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ot RNA 8 750 A EE A B 75 12 A BR AL A STt B

$am, AEE, k om, BAR, 4k e
(14 % BB ISP 1t W T 45310052, AT O IEOR (A B 2 TRBFSEh O, il T
45310033, W40 MG SIS MBI A 9505 i T 453100)

E: i RNA(miRNA) SR T N IPER (MR AR S RNA i 5 H FARfE fE RNA 2019 3" 3R 4 X
ST CEL A, 0T DR R T S B BB IR TR AR 3R 58 A B R T A AR R R R A . R e PR A Bl
WFFE R, miRNA A 0750 LA A AR A T2 A B 7 A, 2245 0 I sAR AR | S 0 g 8 114 2 P P A
FURI, S ] et 8008 A o JE TR , S0 520 ) oy 14 3 R R A 3 8 9 S8 5 o BT O 4 B T TR BT SR 88, S T O, AR
SO miRNA J8 7550 S A ) LA BRAL IS8 e EA T 20t , LAIDI Ry 3430 5 0 ) e i ) AR Wb i ) Bty 7 4

HEEB ST
K BRNADAEEN ;.0 158
FE 5K S R541

> F1732 58 (heart failure , HF ) J&£-25.0 I 48 95 5
(cardiovascular diseases, CVD) I [a] i fe & 45 5y, H
A B BRI A, S A i WA AE T
JELR 22—, BB I AR 1 A A ) — KRR o o
JIE R 2 HF f g BEAE BRA2 LA | BIFE HF & it f
U I A A LA AR (O LSS 8 B HE 4 i
() S5 J8 0 B A2 o U A T A0 A5 O I 25 4 TP
SHEAFREEACH E A PO BEAS EUF, O E
F—J5 iR 0 WLANRAE K T, 53— J7 T8 4 Ak
FE I S ICRRN T 2 A, O L4 B B 40 i A1 355 5 L
ik i, o0 T fig b ACEE B ) R B, A T EL
HE ey 1 iy s 300 00 M E ), w300 B B,
BRI PRB G HE FEAR HE S b3 0CHE, IT4Fk,
ZIFSE C ZAEW] K AR PR3 RNA (microRNA,
miRNA ) AJ il 2R 2 SR O RS R K0 T
IR IR A B B AR L AR, S8 TR, A SO miRNA
T JUE AR 1 P A PRAIL T B 5 g SR A T 2R
DU TR0 5 0 T B 1 A= Wb i ) SR YT R R
PR 50T
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BE BB ki % mH (4 %: LHGJ201920190468,
LHGJ20190471) ,
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1 miRNA

1.1 miRNA B A AW ZHE  miRNA 218
Z R EAR A S 7 h R BB E S 21 ~ 25 nt (1)
BFA o 4R 2K miRNA 23 i) RNA A
S AU HOE i RNA B4 I 55 st ik, e
ARG X AE RNA RA 0 1 5 VR T B8 Ak
—BR RS ) 9% miRNA ; H1 2% miRNA 7 41 i
B4 Drosha i U] #) BUHT /A miRNA; Fif{& miRNA j#
b Exportin-5 #F A 20 g %, BE J5 3 A i Dicer [,
TAR ¥ 456 8 19 (TAR RNA-binding protein,
TRBP) FiI Argonaute2 % [ ( argonaute protein 2,
Ago2) fif 21 i 19 RNA 5 5 08K & & & (RNA-in-
duced silencing complex, RISC) , Dicer iff 7K fift {ij {4
miRNA ) R 25 14 7 42 1 4> miRNA %K )5,
Ago2 Tily /K fift HC b iy 1 A% 8, B MR A
miRNA' e R miRNA S22k el %2 75 B
JF 0 lin4 F1 let-7 FEP, L & B miRNA JiZ A7 7F
TFLY Ll CRIEAR Y S AR Yh . WY Rh
AR TR SRR LAY miRNA W] LA FH AR ] A 05
TERCT Z e I B B VE R e B8 LA DK, A ]
TEFH AU 2

miRNA [ 4 P2 R ek 32 2RI 0 i B AR ST
ik S e A1 2Rk R ET . miRNA (Y
FE AN EEAAE AR 6] 5A i B B A PR ST 1, 32
HITEA Rl AR ) K B s F v, miRNA B A [H] 9 374
P, g A W 0 A Al ] P SR AR T T SRR AR
—8E miRNA (%) 35 52 i 8] & & 4 5 P, e AN Rl 21



