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[ Abstract] Coronary microembolization ( CME ) occurs in patients with acute coronary syndrome and is primarily caused by
atherosclerotic plaque rupture associated with surgery. CME can lead to arrhythmias,reduced coronary blood flow reserve,and cardiac systolic
dysfunction. The clinical efficacies of conventional coronary artery dilation, antiplatelet agents, and direct thrombus aspiration after CME are
not satisfactory. Studies have found that microRNA ( miRNA ) specifically binds to the 3’ -UTR of inflammatory response, apoptosis, and
autophagy-related messenger RNA | and ultimately affect the prognosis of CME. In-depth studies of the role of miRNA in the occurrence and

development of CME can not only further understand the mechanism of poor prognosis after CME , but also help to find new targets for its drug

treatment.
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56 R Bl Bk f% % 2 ( coronary microembolization,,
CME) 2 Jk H T 248 B AR B kA A6 97 B8], 7 i
T4 5 | 0 ity G P A 2 R0 ULAORE A8 o AR 4l AS [ 119
VERE i S RO PEAL I 8], CME 75 28 12 5 IR 3l ik A
AR TR %%y 5% ~70%"" . CME 5151
“TCHRA” BRI IR AT K £E A AE (acute
coronary syndrome, ACS) 3 AN [ FlJ5 {9 2l ~7. 13 0]
¥, B R E IR ST FERSCRA R, FE 73 7402
SRR M P, A5 BF 5T AR SE CME A {3 i 9 3
BHLZE | 1M 45 Ui 4 175 5.0 LA 495, f RNA (microRNA,
miRNA) 5 CME i 5 #F e % VI AH G, £k IR AE [
IO IR T R W = THT P 38 miRNA X CME J5.0 1L
AR TS, A IRE G CME J5.0 D) BERE i F 41t
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BT ST T )
1 miRNA K7 CME J53RiEH80A

miRNA J& —J8R/N A 21 ~ 23 nt [ BA4% I 2 15
RNA B E 20l it 5 HAr kA 37 -UTR 58 4 5870
BRI, 520 {5 {ff RNA ( messenger RNA , mRNA) [
BRI, S R L R A . 3 miRNA JE plat
PR IRSY: (1) RNA A0 I 5 5P MR A 223045
) 4 7% RNA (pri-miRNA) 5 (2) RNA 55 i 11 %!
R N U1 Drosha D)%) pri-miRNA 1) 25 3R 4544 A= 1
HiATL RNA (pre-miRNA) ; (3) fii th 85 11 5 %% 3z 41 g
N pre-miRNA #E A4 575 (4) pre-miRNA 4 RNA
R4 wE I A5 4% R N U) B Dicer Y) FIJE 5L X HE
miRNA, XU miRNA 76 5 B & B4/ 0 F s A
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Argonaute ( Ago) 1, & A b — 25 B 6, A
miRNA 5 Ago JE J§ RNA i 3 L3 & & ¥ ( RNA-
induced silencing complex, RISC) [&f# H #r mRNA, %
A~ miRNA [ Z R, — A BEPI AT LASZ B 24
miRNA JE#5  JE U A PR I 2% . HAT 7] — miRNA
550 ) mRNA 0] LASE 4RSS 5 miRNA f W Je i
(miRNA response element, MRE ) 3 i ] 5 51 L R %% 5%
FIk XA E A ] MRE ) mRNA § 05 8 56 41
75 RNA ( completing endogenous RNA,ceRNA) , ceRNA
UUBRET, miRNA 8 o 254 H b5 RNA (%) RISC B fig 42
mRNA, A1 ceRNA | 3 i, i i 45 & miRNA ()
MRE {8 mRNA JK-F-T15 . ceRNA 38445 H AT [7]
MRE [ H At 5% 5 97, a4 5% 9F % % RNA (long non-
coding RNA, IncRNA ) | {5 3 [K 5% 5 A< L) K 36k RNA
L Pk, P miRNA AT 7E LT 5F A
FEAFE. TEFIEOLT R i miRNA LEC LA e 3R
K ONUEFE NS , miRNA - O U ISR I8 T B, T
SPETERS miRNA ZKF-THE . miRNA SRR CIEICER 2
RERFA /Lo IUREZE Lo VIR |3t A M0 L 25 22 o 1
EPRP RAEEMMEA . UHEX T ACS B4,
FEFS miRNA G /NG P T miRNA 4548 H s
EEPEY 532 RNA BERE AR X SeF 95 45 SRR,
miRNA 7] DIVES ACS 12 W7 S IBS 7 TR TR A

