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MicroRNAs 524 IIEE < R R R 3R

A5 B RUE, )k R TG B
(BB Bebt R EEBE e XA, b &SE 067000)

el : MicroRNAs; @t CNLEESE sV FIHLHE] s F)5
WS R 542242 SCHRbR & A

2k LU BE (acute myocardial infarction, AMI) j& R
BB IR ™ E I, H5 A LR S35 5 rT R L
TR R, BN AE T A6 7 s a7 7
2 (AnZe KRBk A NIETT ) IR A AMIRY i 5 45 2]
T HRAMURIHGAEEH B 2FERT002 T3 AR &L
fEHE , AMI TR Rt SG BBl iR R R R SE T R %
Pegiz ", PIRNA(microRNAs, miRNAs)ZE201H£190
BRI, miRNAs (R8T GE R A — 4Nk
Bt RS, miRNASTEAET LT 2R AN fn
AR A FE B D, AR 50 RS AN
ASCHFmMIRNAs STAMI R E B FR S S TR, Fy
SAIGRIGTT BT
1 miRNAs B9 ¥4

miRNAs fE19934F W Lee %S HRBaATLE h b 81,
CR—HETFIIESRIMRNA , HAC B H A 18-254MZ 1
Ji#, miRNAs PR RIERIER 5 K Z A FHBmRNA Y
RS SmRNA RSk, HATHFZERM, A4
miRNA 43 A IR 2 A mRNA #EF78#, Pk, miRNAs
SR R A L R 43 R 2% . miRNAs Rl 41
LTk, 558 5 JRT - S X e St e i
2 miRNAs 5AMI fJX &

miRNAs A[LABHBrmRNA {91 % % SmRNA [F%

* BIAAEE
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firg, M PR P AR, AMI S —heis DLAA) Lol 5 2
e, RIS, S 38 L FB R, —
BemiRNA ELHIEI AT DS S SAMI S A 91 5 SR
Fid 2, miRNAs o] DLl LAzt dey LA
R A S AT A A, Lo At T DA s L
A5 B P AN S AL A A 50 oOE R PR F I
miRNAs 1T, miRNAs W r] H TR Ok 4E 4 i
BeEAFEA LAY, miRNAs 25 TAMI RIEHIZA
FRBELLRR , BN LA A TRt
2.1 miRNAs & 5 Plse i, 8 =
KT 7E R A, LA R TR A A
CWUREBEIX BT A X, B8 AP LI B, Bk
SEFRGFFRERES [, B S Lo RERERS™ , miRNAs Xt
LA A B TR . Wu S5 5L R
{1 2 IR S S LR SR P B e e S 5 1R i miR -
10b-5p FEREFERISKIX FARWIBIFAE, FE/NELCILAE e
R rpist FhmiR-10b-5p, Al B R AR EI AR, B0
e, AT, FEMSME FKIEmiR-10b-5p, W HEHLER
S5 I L LA IR T, T S AR O R DG R R -
Pt A 255k 2R [R] R4 (phosphatase and tensin homolog, PTEN)
R %E, Hid FIEPTEN 299X s/, 05T
]I R B, B4R ) TR - 1a(hypoxia-
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inducible factor-1o, HIF-10t) R 22 5:8miR-10b-5p HFILRE
%, HIF-lo {55 8B 0T AT 2 #EPri-miR-10b FimiR-10b-
Sp ik, MHIPTEN %5,  Guo ZMRFFE &I, miR-
155 FELIUEESE N CIEFII AL (H,0,)15 BT K
BLOE LI AT, FEHO, FVERIT ]
AMO-155(5 SANHIFISEM SR HRR) DTERmiIR-155 7]
BB S AN T, D AT, I Fad i A s B
ST FRIEImMIR-155 RIRER QKL {55 @il ZAFEIER .
Song % i Lo LR AE/ N ERCE X A 56 5 BrmiR-21
HIARRA I ET e R IR, W] AR AR IR T, B s L
hfie, HAEARS MBI ARSI T miR-21 B IR
PEANIBET - B 4R RBIHR AT, HAESR
B, miR-200a ££/MCIILEEZE ] X FIH,O, ALPEL LA
N ik B, TRt RmiR-200a AT J8 D IRT- 4T ik
BAS T AR R A RIE ., WGBSR, miR-
200a L) 5fhé & (fused in sarcoma, Fus)mRNA 193’
X (3-UTR)E5 & . Fus fEAMI /NEUBEEIFIHLO, ALBRFY
LIVLZm b 2635 T, miR-200a HScs f i ez LU LR
Fus FJ#3%, Yan ZP %3, miR-762 fESAEACFN B3 |
VA, RIEEmMIR-762 B AT IR IR AR AL B 5 [RE2 i) Lo
A PUIRIER A = BERRKT TIRE  1 P48 (reactive oxygen
species,ROS) /K ET | b 5 A ART B PEREAR AN A
T ZHIBET RN, miR-762 W3R FIR B EREAL T T
NADH i ifF5:2 (NADH dehydrogenase subunit 2, ND2)iJ
RAZKE, T IEPEND2 ORI E R T 40T, h
BRI UL, miR-762 i b RS A1 HAZ LA B EEND2
25T bk shRe LA TR,
22 miRNAs & 5S¢t 44t