5124

T ET , 4 R RNA A0 BEAY )T B A BRI IE S0k e

- 1201 -

2 NE R BB, miRNA (kK VA B #E 2%
S, X R ) 22 R E AR . —2E miRNA 3%
IS HA A 2R S % miRNA ()84 D fig
1.2 miRNA FJMERHLE  miRNA 5 FUN 4004 &
FBT, e E B RSP . B miRNA 5
HHAMELE G OSSR BE S5 1), BURBESE A FT I, o
1 55 RNA if5 3 () 5L TR 2 5 08 WGIE X R Y
RISC E &), & G Y6t it 58 (5 fff RNA
(messenger RNA, mRNA ) 4 5 ¥ 1) 5l i B 4D I X,
SEHE mRNA [ figp 5025 400 1) JHG 035, AT R 56 R
R R kP . miRNA 7] LL7E R 3¢5 4
BT RN RIE, A miRNA GEIE-F-17 i
A XN AE e LA — e HS, 3R
A~ mRNA 7] DAL 7 A 6] miRNA [ 244547
T B—A 52 24 ) miRNA-mRNA 5 AF M 2
PETT RAR A W2 VE . B miRNA J# i H %
ANHEEE R Y 24 AR W R AE S K TR S
S AT RE R A, — B IR R R a R
PR

1.3 miRNA 5 CVD miRNA 7EJRJG & A 1058 |
LA A B R T AR B AR A A A N e e A A 2 Rl
FRAE LR vh ke 3 H AR Y 7E A AR B O WL
a4n He m A e AT ST S | AR N I B
TR O RHES AL LA A AR 4 55 0 78 v R ¥R T A
APEFE S SR miRNA 2635 1] A S BOR R 1Y
CVD, ansef R B ok Pk Co e e IR O R 2
PECUBFE BB O EEREES il 20 ik e R B IR
Joa P UL A5 IF J iE LA B e AR 20 Jok R &1 i 3 ik e s 55
HF @ SCh—Film REE G AE , Je 4R 20 B O 9
fe LR RO R O AR AR e B M IR e (
ODHLSE O LR ) & — 88 CVD J& HF /Y% W%
PO KA FFEARIE , PR miRNA 325 M0 kS
¥4 IS F AL T RE £ A 1 5 44 T A 9 0 AL 4
NEJ T S 20 B A1 35 S e S O AR AR 44k, AT 2
5 HF fys st it

2 miRNA 2 5FTOEEH EEEN

2.1 miRNA 5.0UBX OB RES O UL
MBI | LA K FE IR O %
BFHTE E K S 46 % ( coarctation of aorta,
TAC) 2L ) RE B A5 /) BB B Hh ] 455 miR-217
(A, TEAAR P 7 8 7 A7 O IIUAIE DR/ B A 28 e ]
¥ miR-20b fFEik, 4558 &, miR-217 .miR-20b A
AT HIEE 10 5 YL 0K T B2 il A5k o 8 [

5 £L A ( phosphate and tension homology deleted on
chromsome ten, PTEN ) 750 JLAH I . 1% 2T 24 40 it F1 Y
B L ) 2% 38 R P B 1 B ((protein kinase
B, Akt) 3 %, 3 1 3G 0 LA MR, a5 .0 LA
45 47, O WUIE R AL g RaAs 02 . miR-1 3 i
HE 37 R T DX I A e R R 18 A D ) £ 0 2
F 4 mRNA [ HHE , 30 o 50 8 P 22 IR il T 14 45
PHEE FAE 5 O LA A= K R0 2 68 Y rh AX 3 5 T
T (e T, 4] Mef2a 1 Gatad (55 AR 14 5 PF 3%
IR OB s PR ), I 00 LA 1 2 K
Wi ARG R, SN B R 2 R R 3
WLARMIAE IR, miR-23a 3K B, HRIAZ 40 pl 2
F-WOE T AN A R BT A Gl LA A
PRIGIRAE [ 1 450470 WLAR I B K i 7 2
PlScr 4 7] D) 2= g H 5 miR-214 454, {# miR-214
B BLPR ) 2638 T U8, 2E TR 4% miR-214-Min2 51, 42 37F
Min 2 BER IS, e NI R ™