miRNA B /E Ry 2 5.0 M58 R G0 A B LA A
JEE R R Z 228 . ERA WFFIESE miRNA
16 CME J5 .0 UL £ b A & 4% = 24 AT, 2017 4§,
Su % FELL R CME S (.0 ILAL U R AT 11 7
miRNA 22 2P 5 8, H i ssc-miR-136 Fl ssc-miR-
142-3p F IR FEAIL, ssc-miR-874 | ssc-miR-370 , ssc-miR-
425-3p 559 FhRIRI N, BEE HE— L IRANIGE, A
Z R IK L 1) miRNA 75 CME £ B rp % 3], 3x 4
miRNA F#EEE DR 32 5 40 i i T S |« A Wk S 21 4k
fEAESE 78 CME & 45 %5 T EAE . Ak, Xue
N B AH A AT 5 miRNA Y7 CME, miR-132 41
Tl A O LR A 1270 ) s, C A T
RIS, X278 miRNA 3R Al 4k CME B 7E 1
g Gy
2 miRNA xf CME (0 JlLI5 {7 B9 5 AL 8 55
2.1 miRNA 7 CME FRER N PRIER

RAES 2 CME J5.0 U5 i S HL ], CME
5 RS Y SRR 2527 U8 IR BB, o P R AE A
A, EE B AN AR T A FEMORL AR TR I 4 B2
FRAL, BEM PR EREFEE ], 4R DI RE R I AR W 5
APEBRIANTTAC , 3 5.0 LA AE 5 1O WU 45 ) e B
A, CME J5 B0 AL ] Bl g 240 i A0 v P ks 248 it

11 B 88 SR AE [ T~ (tumor necrosis factor, TNF) |
FIA 4 3R (interleukin, TL) S5 R AEA BT, /i 316 PER
T e A A BT O WL A MR T RE L B L
JREFYE Al RAEE S ImBE LA TNF Sy rhuts i i e —
FALE S TE CME J5.0 WU ik g rh AR &
SR BHRES G E S & @R E R 5
R (45 M 181 5% 1K 3 (nucleotide-binding domain
leucine-rich repeat and pyrin domain-containing receptor 3,
NLRP3 ) £ 8 0 J -5 355 0 45 4 T AR DG B AR 2
[ [ ( apoptosis-associated speck-like protein containing a
CARD , ASC) FIRL N 5 e K 2 1 il ( caspase ) A TE
25 Mt NLRP3 485E/MA, NLRP3 %8 F A 45 =445
IR - K (145 #38 (pyrin domain, PYD) , 5 ASC 4%
B D R R R 455 I SR RALZE M 3 (a central
nucleotide
NACHT) , B I 1 = #; 8 ( adenosine triphosphate,
ATP) BE TE P S R B IIRE s RAEER I | & e AR R
J# %1 (leucine rich repeat, LRR) 4% #35, 1 ] NACHT
et —MORZET , SAE/MATE LRR 254 M1 T
SRV o AT R FELR R , NLRP3 S8 HE/MA
HH TGP caspase DI IL Az eG4 1L-18 A0 IL-18, 5]
EARAE . RN PIE] gasdermin D (GSDMD) #Y N i, i
AR, 5 R AT,

