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[ ABSTRACT]
vascular diseases worldwide.
of the disease.

and provide directions for AMI treatment.

AMI, its effect on AMI and its related molecular mechanisms.
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B SEINT—RE ARG AS RNA o ml LAJE S5 3L
281k, miRNA Z—F /N E g% RNA, H 1993
AERE Lee MZR HUMR P & 81 LK, HLA AT 5% 1A BAAH 2k
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H, miR-208 ik &M JCH AR 1K ; Xue 2561 AUBFSE
KB, S59E AMI B3 AH HE, AMI B I B miR-
26a-1 .miR-146a Fll miR-199a-1 kK % i,
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kB {550 IS5 T 41 MIH T AH G D A0 % S 4
BHUAR %A TR A, miR-24 7] L 3] NF-xB/ TNF-
o ISR ARG D LA B B> e
/NERIR A5 R R AT A miR-142-3p [545 [H
F RUNXI A5, I T 18 miR-142-3p A% 7K
IEAh , miR-142-3p 38 AT LA A7 [m] 8 45 £ e 32 & D2
( dopamine receptors D2, DRD2) B3 &, DRD2 1E Ky
— P46 D1, AT LA NF-xB A9 85 B2 AL, M T sk
DR F TNF-o A1 1L-6 R 7= 42, T IR,
miR-208a il Notch/NF-«B {5 5 18 # 78 0 L 41 il 119
g vE s op B EEAEH , miR-208a 18 i3 BLIZHE )
Yo iR el DNA 45685 1 9 ( chromodomain he-
licase DNA binding protein 9, CHD9) f* 3’ UTR fi¢ #t
Notch/NF-kB 1553 [ (4 380G , 2 25 IR i & 48 i
CHDY 13k 2 35 0 ] LU# R i miR-208a #5401 54 e
R TR, 4 I miR-208a 7] LI #F TR AY#EFE, A5
WK IR RIS W A= Wbn i, 31 T s I FE
IO R I ASE T B3R YT HE A 0
3.2 miRNA B s EOMMAMIIEERT AMI 50 BE
BHRIPEAR

AMI AR 5 A B O I 45 = 10 A 3 2 ) A
O LR GRS WU, B miRNA 3 38 22 F
s R B O LA B U T AR 0 o A 2 AR D
i1 Al =N 1 (1S O AR Y s g S O
AMI 2 00 LA B AL JE 40 208 B4 548 1, ik
H AMI BE GRS

Wang RF5E A BA 38 3 3647 RT-qPCR 525
K, miR-155 TE/NEL AMI Ji (.0 JJE 20 4 b e ik i
W EW L S miR-155 (MR RE i 45 il /1N R
LT A2 M 0 A K A T AT A 20 48 0, N T
AMI Ji U HE A 24 09 XU 5 1 it 2 miR-155 3R 3K A9 /)N
B, AMIL 00 I 1 284 178 JRU Sz DU B g8 PR AR, PRY b o 2>
miR-155 FEAAR N B 2638 AT LA 50 D M B2 3]0
RGP VE T, Zha B9 8FF 55 A 004G 0 %) miR-
133a-3p 76 AMI f8 5 3R 58 b 25 18 | HO o A 3
Akt {5 538 B PR A 07 A B T A R T s 2T 2
A T AR A Bt ot o JUE () T B8 X AMT LA LR34
A s Fan 265030 i A6 K BROAP ST AMT B 4S9
FEEKE miRNA-210 3480 700 5% g i A K BRUIR Y, (8
miRNA-210 AYFRIA T E IR, [R] kA I 2] K B4 P9
A4 A F (hepatocyte growth factor, HGF) f#) 3%
TR BN, 1 B AR I R BRLC I T RE 4 AR RT DLk
B, miR-210 Ayt 23k HoA 4 F i 8 A= s /E T, K
FUACoNE D REAS BIVK 52, 7 7E 00 0 JIE WS 45 5 T e
R T (9 1 R 285 J0 5 76 NS 200 M R/ B AMIT A 7Y

Ff L P A B AP 2 Y (extracellular vesicle, EV)
B FEAER 1 AC JL 0 i 0 i AR [ ek B S A 1
AMI /G LA AESE TR, T 406 miR-21 DU ] 3k
5510038 EV X0 Co LA A8 1 B R 4P ROR (7R
AMI /NG IE miR-21 KA, ML EV K3k
T &), PDCD4 & miR-21 1E F A4 #8358 B, 4170 5
PDCD4 £ B T* miR-21 FUMLIE EV 760 LA Y
PUATAER], 7 miRNA fRIFUDIEIRESR M 1 258
S miRNA A A BHURR, 7 R 45 s i R PR
FEVE F A, A% S Bl 100 v b i W R s 53— O T,
miRNA AN 250 IR I AH S T8 8%, T2 s M) A
RN A, DR TR B g B 2 A VR T I o 23 B2 i
FAASE, 38 A R, PRI SR T 3R W 4 K pL
TR miRNA RS AL 28 2 SR80 F, ARSIk
L G NI R AR R/ N R e R/ E L IS 1
TREHSE I miRNA %1 28 0 40 i 4% B 2 AR
AP R RR-R I 2RI R Y (poly lactic-co-
glycolic acid, PLGA ) 44K JUk; G808 R 1% 1% miR-
124-3p ERFLLAUESERE AL, 1180 LA U5 8 i
JE4% PTEN/PI3K/ Akt {55 8 %I 15 A AL R A
PRAC L ZURE G457 5 miR-133 7.0 WU A: I
OMERR S HE 45 0 T BEVK 55 J7 1] K 4 4 TR AR AT
FH % AMI (R B B 07 i ek - 1
FIR- KA R — K ( Arg-Gly-Asp, RGD ) & /i 1) B
L FE-REFLR YK AL ( Arg-Gly-Asp-polyethylene gly-
col-polylactic acid, RGD-PEG-PLA ) #% 1 i 1% miR-
133 AT O I RERL 7, 98/ O TUREZE TR, 40 40
JULER B T SRE SR AR A LI, % JEE RS 81 7
YEFE, HHLHI T HE S miR-133 #8 fi) P DB B R Y
K- 2 Al DG T2 3/ AMP A (1) 2 R [ (silent
mating type information regulation2 homolog3/adenosine
5'-monophosphate ( AMP )-activated protein kinase,
SIRT3/AMPK i@ A7 52, AMA Clq/ RE R SEAH
X7 A 9 (Clq/TNF-related protein-9, CTRP9 ) 43 #
UESZ AT DL ik 98 /0 98 A 45147 2T i Ak | S A 1 R
PR TS5 A5 A5 P 470 UL A0 L, AT X6 I RS 381 £ 47
PR,

4 INEERE

JLE HED T miRNA 5 AMI 845 ¢ R a5t
Cagte TR 2 (H2 % miRNA 7216 R EAE A
AMI A=Whs a4 3z I AT5 8K 1T I 17 22 )
(1) miRNA B TAA7E ML A%, L /E T g3z,
FEIG R LR & H TR RGP A AR R EL, (2)
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