MiR-29 AJ LA EAZEXT LATE 4 38 i R i
Wnt/ B-catenin 5 5l , J1.ONUER, (1) BERES
LT 3B (glycogen synthase kinase 3B, GSK 3B ) :
GSK 3B nJ[#f# B-catenin, 7E/N AR N, GSK3B # §%
BRI R G Y SOA GBI, AT LR AP0 JE 5252 TAC
VS 00 JLAE J5E 5 (2) CTNNBL JE[A: CTNNBI
LA 4 5 1) 2 1 5 AE A8 BH 11 0% 1 B-catenin 5%
SRPRF T 40 14 56 DXL 7~ 94 B8 200 i 4 i DXL 74 LA
JH,CTNNBI JE Rk = 25 S ZOO ALK (3) HMG &
55 f0 ) A F ( HMG-box transcription factor 1,
HBP1) :HBP1 J2& T 4fl g 4 5i DX 5~/ 9bk L2 240 Jifo 44 i A
T S T R, BB bR O JILIE DR (4) pl20
Catenin ; p120 Catenin & —Ff 5228 1, GLIS2 &
SRR p120 Catenin 455 5 iip HBP1 L% 1Y
Bl ST DR, )R AT A Lo JUL B JEE

p53-miR-18-hsf2-IGF-IIR i 2 44 #h F 42 P .0 L
YA K Y O SR ik #e . FEILAE Bk &R 11 (an-
giotensin- I, Ang- I ) J138 438 A= R BRLCo JULAH At
WO 1 p53 FEFIREAS T I miR-18 [k, i 72
fih & T PR TE KT 2 (heat shock factor 2, HSF-2) {1
FARFNRE RAEAE KA 724K 1T (insulin-like growth
factor receptor, IGF-TIR ) 1755 140> L2410 i E@HEj([ZSJ o
Ang- I /miR-154-5p/ Arsb %l 2 0> I 5 98 114 5 Bt 2%
B, miR-154-5p (i RIAFEE S Ang- [ 195 AL
ARBLE , miR-154-5p 15 5% B B2 15 X5 7 ) mRNA
e 3 Al BAE ], B o- BRI B 193K
ik, 25 22 U5 AL PG p38/ Janus W/ 15 5
Il AR SR T DR B ) T I A R A
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SORE ST, BRI O LB K B 4R 52
2.2  miRNA 5L 4F 44t ( myocardial fibrosis,
MF)  MF ()5 20 B LA 200 W 40 B 7132 5t 25 1
BT R A O R 0 T 4 40 i ( cardiac fibro-
blasts , CFs ) (14 3k 4% 58 e G [va) JIL AU 2T 48 200 i 1) %
R e gt o UL 3 8 A (a-smooth muscle ac-
tin, a-SMA ) (3K , DA SRt ) sk 5 IR 30

W RN, TE TAC /N T SR 1] 4T miR-154
MIRZIR IS , AT A5 27 2 Ak i B S T i Dt T
TEHE 4 J8 45 A ¥ 2 ( matrix metalloproteinase 2,
MMP2) {4 2 ik, {8 B U0 B, MMP2 5= B 0 55
miR-154 %f Dickkopf #H 3¢ & [ 2 ( Dickkopf related
protein 2, DKK2 ) (48 [m] 4 7] [ 1% B-catenin B IK,
G Wnt {5538 % M CFs, $2 5 B-catenin, a-SMA |
JEE I T AR D Y 3k 7K -, 1G5 CFs 4 14 58 1T
MAEH " o AR B IR U LI /I BRI P
FEANAE T miR-146a i+ B 3R5A DL A 401/ R -1 AH
F % W 1 (interleukin-1 receptor associated kinase 1,
IRAKT) FlEIIRFE A 152 AR AR 5GP ¥ 6 (tumor nec-
rosis factor associated factor 6, TRAF6) Sy #0 /5 |, i i
JEATI %% K F kB (nuclear factor kappa B, NF-kB) B 1%
A B3R AT JEE AR A s i ) R 40 i 9 25 ot 2 11 KT
AT ME2