UTHA miRNA Gl b 815 R 5 5l B G CME J5
O IR R PF A — S fR (anf&l 1) o FEZ LR
B CME DB 55, Cai 4611 3 — 253 ik 43 5 K
Bl O LA L 49 )i 22 B (lipopolysaccharide , LPS ) 75 3
MM AR T, 0 5 SR 5 W B SN ( quantitative PCR,
qPCR)) | FFEK 4 922 W% BRF 53 A I8 Jist e 40 55 5 vk WL 4% 3
CME 44 J¢ LPS 2 K B0 LA 21 miR-136-5p T i, 1
TNF IL-6 L85 2 1 T B3, 175 338 miR-136-5p I3
R0 L0 B A AE S 20 B A T o I SR A
JH PRGN 5 A IF 52 miR-136-5p 3 38 # [7] ataxin-1 kf
(ataxin-1-like, ATXN1L) & [, #ll #il ATXN1L/capicua
Tl NI K T ( capicua transcriptional repressor, CIC ) %
38 PYDCL, 5a 4 M4 i NLRP3 55 ASC &5 45 1y 1) il
RNE S AMMUAET, TR CME 51 . L
Chen 25" %3 CME J5 miR-200a-3p T[4, 38 335 1)
AR E A E F HAFEE H (thioredoxin-interacting protein,
TXNIP) /NLRP3 %l 1 1] 5 4 S5z 17 B 48 Ak B 38, ok %
CME J5 5 310 0 LB M50 Xu 0 L BLd 3% miR-
142-3p uf L4 jn] ATXNIL Jifs CME J5 .0 L5 15, i
ATXNIL 54 % A i & BEEEF 3 (histone deacetylase 3,
HDAC3) £55 e dE 4 8 1 3 i S kAL, 15 1 410 ] A A
3 £k, 2 caspase-1/1L-1B/1L-18 {55 1% F .0

oligomerization ~ domain,

binding  and
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L. Kong % % B CME J&§ miR-26a-5p i,
LA IR R EE B Al (high mobility group protein
Al,HMGAI1 ) mRNA , &5 HMGA1/NF-kB/TNF-« i %
3% CME Ji O LA AE R SO LR 50 Gao 2610 %
PN AL R CME K B AT 41 i) miR-34a-5p 3%
ik, 3ETT3E 15 SIRT1/eNOS 1 SIRT1/NF-kB 142 11 1
o L ST BR A FRER . Zhou %17
P CME J5 miR-181a-5p .miR-186-5p [ ¥, il i # ] X
Yoo A % 85 T 30 i & [ ( X-linked inhibitor of
apoptosis protein , XIAP ) & 4 L& T, ing.C UL 15
T IncRNA TUGI i3 ceRNA #1354+ 5 miR-186-

caspase caspase

Sp 4idr W% CME J5 0 JIL AR AE B K0 Las 477 o
Dai 25" % ) CME J5§ miR-30e-3p ¥, 3 1 1) il
HDAC2/SMAD7 il B4 il 24 S i o TE4E CME A5 7Y
(9BFgE R, Su 45 KB miR-142-3p @il (A #-1 2
1R AH 5 4 -1 (interleukin-1 receptor-associated kinase 1,
IRAK-1) #ji il IRAK-1/NF-«B {5 518 %, )i 2 CME J5
O USRI S St LA o TR P 9 A 5 ) miR-
21 B e nl g@ o B ) 25 5 R R VR A0 M S8 T 4
( programmed cell death 4, PDCD4 ) mRNA, #J il
PDCD4/NF-kB/TNF-o L, 48 CME Ji5 .0 LA AE S
RSO IR 5

