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[Abstract] MicroRNAs (miRNAs)are highly conserved , small and non-coding RNA molecules approximately 18-24 nucleotides in
length which act as post-transcriptional regulators of gene expression. Since their discovery , miRNAs have been shown to regulate the
complex biological processes linked to multiple cardiovascular diseases , including myocardial hypertrophy , arrhythmias , hypertension,
atherosclerosis , acute coronary syndrome (ACS) , acute myocardial infarction (AMI) , heart failure (HF ) , pulmonaryarterial hypertension
(PAH) and etc. Furthermore, circulating miRNAs have been extensively investigated as novel biomarkers. Besides that, the multiple
regulatory functions of miRNAs indicate that miRNAs have prospective applications in the treatment of cardiovascular disease.
However, there are still significant obstacles that need to be overcome before miRNAs are used as both diagnostic and prognostic
biomarkers and targeted therapy strategies for cardiovascular diseases , and there is still a need for extensive and systematic research.
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Z2 80 miRNA X0 JJUAE B R R . 30
R IR, miR-1 2O F R A e & B miRNA Z—,
HFE R 5O UL R R 2 R RS s miR-1 7] BB
TR E S B A A DGR ES B 1 Mef2a
1 Gatad"®' LA K 5 411 B 40 Ik 5 7 990 AH O 1) 43 06 2 1
FbIn2 78450 LA () A= 4 o 7 32 80 ke 25 i,
BEKR THEFRONUIEER R miR-101 7] i
1R ras A - 1A (Rab1 A) (266K O WUAE K
RIEFEHUE ™ s miR-185 i 1 40 [0 4545 514 Sk 4
W 2 BE R P AR UG FE AN s miR-34a n 4] H
WG AF DI [R] A gtOa (1) 738 DA T RSO0 JU LA RS G
ESNE IR SO NUEER R miR-145
WY GATA 455 2 1 6 (GATAG6) #illifil L L2
FOAE R o 7 e i 2 B 15 5 O LS JE AR A o
miR-150 38 12 P A s TR R p300 Y 2638 & 15
WHVER"™ . miR-378, H—FHtONUE KA miRNA,
T A e R R AR AR R T2 AR 1 (Tgf 1) A KA
FZARLEG 1 2(Grb2) Fil ras AR F 1 (Ksrl)
P O WLAR AR R

T34 — L miRNA X0 WUR E R HEH . 78
At INCY i s 1B = & 7 S N R 1
JERLRL T, miR-208a FR I8 Tt , FLALH AT BE 5 7
5 SOX6 & 14 5", miR-19a/b 3 ik A5 S0 4=
IR FR o L ZH A B A, H = 5 o A0 ) 70 A S5 [
atrogin-1 FIJLAFRHE HE -1 (Murf-1) H-3405 £ 7 pir e
WERRRE/G 1L T A A N (NFAT) 55 R HEE ™ .
miR - 155 3 of ¥ o] P 22 (1 pS3 B R AR M 1
(Tp53inp 1) 7 O LA JEE 1O A 5 98 v 4 5
miR-155 I 0] {4 5 1058 200 Jt i 4 30 o 4 ARl
BUHRIE S O IEAE R . miR-199a 18 32 305 mTOR {5
SARARFZ M AN F W T 0O
12 miRNA 5. S# %%

OV R R AR IR GRR O A 55 ) Fifs
S (R RE (B IE] A DT ) 0 S, O L2 5 B
BT T S AL O R R A R LR
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AT, AL Co JIUAR A 2o AR A AR Ak A Y R
B B RO 4 . miRNA 38 AT DUHE i ) 25 1
JHE DRI (A 53 DR ) T 42 8 9 8 3 2 i IR 1)
K, DT 2 45 O %A PR A IR