AMI ZSECLIA L ER I il SRR LN
FRFISET, BRI R AL B R,
MimiRNAs & CWLEF4EAb R YR Wang Z51%
B, AMI J5 528 RIEAEINZK X miR-29b KRB FEAL, it
Hb, LI ZIHmIR-29b o %35 7] 2 G DL RESZ i,
AR AR, T 1 B al (collagen type I alpha 1,
COLIAL) FrEE MUILEN % I (0-smooth muscle actin,o—SMA)
Wk, BRI FREHR S B RS IHIESE T miR-29b 5
SH2B #5438 [13(SH2B Adaptor Protein 3, SH2B3)45 &
%, Ak, SH2B3 ILREMIRFECOLIAL Flo-SMA KA,
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YHIAPIZEREL (follistatin like protein 1, FstllPR4CoLEHNE %
S22 HRER MR , (S AMI, Fstll f2miR-9-5p U ELH:
B AEBREEOR B O ILARR(HLC) A i ¢ miR-9-5p #%
P2 ELLILEARSET : FLER I E MR  ROS RS FI
PR, KR BUE T miR-9-5p 2 LIILAMIEERAE
A5 5T , miR-9-5p I w] BHL 1L Lo R 3" Zhou 25
B, miR-221 IR a-SMA ik B Ar Ffe i &
AL AT AE AR EE , & T DA R R ULk AF 4
SR AT TG , RIRHE] SRS TR A R L
EEF4EAL . miR-143-3p WM SAMI J5 LILEF4E4L %
YIRS, NTE P R ARBLLIURRAR , FE AL SE
FEAS IR BELX RS N F] miR-143-3p ACT-HTHE , HafE—2ss
B ZRW], miR-143-3p WL M52 K 2 P RT3 ke At B
Ti#P38 . ERK FHINK @& ) BAE I L 4EAL, JTER miR-
143-3p WA AT DAGRARCANUAE SER R N ST 4 AL
miR-143-3p I FIRFEHEN LUK LA 2 54958 . IEF%
ARSI T BB R, Yuan 2R3, miR 590 3p
S TR N OO 2T 4 40 i ) 20 B 58 e #% , S 35 P
fit 7o SMA . CollAl,Col3A fJmRNA Fi& [ F kK F,
#Ah, miR 590 3p R A BMME &4 G HEEA
1(Zinc Finger E-Box-Binding Homeobox 1, ZEB1)fJ3'UTR, #
BOEHIZEBL HIBHPE, i T-HEZEB1 HFE A R4
W5 TR ME, LIS o SMA  CollAl, Col3A mRNA FiZ [
IR , TR O A AL 4R ) AR 458 7L T2
R A B, AEHT A/, DR P miR -128 1k 3%
B ARE DL B AL IIRE , TimiR-128 G Wi
IR o R 7RI ZESTEL2 [RIE454MH] PR f~(suppressor
of zeste 12, SUZI2)HYFKIIARLER: AR 5 LU LARARAA E5E
SUZ12 H00llp27 (2 e F& 300 2 1 A ek it 7 ) s
S AT R SO R - R B0 2R A E A i R 0 A
2, A, miR-128 BRI IEE T R AR CIL
S AR AR P R E , NIRRT SR 4Rk, s 1
AMI LI RERERG,
23 miRNAs & 5874 & F 4 &