P10 P10 miR-142-3p miR-30e-3p
P20 P20
miR-136-5p | CARD)| I(CARD l 1
z HDAC3/ATXNIL HDAC2 | ' miR-21 ‘miR-26a-5p
ATXNIL  ASC ASC 1 1 1
G0 i CARD) {miR-200a-3p IRAK-1| |SMAD7 | PDCD HMGAL
1 PYD PYD 1 l{—{J—J A
PYDC1 i NF-iB «— TNF b\%}ﬁtiﬁ K
caspase \\-/ y ’ﬁé%\ \
P10 N ‘j
P20 “ NLRP3
CARD CARD (PYD PYD |,/ — miR-186-5p — (IncRNA TUG)
I _ ¥ NACHT XIAP L
( ] LRR miR-181a-5p
CARD CARD 1
P10 P10 ATP TG
P20 P33
2RV il PO G
ASCRE
(GSDMD-N] [ pro-ILJ«— NF-xB| +— SIRTI—— miR-34a-5p ——| JI[:&k —: il
f T/ —_— 77%(&

4 : CARD, caspase 316 FIZE4E 453K

E1 CME J5 miRNA @3 &K EH

2.2 miRNA 7£ CME SEURT-HH1ER

ST R F SR T R BT A
AR A Y B g A T M TE ISR R B, O
WLARAL P T2 )& CME J5 A RIS YRR Z—, 22 2 T
{E MBI . Zbr A T L P ot O LSBT A2 A
1 T AR B B a s T2, S 200 caspase 56 il
-, B4HJimik 48 (B cell lymphoma leukemia, Bel) -2
FE AR I T R S o T R 18 1 1 A
M. Ui T2+ Bel-2  Bel-xl, Bel-w 8538 12 51X
5 Bel -2 [R5 2544 301 25 1\ Bel -2 [a] 545 BT ( Bel-2
homologous antagonist/killer, BAK) & [ 254, AT I
TR FIEPE. Y32 T A2 M T FF BAK fELRi A
B R, S T 8, 5 H Al BAK  Bel-2 A
5 X 25 H ( Bel-2-associated X protein, Bax) 455 T i fL
AR LA 38 375 1 3 Jon i B ke 240 e €8, 2%
Co AP AR C ST AHXH T 1 455, 5

AN Y caspase, i AT T

AR A D AR miRNA 3 I8 5 04 T4
KAESEH T CME J5 0 MU, Su %5 7E kS
53 B B R B LR B B A 5 v, i) qPCR 28 1 Jt B
ik A AR 45 R B, O LA i % 8 A s I
ARG, miR-30e-3p F[&, AT 7K F M caspase B0, 11
it 35 miR-30e-3p W F A 5 B A= K B -1 (early
growth response factor-1,Egr-1) | caspase M T-/KFE T
K, iX KB miR-30e-3p 3 o ¥ ) Egr-1 FEAR I 127K
s LR . Mo 2512 18 A 'S Z g T 4R U0
L4 ig ( human induced pluripotent stem cell-derived
cardiomyocytes , hiPSC-CM ) f{) #5  d7 & B, hiPSC-CM
B4 24 h J5 miR-30e-5p FIA TR, i n. Jfiaad
& K AN 22 Tl 4 2 PR 3HIE 5% miR-30e-5p B 4%
# 1) Bel-2 AH B AE 9 40 M 48 T b 4 25 H (Bel-2
interacting mediator of cell death, Bim) P32 72, Qin
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A LB) e P e KB, CME 780 miR-29b-3p FR&, H -
JEJ5 1 Bax ,caspase-3 Fll caspase-9 [Fik, 3/ Bel-2
MYZRIE , I 30 5 G 2R L PRI 5 BRI S 3% — 3 7
i miR-29b-3p #[r] Bel-2 &1 A T ( Bel-2 modifying
factor, BMF) 528, 413 {5 ‘S AF (LS, BMF 3 1
i Shti TR B Bel2 HALE, B H MR,
ERIAT . CME J5 miR-486-5p ik TR, il
H B EI R (TUNEL A6 A& Bl 3k miR-486-5p 7]
FEAIG PTEN JE R ZRIK, 8 1200 WLAH A BT i 2, ik 5K
miR486-5p @it ¥ [q] PTEN #7% PI3K-Akt 18 §& 17 5l
/)
2.3 miRNA 7£ CME %% B & py{EH