miRNA 7€ 7 B i M OF 58 R )2 FR A . i
e S A B N EOE RS NN E N = R S
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B A T AR I A A FT B e TR 7 O L
AR R T2 o - A PN 15 R Sy
WA ST AR TP AL P 25 1 miRNA,
B miR-1 A miR-133"", J 8 i 5 0 B 4 4 miR-1
KP4 15 N B R R (21 86% ) o UL AF R 5%
R, HoAth miRNA o 5 A AR 58 ) 00 R 5 R
FH, W miR-328, Lu %5 HIER , 76 /N BRI | ok 36
ik miR-328 Rk o5 B, 111 B miR-328 Wyl /b o7
B AR T 1E 4 N, miR-328 /K7 B i 0 o th
FEIEHEIN, miR-223 Fl miR-664 WA Fr FHie . i BF
FEARAE , miR-133 Fl miR-590 f1d 2 35 AT 1 il 0 3 4]
TGF-B1 Fl TGF-BRIL, X b7 il ke i #F 4 1 > ; miR -
130a 32 F23 A I i) 9] 2500 JUE 1] Bt 2 25 11 Connex-
ind3 (Cx43) {2 Pk AR H B & 4 s miR-21 1)
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A R S miRNA OB B S X S5
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126-5p il i i DIk 1 245 ECs B 56 fiff 5 , miR-126-
Sp KRR D T ECs 36 2R PEGE £, 48 DEBE SR
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-33 )% (4045 miR-33a Ml miR-33b) IR g4 H 2 0
Rt R U TR A A ) SRR 0 301, e A D g [ el
ToH4E A E 1 (sterol regulatory element-binding pro-
teins, SREBPs) F1 4 7 - RNA , il 8 5 15 2 5L R 3
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2 M 5 ik 25 & 1E (acute coronary syndrome,
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miR-1.miR- 133, miR-208 . miR -499 &/ FA mi-
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HF # 11 bl miRNA 7K F- 1484k . Goren 484
T, W 4n T HEF B35 1L miR-423-5p .miR-320a .miR-
22 .miR-92b FKIXAKF-3E N, H 55 4H5C . Fuku-
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b S5 DR TSSO R PRI e R IRt HE,
miR-200b* .miR-622 Fll miR-1228*F 5401, H. 5%
FRENHK (brain natriuretic peptide, BNP) ZKFEAHSEY
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i , miR-423-5p Fl miR-133a 1 5 BNP, /&0 % Wi fig
SO FERE KT, 7E2E HF B, A miR-
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A ELE] miRNA 18 A4, 1Ak, miR-423-5p
FEARREIENZWT A DS I B SR A O v Y
miRNA A 5L AT 58 5 2002 AN A

TR miRNA 38 85 T % HE 3877 520 B9 3EA
Akat %5 i 3H , M HEF 85170 IR Bl ke BIR T
J& , THE B9 miR-1.miR-208a . miR-208b . miR-499 %
SRR, R0 T X 28 miRNA 1 R W0 L5
YA YIbR S AT B
1.7 miRNA 5 B3 bk & )=

Jiti 21 Jik 5 1% (pulmonary arterial hypertension,
PAH) 2 ZFvs BR300 LA /N sl ik af A e s L il 4
I A TR BRI A P A TR . il
K78 LA M2 (smooth muscle cells, SMCs) {3 PAH
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MRS ) = B B AR AL

WFFE KPR, — L4 Sk miRNA 78l 30 bk 55 1 %
AR EPREEER-. B, 768 Rk AT 5
A i s ik v i RB A A At 4L 2 P ISR 3 miR-145
A T AR miR - 145 W AT 5 S X PAH (O 371
miR-21 7E B4 E T 09 PAH /N BBl 38, 1 B
miR-21 A[JE AT O FEE KA PAH L, fEA
Jili 51 ik SMCs H %% 4% miR-193-3p A] 4171 i 40 e 385 5
MM IFAK miR-193-3p W] SMCs 3556 . miR-206
JRA] LLYE Y i 3 ik SMCs 38 58 A1 4346, miR-206 7]
AEHE 0] HIF- 1o/ Fhl-1 {5 58 2 7E 5445 510 PAH
HERAEA . EARESE R0 PAH SIIA R miR-
328 Fik N M, M miR-328 (1933 334 Al 2% i PAH JiF
AR, KR BE5 B0 R 5 R AR I 1 A2 AR LI
MiHalCAHISE ™ PAH (™ H A5 miR-204 11
TIEAHE . miR-204 AJ 3@ L 85 SHP2 B3k , G
Sre I AN NFAT 1M 2 35 SMCs 38 78 ; 3 32 410 il i
B lik SMCs " Sre / STAT3 A4 175 1k 1 T3 M 0 2 e i)
(DHEA)Xf PAH #4345 ™

