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Research progress of non-coding RNA in coronary microcirculation disorder
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[ABSTRACT] According to statistics, 67% women and 33% men with angina and 10% of patients with acute myocar-
dial infarction have no significant stenosis in the epicardial coronary lumen during coronary angiography (CAG).  After
excluding coronary spasm, thrombosis autolysis, mental and other factors, no significant stenosis was found in CAG but the
patients still had symptoms of myocardial ischemia, suggesting the existence of coronary artery microcirculation disorder

(CMD).
coronary microembolization (CME) , endothelial dysfunction (ED), myocardial ischemia/reperfusion injury ( MIRT) and

The CMD mechanism is still unclear, and it is generally believed that the main mechanisms leading to CMD are
autonomic dysfunction (AD). A large number of non-coding RNA (ncRNA) are involved in the development of CMD
through these mechanisms.  This review focuses on the regulatory role of microRNA ( miRNA), long non-coding RNA
(IncRNA) and circular RNA (circRNA) in the development and treatment of CMD.
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CMD RAFH i), CMD 22 WA 4 BH 26 M 5
O I B UG B R RS | AT O JULR ) TR0 2R B
15 TCZE AR O FE R 10 W00 B R0 B 28 B e AR 5 ik
M AT (percutaneous transluminal coronary inter-
vention , PCI) B jeE 4R 2l K5 15 AR S5 00 TR 00G BF e 4%
CMD L 1 A 5¢ 4 BT, H i 3 Ak 520 CMD
AL 32 24045 SR B DK TG #5442 2 ( coronary mi-
croembolization, CME ) . PN % ) € & #% ( endothelial
dysfunction, ED) > WL Ifi P78 13 453 )1 ( myocardial
ischemia/reperfusion injury, MIRI) DA & H & #f 22 T
fiE A5 (autonomic dysfunction, AD) %!
FNZEEE A TR DOk, B2 5 108 T LE
XFFAESiHS RNA (non-coding RNA , ncRNA ) B 1y 4%
BRI 3k — W o NSRRI A 5 s FE7 2E T K
[ ncRNA, % rRNA F1 tRNA 4, i AL 56 73/ RNA
(microRNA , miRNA ) K8 9E 415 RNA (long non-
coding RNA, IncRNA ) | 2}k RNA ( circular RNA,
circRNA) %) | neRNA NFFJE#E ML 22, IncRNA
ARl miRNA (1937 47, 38 5 5% 5P P9 R RNA
( competing endogenous RNA |, ceRNA ) [ 4% JJf] 5§11 5
F{E RNA ( messenger RNA ,mRNA ) 43 i) 15 7K
I IIEET . neRNA BURPER HAEARZ , KmAF5T
KIS CMD HUIRSC, X OAFATBR CMD it 1
B B, AR SO % #2538 miRNA | IncRNA il
circRNA 7£ CMD ZIm a7z FR BTt .

1 AR IEIA PR RS & fR HL U 8E 1A
CMD $5 56 1R 3 ik 06 3 25 kg sl s g S
HCOIE R AE 8 70 WL 9 P R 25 SCHEAE . etk 3h
WK AEI R Ge EZHFT/N K ( AR <500 pm) /)
K ( EHAE<200 wm) LLK B AN MAT A, Hod, w/i
ANSIKF/IN B K 3 50 24 o e R B kR B 1 25%
M50% >, CMD HLfIE 2, B i A 3 CMD
FIHLE 54045 CME ED MIRI UL &2 AD' | 1K4h,
AEISANE RIS CMD BB GRS E™  FaRHLH]
e B RIVER , JERIGERL T CMD BI& A (K1),
CME JEA8 M RERE L Z 22 1k | [ & P 2 ok e
B2 AR YT I T BB B 2498 1B N B B S
TR B LAGIE R GE ) X AR T A 2
FEAFE M /N | 2T A A N A R S R A BE
POt sy . X 44 PR e 05 K A R B BB 1Y) 0 I
T B, 245 5 s L R P S T 3R % 1 I
BT 89% 1E 120 wm LAN , 7E3% 89% T A 46%
7E 40 ~80 wm,39% WITE 40 wm LA X865/

a7 IR A 2 A e AR B KR 3R o, BR T 3 A
Wy B FE SN i R LA ]S I 4 WA A8 A K R AE ROV
ARG I 540 S I BE ™ 52 41, CME T E00 AL
SRR T AT PE R R A R T G 1 R A Al
¥ CMD # A RO I FR R AR AR IR