AMI X REAR BIBREIEIAE B R , S B0 SEIX
I E RTINS M. AMI JGRIASEE S R—
SRR I A S T , A FEID S X JF0ss , SEA IR BERY
AL, S A T AMI JE A6 LU I i Ak
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HEEREE, Li Z"RI, miR-185-5p fFEAMI MK
i R, miR-185-5p BHUATERGE S FHEIm41 8%
K AR 2R FAERIE B, imiR-185-5p I
HFIMIRA R, F0ImiR-185-5p [FEik r] DA 2597 ifn 3 A=
B, e DIRER IR . ANBETER IR TT AR ThEE
G 8 VAT BV B 193 = B B N O S S I SR 0
LEAR T ok A g BE AL A CIIE I NS AR (IE A& ,NEXO)
ok 1 2 5B LT SN (e SRS MIL IR  FEXO) IR TT 2L
L R IINEXO RIRAMI Ji5 2R B, TFEXO AN
AMI, HBUX AR 3= Z R PR PR M A HhmiR -21-
5p HIE, miR-21-5p i i PTEN/Ake 3 # (i ik ifi 4 He i
CWLAIAFS , T RSN IR A S DEE & . FEXO
HmiR-21-5p & &, IEAMI, miR-322 fEAMI [#)4hik
RiGTT bt A E BB, Youn Z5P BB, miR-322 f)—
ANEHRFERE S R CULLIN2(CULY), B fa ] JAHEHIF- 1o, ()%
ik, MCUL2 My ZIARAR 2 B IHIF- 1o (A, Itk ifn
B, LA/ NIV E S FkmiR -322 LI
AR JES M R DR B R Ve . 0055 Lo
AR — IR 7 R S N IR DA (endogenous
cardiomyocyte, CM) A0 EHEHTHEA . WF5ERWI™, miR-
210 fit TR E e HECM s W45 | AR AR R 45 2 ik,
A RO/ LD f5 B DRI RE . ATFFEA R
B Wt A% 571 1 (proto-oncogene int-1 homolog, Wnt1) +&
miR-326-5p M ELHEHEAR , H.IN BAH AN (endothelial progenitor
cells, EPCs) HWntl [ FiA7KF-5miR-326-5p ()75 5 Gt
%, miR-326-5p 1 FIBAMHPHEIWNLL SHEE HPRITER, B
B EHEBREPCs 1 & R AES o
24 miRNAs & 5 X Jz & B

AMI 2 BB AR G52 S T, SECR AEAR AL
SN, BPZ/ R A  Thk E AT S5E AEE 1 B RS B s
SAEPF25 5 AR L3 B ), 45 LIRS A T 45
B, WY, BT SR LR A A% 1 (apoptosis-
inducing factor 1, AIFM1)id %5, fE SRR 4 e A
F1B. IR ERSE R F-ofnZii A A R ORI , TimiR-
145-5p ffixe AAIFMI1 H§EFR, miR-154-5p BYFHE T LA
HIRIATFML [2R3K , AT 0 AMI B Co LAY S AE R
i, miR-26b AT PRI RTFI T o SR A A B B 230
MAPK i , M T hd COUAE BB/ N R SR8 R 7, B35

