JE o /N JULIE JEEARE 28 i A AR G 3540 3 1 BT
miR-199a 4155 (tough decoys, TuDs) , HouOr T g
Koot U JEE A 385 5 3 T del ot S 3 9 ik, %0 At e ik
ALY RIS B YIS AR v FE 324K - 1o (per-
oxisome proliferator activated receptor <y co-activator-
la, PGC-1a) /M 38 #H 32 1K o (estrogen-related
receptor a«, ERRa) WA S o

YE2H miR-199 ZEHGEH ) — 51, miR-199b-5p # &
RAE T2 BN Dk 7 BONE P o I 4 A 18 3 S B ) /)
BB AU rp 23k T, JF LN B O PR 2 B IR il
(cacineurin, Ca N)/{Gfk T 20 0 # A T ( nuclear
factor of activated T, NFAT) {5 518 %, S E00 JLIE
JEO B miR-199b AISE L 7% Ca N/ NFAT i
BEAE O LI JE
2.4 miR-212 /132

miR-132 5 miR-212 JEH A7 & BE AL 51 A1 )
REMY miRNA, #1] miR-132 7] Ly 2> S Ak 7 8
SRR AR B, T SRUE BR D e bt 1) A 2 BEL Ik
JLAE ] miR-132, #E ) 98  Sintl 0
PGC-la/ #ZHF E2 #HH F (nuclear factor E2 cor-
relator, NRF2) i % , 5 2 &AL B sz 0, + F L
ARJEEL R miR-132 AISE 1L % PGC-1a/ NRF2
{5530 P& R 5 SR B R O TUIE JEE
2.5 miR-320

TEFE3Z EBIKAR7E T AR UL R/ N ¢ 3]
miR-320 & K5, JF & B 52806 B 1 3 (signal
transduction protein and transcriptional activator 3,
STAT3) &k £ PTEN £k /D, /R miR-320
3 O STAT3/PTEN 58 i £ ik 0 IUAE A AL AL
AL
2.6 Hfp{RstOHLAEER miRNAs

e Ang 035 5 090 L 40 M 8 K A% AU rh
miR-410-3pF ik B & 1M, H miR-410-3p 11 il 5
AERH I Ang 111755 A9 Smad [F) A4 ( Sma-and Mad-
related protein 7, Smad7) 7 T [, SZ 55 I8 A& B 24
Smad7 3 % 35 B, miR-410-3p #4942 JE K 1 F AT LA
Bt I miR-410-3p 3 i3 40 ) Smad7 i
PEOAUIEIE , FE /N B LR SR8 miRNA-29
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3.1 miR-1

miR-1 1 5 235 7] 1B O WUIR SR & 2B 7
SWE LREAS /DB O ER A P R E miR-
la-3p , WSS E /) ot IS i 73 5, 0 LAE J52 9
Bt JF H 2R fK DNA %i 4 2 F NADH it S g 1
(NADH dehydrogenase 1,ND1) F14 il (2. & C &1k
fif 1( cytochrome ¢ oxidase I, COX1) 3 5 1 st
#2785 miR-1a-3p Al3d 35 h ND1 A1 COX1 Yk
PP LR JEE 1 e
3.2 miR-499

FERE PR O LG /N AL TR 1 miR-499-5p 15
FeIR AT LIRE [ e 2R R 1R 1 (taurine upreg-
ulated gene 1, TUGL) YRI5, WS PRI O WL /71
SR PO JULAE JEE DT 54 20 S R B i, ot O LA JE
3.3 HAbiMHlOALAEE R miRNAs

miR-155 AL i P A% e -k B {5 7R
UL IS h R G VE T, 76 Ang T .0
24 Jf A A 28 r 5K 3] miR-384-5p 1 i i il 54
B A 17 454, W Ang-11 15 5 190 L 40 My
AR

4 miRNAs 7£/0 5 B f% BRI M

miRNAs BRI Z2 I T 1l PR O 15 50 1Y
BT, TE—WOC T LA A TR 455 1iE ( Anderson-
Fabry disease, AFD) fiff 2 1% 57 ¥ (enzyme replace-
ment therapy , ERT) i1l JRAFFEH, K I miR-184 J&
AFD HAEYIRREY) T8 ERT 5 & A A 22 A6l
I 3R KE X4 v AFD B8 50 IR 3 1) T A —
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