CME
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Figure 1. Diagram of the pathogenesis of CMD

I PN B 20 RS > 325 5 e 14 4 ) LA 19 75 3%
Py AR e 48, I ELXEBE il DA K 2457 10 A8 58
VR OCHEE, ED W FE BRIy P B 5
M &4 5K e . PN B A 5 SRR T
S &Pk T, AN 3 % (prostacyclin, PGI2) | — %
A (nitric oxide,NO) | P R AR MK AL P+ (en-
dothelium-dependent hyperpolarizing factor, EDHF) LA
S O T ¥ ( endothelium-derived
contracting factor, EDCF ) % ¥ 7 ifl 4 5k J1'', H
1, EDHF J&45 —FPER NO Fl PGI2 LS I 45 47 5K
-, NO X IfiL A& A4 52 i 5 1M 48 B AR B E [, T
EDHF W] 5 ifiL & B4R R b, PR EDHF X T il
W B RENT EDHF (AR AR 2E
B 25074 N R T IR 3h DK I A8 N B ) E e A5 —
SERRPE BT EDHF 8942 B S HLAA XS EDHF
O RHURRE R EA R M 2, )4 EDHF X
BRI L NO T 1 2 (HIX JF R B R A W]
DLZEE NO BIAE . ED {45 i 48 Jo i 1E &7 45 LA
BRI, Mok, ED Bk A2 sh ks i 4L (ather-
osclerosis , As) 1Y {1 20 B B, “ P R 5405 2
UL KA MU ED 895 R 30k 7 52 4 5 I B
et Py R B AL AT D) RESR | [RIAE 23 in
EARRBI A

MIRT J2& 4 BH 2 19 76 4R 20 ok it 4 28 — 5 I ] 4%
W5, JR e LA 2 45 LUIE & ¥, (H.G JILES 43
T R Aok PR B o L B 1 3 A5 A 118 — oo B
PR, MIRT AR TIRTT A AT G i 4521 | [ i o
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J& CMD # WL . MIRT i m] D ot 480 Ak 07 38 40
MAET  ARAE B e SO M P85 8 28k S A2 B CMID
BEAR, B2 40 1 MIRT 25 5 SO0 4 38 375 1 3
TR B2 A 45 7 ke S 1)L MIRIT 55 P9 2
TIte el et bR 6 40 1M 45 R IR L B 21 40 i S5 R 3
AU JULPA HES I [ B 6 i A4 f) 2 SR 388 i) MIRT AN
ACHEC LA AL rh s B 2 45, [R)AE 2 0 45 S IR 2 Bk il
TEISZ P

CMD it 5 AD PEH| AFE IR SE B UM G, Hr,
FEBE JR 99 £ CMD 1) &8 3% v, AD [ 5% i) B SR 58
U ORISR T A T R 2 0k LA
JLAS B (%) S 07 S % &l e cMD!™)  eMD i
AN S, LR R R, LR AR 4
ZJa e X T RESE B T A2 ot ME R
KT R ™, eAh, ARt )2 CMD Ak S fE
BRI 2E A TR 2 il TR A 2 B D fE S
SEANTT SRR AR AT AT LA T M I 4E 2% AL 44
1L,

2 3F#REY RNA BT R BBk R RS

2.1 miRNA BT E R SR IEIAERT

miRNA i 7776 T AL AR N, K B2
20 nt, Lee Z"°"F 1993 4E 14 IIE 5% miRNA lin-4
3 SC RNA-RNA [B)AH BAE R PR 42 lin-14 1) B
PE, miRNA P2 AR 22, 1 H —Ff miRNA 0] DLSE )
ZFf mRNA KRN R B EEER, KEFRE
B miRNA #3125 CME ED MIRI 5% 3 % A4 3 5%,
Yo B AR 520 CMD, miRNA 5 CMD &4 &k J#1)
FASE 3 M FRATHTIG CMD 434 TR ERR (£ 1) .