«H8
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WL, SARZERBIY, miR-1278 it /222
Fiiexc ALPR-FHECHAR- 1415 LR it CAULARY) 585
1 R IR miR-1287 AT PAuk Lo LA A I8 TR 9 RE R v
Chu ZF* BB, 1 S AR S5 850G 52 Py (peroxisome
proliferator-activated receptory, PPAR-y) R] i L #IHiINF«B /5
) SIEFNEERS A R /-SRI AT LR I PR
TER, CLESAR R R & BRI, imiR-130 M RE
FREAREAA FHTHIC2 RAEIF 4R IR,
WL FIPPAR -y F5 TR LA RS A )
M%., HWIEFEM, gasdermin D(GSDMD){EERE M) LLE
P Ay 55, GSDMD LR nI R BERRAES S LI LA
FETANE IREAR, AH DL FURRIR B RO N . ROS 774
BEIANEET . Yoe ZPEE SO ZRENE KW ,GSDMD J&
miR-182-5p LR, AP, SRR IR IMIR-182-5p #E &
B/ PGSDMD AR AR TR AS SR RAE , HLA%
HrmiR-182-5p HylR]FE 4Nt LS bR e T Lotk
WD T DNUESE, A R SAE R AR T D,
3 RE

P X SesHm 2, miRNAs fEAMI #8&FhA: B fn
SRR R I A AR . miRNAs AMURBRAER A
PR, C AR CLATRZET bl JAE | ek i 55
He e 38 AMI J DES 5 T R FEE O, I, &
ST ERII R G TR RIS 4EFR . (HRR B2,
HRR A T R B IR IS 2950 , I HmiRNAs 1E
I AR 555 e rr i o T AE S PR TS i i B Rk k. Bl : (1)
2 miRNAs o GREEA P RIVE T, ik A8 2 Fii
miRNAs il miRNAs Uy rl b 2 e 9728, (HR XA
YR 77 B v] e ity BIAE FH a3 o) B HoAth 25058
AN AT B , I H 2 IR PR OT & R i o7 e
RS Z4tt,  (2) miIRNAs FIFRIBAINR R Atz 41
SR E T U, 2% R B A AN AR Fn 4L 4L A F
SN, PRI, miRNAs % AMI OGP I RE R BLE o 5 2
FEALRIR G 7 LA TROIE S8, QYA A ImiRNAs *}
AMI BEFTIGTT , WAl FFmiRNAs Pk e Ze4s B0
PEE AR H AT R RO RO R, @i H R
miRNAs (&7 RIS R EER G , ANBIAE & S Al
KERIPHBRT A AMI 167 T B AR K77, (0
HR ALY BOE B L KR 580 A TUIE
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INLEMRRERRE A HERRAAIRIS AR AR FEIRR 15

EXE,T

(BB B — B R BLILEERel 5 R, L BOoeH] 241000)
JEBl: /LRSI s W SEAR P s LB Tl 8 P LT 5 %5

hEs S R7269 SCHkbRGRS . A

B SE e T — PR A B WAE L 50 B RSB B
KA Foa] AR B 2 BB UG , L, 42 mxt i
SEHFAIATUR T A R,

1 ImAREE

BAET 4% HAEL dFRAE®RS . &8,
TE IR B B e o I B : AR 12.2¢10°/L, v 44
H361.7%., SZRAMAERB A MBI, IR ISW A THAL
AR, PHURSIGRIT O A I 2d Ji R KR EE /2
M e ia X (B 1d 0L, &R BILSRM, B, A2
TN BH AT B SE AL , DML B X S B — Bl o L9, Jmyiils
BERREL, Hei (+) , BML A TG . SR : A2 M
DX R RN RE , P LSRR I 7, oA DLW A i e 5, 22
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BHPEAAR B IEH S I, A8 BWT : (1) % & A MG R i
AR, 20 DR 52 K BRI 5 R s (2) BRI . i
FeMIRE TR AR A , A rpm] WLXURIHR 2818, 7 Mg e
DX R B — A S K R S0, 2 P S, ) DL v 6 i i
et , AT + A BRER K IR, S AL e I B AR Ak
SR IBEEGAT e ML 52 AL DIBR A + 2 MRS & DIk
A+ XSRS AL EEFL + XTI LB E AR, ARG
PREAS £ FOR < A2 00 S LA a1 )5 Y S8 i, 5% o 2
Pk, FeiiL,
2 itig
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