Ang- Il Filfs =4 A -8, (transforming growth
fuctor-B, , TGF-B, ) 7 5 S 1L 1 SR PSR 2 1. 5
WA , ] - VA PE S 54K 2 (actin alpha 2,
Acta-2) J7 B F A EE I 5L LR /N B, Ang- 11 AT i 35
BEATC WL A miR-1954 93k, E il o-SMA Fi
JIET 2 21 B 4 5314 25 13 -1 (fibroblast specific protein-
1, FSP-1) (335 ™ o D LS S 3k miR-1954
TR TOF-B, FSP-1 . Acta2 RIZEAFHILLE K
K-S 2 AEAL RS W 0 2R3k, e JIE CFs (1) 3R AL
el [FIAE, FELE Ang- [ SAR B 19 /)N RO L2
Jarp, miR-101a/b 1) 3k Z il , c-Fos/TGF-B, 15
A% Sl B M S 1E S B0 , O E CFs (13 56 1%
i

miR-29 ZZE T LA 2 Z2F0 mRNA, 4ty 2 5 21
AEAL RO HE 1 o, F 45 22 PRI £ 4 2 1 Ao 2R
Fo 7ERPERESE O NLR T 90 JILZE 20, miR-29 /Y
FIRACTUIAR, It | 2F 4 25 11 S s Pk 2 e 5
Z A AL ROV IG5 . miR-29 FE.OE CFs iy B
Tk AR R A =AY
2.3 miRNA 50UARAT LR AR A
B, FE TS O LA M D, O LT 4RI 5,
00 WEE A O LA L8 T 0 W R 0 A A AH
KA 2 FhAmMIAE T2 A

miR-223 YE MK BUAESE .0 LA 2 b il 36
i BT ADP-RZIE 45 85-1 (poly ADPribose
polymerase-1 , PARP-1) 7] 3 i3 Akt/ Wi 3h 4 & W05
% ( mammalian target of rapamycin, mTOR) &# {37
LN A B A7 B AR S SR UR T A A
miR-199a 7] i@ i #[7) GSK 38/mTOR & & Y55
%, SRV 55 H W AH e F K] 5 (autophagy related gene
5,ATGS) ik , miR-199a i 3Rk REME MO LA
ML s miR-19a-3p/19b-3p A 3@ 13 # 5] TGF-B
ZAM I mRNA, #1] TGF-B/Smad2 55 5% %, 4
A% Smad2 F1 Smad3 FYBERR A I7 20, R0 ]
BE CFs Fmg ™

miR-155 3@ 5 41 e R = S5 30 14 1 (suooressor
of cytokine signaling 1,SOCS1)/NF-kB 1§ 5 &40
PR ELLEAH A ] M1 B934k, A E 50 S, 175 5 P4 Jo
PRz 3, s CCAAT 1458 14545 25 11 (CCAAT en-
hancer binding protein, C/EBP) Fll caspase-12, Jjl1#.(»
JURESE 5 0 LR B Y 7= ] miR-153 AT 5%
M A% PR F- B2 AH DG B 7/ 1L 21 28 i A0 -1 £ 53
flp 2ot 2 A/ S FUS RS SR AN 0 , 2 r
SR JEUIR ZS Y Bl 8P, 177060 200 e A S A I, D
D et/ P S S RO LA P 2% . miR-23a
#m Fox O3a %t [A (forkhead box O3a, Fox 03a) 7]
PO WA T, T 98 miR-23a 0] 3 i ol i/ -3
5 A A AL SR 20 L R 1 5 5 2R 58 miR-23a ]
el 55 B TR JULISE 3-8/ Akt {553 B P, FEAIR Fox
03a PYBERR ALKV, 3] B 20 g bk 192 LR iy
ik I R A R S R AT T