W — PP A B P 1 A e o AR e A A
LN B A B SZ 451 A A e B A T A i A TR A
FEE A A o MR T T AR A 0 DR AT AR P
AT RAG A BB AT A S
B Wi3E 8 33— R 2 4 M SO B 8 WAk i —
LGRS AT AR o AR 1 IV AR T
T2 1M1 B T 8 5 160, 5 308 4 240 L IO ok 4 0 2 3 A A il
PR B S A W A T B E A
Hsc70 TR B A4 I 5 | 52 98 28 1 i 08 Tl 4 ik A7 B
i, AEFLBh O WLAN A R S LR S A 5
— I FERAT 43 = AN B B MR RIS B W R
PO | B e MAFIA AR Rl 5 o BN P Y2k
LIRS0 i i S50 7 798 0 U031 i, 3% ¥, 2 ¥ 00 4
BT AN A R B O T AT MR B . B
WEAH G EL K] ( autophagy-related gene, At ) & 4 S5 W
PRBSESEARIE B A Wi/ IMAR , 2R T S5 P AR S 58 I A s
WA . W TR AR AR T 6 2 T N R AR TR SR TR
Jo ATP SEy (e g i s A A . IR WS O0T O LA
il S 1) G N (2 P i e b S e e A
W K SF 7 AR B g, R — B PR ( adenosine
monophosphate, AMP ) /ATP T} & . & FL 1R B = 45 [ %
Bynl e e 4 i A oK. A WS 50 WA EE A
WA R O LR R 200 i 8 o i A 5 A 3
iR Fernandez 25727 /N FL o B 75D A 52 56 AF 5%
ZH , Beclinl (F121A) 875 3R T Beclinl-Bel-2 454,
B T Bl B w ik — 2D O T AL . X R
AN 2 B W T RE 20 LA A5 45 B2 0 T RE T R D IR 2
—o CME {2y — o) 50 R 25, B A8 e A0 UL 40 7
H W&o FER B CME 881 b 5 5o i 88 W4 S
JEFOLHAR K I CME J5 6 ~ 12 h, [ B2 i % B
BT B, PUMCE M OCE B B 8 3 (microtubule-
associated protein light chain3, LC3)-11 2% 77 B i@ Ik
55, [F) IS P AT O WLAR 5 A 75 0 T v e 59 1t 23 80T %

XUESE CME 5 | Wil & M0 D Re T K, HF S 7717
FRLR . CME J5 H WK F B AR 51RO ST
R L4515 BE T DA KO I EE A RE ) R B, X CME J5 A
BT HA E R