M WLUE A CME B, p38 22 245035 AL 8 5t
( mitogen-activated protein kinase, MAPK ) #% i3 & #4
TG, HE— 2R HE TNF-o 3k, AT 20 JUL sy 38 11
RAESLIE ) (EFF— A&, TNF-a 7E CME % 2
Jer ELA LA B AT 0 UL R e 5 A 4E R
PERGOD WU BEAR B, AT RE S TNF-o 78 CME A [R] B
WP FRIRKFAE L Kong %2 KRBT B F K
M (high mobility group protein, HMG) A1/NF-kB
F5EHZS 5 T CME B3890 NLARSE R, If-i#E—
A AER B CME BE7Y i 5255 323K miR-26a-5p 1l il
380 ] HMGA1/NF-kB/TNF-o %l 2% % .0 LA 13
AN, i 35 miR-34a-5p Al AN E CME %5 $ 1
CMD ,iX 7] i 5 4 g I 3K % 55 85 11 ( NAD-dependent
protein deacetylase sirtuin, Sirt) 1 TR TGRSR

KRV I E ED AHC ) ARk 4 CME 8 2
A 8 1Y Ry PR 38 A A A0 3 3 A M Y e B
BRI R PR ZE O ZE BROR B OR HL A% I A S
PE A AP DL R A0 i B M S5 AR s o,
A, 3 L P ZE RO M R o S AR PR, A
PRI AR A ZE O 3 AT 1 P R ZE R B B 4 b A
UL AR AR  (HA K, s 2ak miR-128 A
TR 5 2 SZ I (insulin receptor substrate , IRS)
1KY, S fife O JUE A0 I 487 PN B2 4000 i 460 40 O il 3
ED™ . miR-30 ZEHEHRIE/IN BRI O P 52 P B2 4t i

R A S miR-30 RIATHE AR 0 B
LA ED A TESRHT 1B Veiteh %27 21
miR-30 W[ E 2}y CMD W) A= ¥ h5 & W0, LAk, fBR
miR-30 [F]#E T S AL L DNA 505 A 25 5
CMD FYARSE A W bR M2 Su 45200 1] JiT
P [ A F miRNA-21 306 757 P 40 M AE T A
F ( programmed cell death protein, PDCD) 4/#% X ¥
kB ( nuclear factor kappa-B,NF-«kB) /@ IRIEH ¥ «
(tumor necrosis factor-or, TNF-o ) 1, i 3o $71 R 2% it
CMD FEERAFLO L, AN, N B HE 75 T 1 A0 i Ok 1Y
HMIRIEIE Y miR-21-5p it 515575 A OC
EHEEB( signal induced proliferation associated
1 like ,STPL1A) 2 9 3'UTR 4547875 SIPL1A2 &
FiK Y SIPL1A2 KR AR, A 42 2R
Xt 240 i 9 S T AR LA P s R
3K miR-98-5p b #1284 K Kl F (nerve growth
factor,NGF ) 7K -, M 17 #E8 [e] JHC0G 15k Iof 52 A H, o7 7
JR V7Y (transient receptor potential vanilloid, TRPV)1/
R 28 FE [A AH 5 K ( calcitonin gene related peptide ,
CGRP) i LA MIRT 55/ CMD ™, miR-494 7£
R PR 1 DA R 2 O LR BEASE B v 2 3l i —
AR IR miR-494 B9/ /R KBRS S B
ALV ARG R ZRIB IS Ak {5518 B 2%
fit MIRT"™' . FR4EE 1 13 (E3 ubiquitin-protein ligase
RNF13, RNF13 ) 7£.0 AL SE 35 22 57 3R 0K, 2
miR-32-3p AY L SE N Y miR-32-3p 38 i 7 il
RNF13 # F AR K-, J8id 9 I 0 Rz 075 5 4 20
PR T IR T R B A R e R0 e BRI BE
P b ml 245k A % MR R LR G2 i CMD, L
BB A2 AR i R A 0N 1l i B CMID BT o L
HOZAE B Tb S 20 R ST B P I A RE A TR RN
SEREVEAT AR FEPILR T RE 2 1 5 A 2E N B 4
I 3 R I 467 R VG B PN SRR 0 i A 5 T3 43 LA
T A ) R OR A 5 ol A R D R 40 e T
i PN o CIRER EBURAITESES €73 W PN =R
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DX T 40 R0 1 A0 LA AR X B Rl 4L 7E CMD rh
ATREL A RN e Ah, miRNA-532-5p 7] i
o ¥ ) 5 5% K7 BACHI ( BTB domain and CNC hom-
olog 1) ML A= B Z (angiopoietin, Ang) 1 177 Ji]
AP RE , HALH W] BE it %35 miR-532-5p 1] LI
T 4 P G A ) A A i ] 40 PR AR