2 miRNA 20 M E RIS B A TS 53 4 B A b

—A RAFI AR ST 1L 2 R e
WK | B R AR R S B R A AR S A
AP AEREAE PR miRNA A A 1 FIREOR

WITHTPTIA , miRNA 1E 8 AMIHF 28595 12 Wi fil
TJ 43 A 0 A b A W B A 0 0 R L AR
1M, miRNA J& & i BB bR 4, W LS 25 1
BNP %, M ANREMS I B 4518 . TP miRNA 78 HAt
O MR HR A T T AT . HlE , 5
B £ 12K miR-150 7KF- BB AIG 107 X BEAH ™5 4
TRk B B, [ % Mk By 8RR I 3% miR-21 Al
miR-150 K7 TR, BAEE AR G B2 75 ™ PAH
HBHIEIR miR-150 FEFF miR-26a AKCF TR, HTFRE
T TV g 7 T A B T A O o AP it
FEHRE M miR-134 K F B E T s miR-29a 78
NEJE AL UG B3 ek KT, TR RO LR &
MEF AT AR ™

SR, PEFE PR miRNA VR AR Wpbr sy i T i
PR Z 0T, AP A7 AE — BB [ AT Pk i . 40, miRNA &
WS A7 AE ), [ T — 220 R AL P 4 53 M miRNA
Hh V2 miRNA 418U i A A 22 , 2B W)~ D B IR
ANER A s miRNA 35 KK, BT REXE LA 24110 )5 %
VEBAG I A LML s miRNA F74E A2 5, HA2 31

il KR IS Sl A5 N Z BYSE R 45 I R IE W 1S %
YO R B ) R A SR PRI XE o DRI, 76 R miRNA R A
HREWDTFE BN AN R B miRNA A I E A T
RNGEE , LA RS e RIS E iR 75 267 7

3 miRNA B0 E&ERISITHH A &

H BT, A Y45 miRNA B )32 AR &
J % 1R P A 57 Canti-miRNA antisense  inhibi-
tor, AMO) FZ A, RV &3 i F HA AT DA AIK miRNA
K15 B miRNA 58 42 308 4 B A e A%
TR miRNA 236 7. BbAb, F5 5 PR £ X miRNA
H 2@ 2S00 T HE & 77 & ok, |
PEFRAE miRNA 7 47 2175 15 1) antagomirs , B 0] IR I
AN 9 miRNA , 5142 miRNA f4 5 % , DA 8 58
T

miRNA [ Z2 il 45 D) B2 778 45 miRNA 78 i
EPIRIT T I T2 N TR . RO LA
JHFE A T, 9T & B, miR-590-3p Fil miR-199a-3p
AT HE SR HT A /)N BRURR AR /I BRURE B8 IX 0o JUL 4 A e 1
B, $E7n miRNA ZEVR 0o LA AN A2 12600 LR 9 5
OIREMRE IV ERT T AERR BTV 5 ST R
PR, 7E R K23 ] miR-33a F1 miR-33b A] 3
N5 v %28 P8 A A 1 DL P e e o o I8 P R A
JIE [ ) T R, LA BH AN RSO0 ™, $i s L peg 41
il miR-33 7EJAY 7 = B INUIE 7 TRT A I FH R 5

PO IS AT, mi RN A A 565 2 I A 1 1z FH
38R A0 T 1036 B BE , A0 o] O UE 245 ) 1 8 1) A% 36 ok
GBI AR I AR A M 7 1) M A R [ 8 o
SEAMRYL . FE miRNA $8 ) 259 1 FH T R LARI, K
R sh Wi 5% A Xt N800 1710 3901 RIS 1 75
WE T HA R E A2 VA Rt — 2 AIE

4 RESRE

K5 B ESE miRNA 200 145 2R G0 i) O i
VT ENS 5EA LT A O M &G
AR IS Y, Q0P B2 AR O ULAR B - T LA B L B
LR YA DR 5 22 R0 I B 18 kAR kR
HArFHLEIA . TRABEIE miRNA 760 1045 955
H A FEXEF miRNA ZEBE 12 8 PPl TS AR YT
5 T8 ELAT AU R S AR, 7E miRNA A R0 I A
PRI 12 KT RN TS 434 A A 0 i 0 TR ) 9697 3R
W 2 HI, AP AE R AR AR 5835 A wvE e e PETE
A B = KRS I AR 36 25 ) AT, AT 5 0B A K
HIRAFARGIFF
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