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The occurrence of ischemic heart disease (ISH) is a multi-step chain process from a variety of potential
Using exosomes as a therapeutic target of ISH has become a hot spot in basic
and clinical research. A large number of evidences show that exosomes are involved in the evolution of IHD to a great ex-
tent, including endothelial dysfunction, lipid deposition, atherosclerotic plaque formation and rupture, myocardial
ischemia-reperfusion injury and heart failure.  This review will systematically describe the related roles and mechanisms of

various exosomes and their active molecules miRNAs in various stages of IHD development, and also reveal the potential

and challenges of exosome miRNAs as therapeutic targets, hoping to provide support for future research.
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Figure 1. Mechanism of exosome miRNA in the development of IHD
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B : miR-98 .miR-34 .miR-20 ,miR-195 Z:13:474)
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I FE P RABSA | Bec-Linl 4140 ILZ0 A A W ik —



CN 43-1262/R " [E s fikalifb 44 it 2021 4F55 29 %55 2 # 175

ARG W], miR-101 4¢ S PR 61 500 AT 375 S0 L4
L e A L R AR . A ) BT T A4 A U
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2.4.1 #hsbAk miRNA f2 8L B3 P 649 V8 A ALkl
Sl PR S A R AR O 2 (RS SR
TGRS , NI A A 47 , ixX R4 AP Bk 22 it
ALY D ARG, SURR SR .

Chen 454 53 S 300 BIEREL 40 M 51 &1 006 A B
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KW F M miR-214 miR-145 7] $ 1 45
T Na'-Ca® B5i2 (R , 38 1 T I F 37 431 45 1 22 4K 61
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JE 3 64 AVE A AL O JIL2 i 4 25 Bl AR S 3K
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%% (renin-angiotensin system , RAS) %) 18 P4 16 S 2
M E 5K E 11 (angiotensin 11 , Ang I ) A /= 34111,
X0 % A VR R o 9 7= A O R IR AE L A 5T
R FEba R, Ang I O BE N2 2E T B0 27 4 41 g
TR A B ik, — T A LR R E ok
RIE MEEIKE 1 24k Ang 1 ZIRMFRIK, T
O WL A b i A8 55 9K R L e il 2 YRk AT
WL MERE 5 55— 7 T, O WL BT 46 200 Bfd 51 b
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8 5 P L - 3-S5 it 20 46 1 22 S8 TG Ak 2R 1 3k o
PEAS RAS B3R, T4 O Lan i Al K, A
5T W1 Ang 1175 S 5900 I BT 4 40 it 052 &1 il
miR-21 i i 50 [ 412 #F Sorbin-SH3 4545 2 4 2 1
PDZ-LIM &5k 3k 85 1 5 19 %3k, 4 10 JUL 40 B e
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IR, O JUEAEL 44t B U4 S0 A e LT 4 43 F miR-133a
ISP Caspase-9 T Uk 4% 00 ILEF 2 £k K20 LA
JAE A BB TG 2t THD 4 )5 .0 % B MO S
IR IIE
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P St A7 530 %, 1 20 P B A I A A et R
O IE AR, R 22, 3] miR-132 (93235 0 £330 i i
BB Youn %51 IS 2 WL WEAHL 41 M R 2 S 1
& miR-322 #3401 NADPH A Ak 2 174 (35 P
ST PR A A It A R A

BEAb, B I DR 9 8 5 3500 IR A S 9 2R OR
B R RE A, B KT 20 R %
SO UL AR FR 40 I 35 A4 B B4 A0 6 A 3 3R 48 IE Y N3
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A5 5 A AR A1 I A G ELA B ) miR-320 AR
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A AT (miR-126 38 i S0 2P A OCEE 1 B
FERRIE R A N T T A2 LA AR R D) | OF
TN B AR P R IR T 20,

3 BEERE

Y24 2R 1k AN B2 W FE 7 Y 01 52 3 ik
FEZ () G R R AR SRR AE F THD 458, 72X K dt
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i B W20 B A B A RE PRI, T W 200 L 05 12 47 i A
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WA RRIBOE AR, AT 5 0, B TR
TARRRRE ] MR miRNA FEARSM IR —
RN /Ny k=R N S B A EIE e
H——EXPLORs (3 £ 52 0] 386 () & [ -8 1
AHEAE R 3 B 1 T ) SN IR )t e A Ak kb o FH
PR R T AR S Rk T

SRIT, T AR D DA 78 41 1] 15 5 7 AL
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97N = e A7 A= R B O S e A 1
(1) [FFR &M A miRNA 3 52 Z2 ¥ 5 0 45 THD AR
[l VR FHAIL M A2 4%, 25 6 R0OR 52 A [A] 722 1 52 1)
K (2) BB JA 4% H RSN IAA miRNA /) FBOAR S
Ko, Ja45 HARIMMA miRNA f4 [ I a] R 52 i oA
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