I 8 740 9% v B A 6 200 i e i SR AR AR, &2 3
Atg HE R BRI, EFr 40 I N PR B AR E . miRNA
FEZA A B AU oG AR A M B e B G S A (n
K2) . 18 AWISE OB WSS Al Atg 8 4
J uneS1 A B WEITE 3 B8 1 (unc51-like autophagy
activating kinase 1, ULK1) & 5% MBS e ULEE 3 40
( phosphoinositide 3-kinase , PI3K) & &1 B Wi £ H
KA VR T, 43 00 R R B R R e R
AMP 35 Ak 128 13 5 i ( AMP-activated protein kinase,
AMPK) F10 L 30 %) 85 10 25 2 #1045 H ( mammalian target
of rapamycin, mTOR) /{2 4% B Wit 75 5 B B i) 3 2838
ity , R0 AL B AN B Y AMP/ATP {i | B 5L R /K-
UERENS TR AL N o i R EY S R A NSN3l
“TIHEJE L™ mTOR 35 MR Y A Wi K. HHr, PI3K-
Akt 38 F S H R T H A EEAE 584 . miRNA Gl
P B AN [ B B A 2208 SE B B W A R A -
miR-30a 7] B A [ 25 5 3 W 46 S sz b B Atg 4R
H Beclinl | ¥ 78 43 1% &5 H ( vacuolar protein sorting,
Vps)34; PTEN 7] # miR-19a , miR-19b miR-26a , miR-
486-5p S5 [ [ AR , 2 PI3K- Akt 3 B 2H )M 0TS 75
SEME . PDK- (735 7] LU miR-378 $L o]
NI Ake B0 R E E Y TR miR-378 i
LI caspase SN T (A AR S AN MUAE TS L Akt
3 LT mTOR Fl FOXO %% 5% R 74 [ Wit A6 K
M, miR-378 #75 PI3K-Akt i J% , ik — 52 mTOR/
ULKT1 j@ g2 #F B Wik i) )3 2l [ i3 i FOXO 4§ 1)
e e ¥ 5 T 4 R 1Y . FOXO 52 5] miR-486-5p
miR-149 ({1 8457 A B WA 4 o B 2 0 T
MIPERT . Atgd J&—FhBs 5 B Wik 2 1, 7EAT Wk 48 I 21 %
A A5, B 240 M85 P 22 TR [ 3 3 % ds B AR o, R i 1 e
B, Yang %" BT KB Atgd BHkHK miR-34a 411
iR B W AE A, Atgl2-AtgS-AtglOL /0 E3 Kz
Rk B UE A8 (LC3-1) 5 85 B & % i
( phosphatidyl ethanolamine, PE ) %5 & 4= i LC3-PE
(LC3-11) , R A W e A 5 I . miR-181a W] F 4%
T AtgS BZER A0 A AR . HRT, T A 3
WY SLHRIE T I B T AR CME 5 X0 D BiE 1 R
Wi, I HAE AR B CME B8 5 5256 v i B T miR-30e
J T Em ) 454 LC3B \Beclinl £ 7E CME J5iES.03h
RERE o HEIt AT L, miRNA SE 3 %F Atg (48 ) 455 2
5 CME 5.0 U3
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RG] %3 W/ IMATE 1 H A A e it
miR-34a miR-181
o LCaT | +[pR M-S Al 6L e
Agd
A /j, r//\.‘ /r/A " «x
(4 il 4 &C, o b
[ o S

ULK1-Atg13-FIP200-Atg101

AMPK

t
( AMP/ATP TI—J

miR-378 —| PDK Akt

ey B

=)
|

Vps34-Beclinl-Vps15-Atg14

e

miR-30e;

miR-30a

—| FOXO — Egr-1 —|Bim —*| Beclinl

miR-149

—: BE

T : FIP200 , 435k 200 000 %25 B 5 A0 AR 2 1 5 PIP, BE NS BEALRERE AR .
2 miRNA iF3 5 &

3 NG

25 BTk 16 CME Jg5 20E S R T /K34, B s
KLt DIRE T B miRNA fRIR#E 90 T2 Atg 2R
B HE b 35 38 %, F T 55 e o JUL 248 A 305 500 S
RGO LA ZE Tfe , 2 5 CME J5 A R HilUS A
AR . miRNA 52 3| ceRNA P75, JE B0 45 I 4%, T
—~ miRNA 7] [&] i #0 [7] 2 4~ mRNA, % miRNA 7§
CME & J& o ## vb iy ] 22 L 1 A0 8 98 A B T R iR o7
CME G4 EF 25 , R Z RE % [R] IR 57 T J0E
H WK P19 miRNA XHgds CME J5.0 L B #%E
4 KERARKRE

O WL MIAE CME J5 8k il k4855 2 B AR 4
{55 Ak CME A8 R TG &A= 1 43 FHLl S A Ff
B URATRYT, Ry H 0 0 58 35 i FEml T 4 ey
% CME 1Ry —Fp oI, fefE.0 L 3 Wik P
FREL T B, % CME J5 i.C LR 95 MO I A R TS
AEEEH, X —it #3525 miRNA 8757, mTOR {2k
AR W4 5 A 52 ORTE, sz miR-144-3p 57,
miR-144-3p K F-1E ACS H % I3 H I g Th st
It miR-144-3p 2 7E CME J5 &A= 28 b L2 W il
§7 CME B3 SR 5T

& & 3 Bk
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