O EPEAN - WA S MAMA B 4R T A FE miR-146a |
miR-181b I miR-126 7E N 1 £ Ff miRNA, H. rr
miR-181b7EE W40 b fhid 7 Hh 22 £ 2 3 miR-181b
1] T 2K 8 CS (protein kinase C§,PKCY) , H
W 2 Jf 1 PKCS 4 J5 & A6 o Ak e 8, it B X o
WA T ORI VR . A BEE R, TERESE. O LE
I 241 L 4 X 4 155 miR-21 (W7 SRk F |, REfg s/ 4
FELHZIPY CD68 [H 1 1) [ i 40 At 5 i, L I 448 i 1)
PR PR R A 78 SRy A8 52 1, DT R 2o JEE A
I A8 AR 8, 98D B O LA BRI 1, 9 0 LA BE
=

3 miRNA 25770 R ERIHEN

O WLAERFIE & SR DB 204 95% [ RE st b ( iy
o SR L1 95% o g D R 4 Ak R ) % BE e A )
60% ~90% FF Tl 125 g 107 B2 1) | Ak A2 i, 10% ~
40% A VR T8 AT HERERR o O ) R A, O Uk & A
ek 1 [ B P B AN R AR ek A, A 450 D BB
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AR A ZE TR AN M R 7 . O LR
VRARZ vh LABG W R B4k o Tt 70 Sy LA A W e e
ERI A E R

HE%EHAY A P miR-3E SRR 1 (malate
dehydrogenase 1,ME1) ZbFRZE 35 TAC F-AR Ay K E O
FIE I % 0, %R B UL i MEL ) 2 B o
LA R A B H R R i 22, FLRR AR R,
LA P SRR JEOIR A5 Bl 3, A 4 W 4R AL R 42
O UL 4 PR R T TR e /) RS 5
i, miR-146a A $ i 9855 — 006 W e AL BE B ML 54 B
il , BEEATR oo 136 — 192 O S0 T 52 5 0 ) 48 X I 4 4
VS A A A N . JEIE S miR-146a (1) 5 K%
e B IS AR BN, TR g8 6 1 /0N B O D i
PIREAERE IE Y

MiR-21-3p 7EH& Z2 A B 11 /)N By JIE v oy 308 g
] SH3 45 HyR A 11 2, S 20 LN M P 2k 1 i
PRAE M B3 s miR-181c ] HIE i) ] 45 410 5 % C
AL 1 9 mRNA , miR-181c job 3 ¢ 1K A fiff 48 b
ARV 2 53 J Ay , i — 20 S BN AR5 1 S A B
s, Zeokr fA B BEZE ALY s miR-199a I miR-
214 BRI IR A 1o 48 A A 1 B 0 T 32 S,
HF /)N B IULZ A Hh 2 A 1 i A 35 M 30 125 1 Ay
R A A ) 1A 7 160 22 ) 5 miR-210 A 41 i 397 1)
RN ke AR WS R N RA E N I BB AT )]
0 UL 200 B £ A O 1, 2 P 5 AR AL R T
HOC2 0o JLAH 0 420 A o7 0 e o 440l G 3 10 7
B miR-106 #LE0HI Zok KRG E 1 2 )5, O 0L
21 P R BT PRI Bl L s PR P S oA 3%
PSR B I, E T 37 5 0 JUL 40 AR 3 e A
miR-208a 3 i #0410 1) P BB R R TP RS il 1C A
FRE DT R 325 , T A O LR PR B 2 B 48 4L
KB

4 RZ

miRNA G ik A 2 2 8] 422 I 4 o i) 2241
WER Sy, 2 5 2 5% A5 515 . HAT, miRNA A
AR T 539932 W A P R s A A S
WU T B CVD #3697 . BEE X miRNA 76010
ERGP IR PIERTRA K miRNA 5.0 i 89
WIS fE I R AR &, BEAG 2 o X - fE I 73
JEBAGHENE: , BE 2 7t — 25 T R 12 B G 7 B8
TR PRI 0 #8525
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