BCRRE S X R FRA T i Y miRNA i)
JE AU ¥R CMD AR R 451k I .

miRNA FE R 2 B E e, RECA K=
miRNA 75 CMD H [ 25007 AL il 4% 48 Bk , {5 ey 45 L
T A Al X4 — KOUE RS, 3 348 75 2 R o AR A A
SRS R RR

% 1. CMD 1H5%H miRNA
Table 1. miRNA associated with CMD

. iR/ O — XfCMD [ &%
miRNA T e B E 7 Bl FE ik
miR-26a-5p 34 KECOHLAE B HMGAL/NF-kB/TNF-o %l 40000 JJL 5 9 52 17 S [22]
miR-34a-5p i RO LA AL T Sirtl FRIE,NE CME #5349 CMD JneE [23]
miR-128 R OREUMAE RN R IRSE K- Z2fi O HERONA N B AR R8s ED 22 [24]
miR-30 U NEO BN B AR 5 A I DNA A5 0T i e T [25]
miR-21 LA S LA H8fs) PDCDA4/NF-kB/ TNF-or, # il 0 JIL AR S5 S [26]

\u e \u %é | 1 E j 1 & —y
miR-21-5p 3 L A 4 {7;2 SIPL1A2 7K F- 5 4t {15 W53 &2 042 1 18 9 e Fin (271
miR-98-5p TR AIMEPR R 40M ¥ TRPVI/CGRP i, 4% MIRT g5y [28]

. . N RNF13 K7 9842 N S s S i ai i i T
miR-32- G sHiK:s 4 > >

R-32-3p B REUMEE R A0 HRE B e B b % fift [30]
miR-494 A N JULAAH A PET R TR DGR YRR T Ak 5538 BX 28 % MIRI Z [29]
miR-495 A NRINE NN 6] NLRP3 /-5 0 RAE I35 ED GE [34]

N NP > AR > Pazen
RIS i S B S i NA HMGBL 7K F- 7T 23 A Bz 4t 0 109 365 5 | 30 7% Rl 8 A= Fin 135

HAE

2.2 IncRNA T R AR B E RS

IncRNA K #3200 nt, 7] 78 FE PR FE 24
K ERIEHIIRE, A DR IncRNA BAT 4% 26
7 7, (B X I AS 2 IncRNA T8 875 28 j A= iy
W EZAEM, IncRNA 78 2 Fp i 354 22
FIk,CMD HrEFEQI X R IncRNA 7] B2
5T CMD A RIE(K2),

ANRIL( antisense noncoding RNA in the INK4 lo-
cus) JE—F IncRNA, KN 3.8 kb, 5 ZF00 L&
PRI HEREBE VIR OC . A, 75O EF T 48 P e 20
Jf ok A Ah W R b R I Y E R Y IncRNA
ANRIL™ /NSRS 1 363K IneRNA ANRIL 7] |
WL N K2 A K I F (vascular endothelial growth
factor, VEGF) /K7 FMS F: i 2 R 8 i ( FMS
related tyrosine kinase, FLT) 1 MFRIALE P A=K A
F 32 1K (vascular endothelial growth factor receptor,
VEGFR) 1 & VEGF B £ Z Z K, 2 # Bk IncRNA
ANRIL J5 T DL B I FLT1 9 %3877, % % W
IncRNA ANRIL 7] LUl 8 55 VEGF B HZ 7R ok i

HEMAEHT A, mUER B Dk N B2 40 2 (human um-
bilical vein endothelial cells, HUVEC) H f#) IncRNA
MEG8 2R #F A1 & LA K& ED &4, Kremer
AN B IncRNA MEGS 235 F 5 2 — 25 A
miR-370 F1 miR-494 7K F-, 4K 1M, IncRNA MEG8
75 miR-370 LA & miR-494 JLrpif K iy 431 L) i
ANERH AFTRANIGE, IncRNA 2R _L 8 8 45 5%
(taurine upregulated gene, TUG) 1 1] 4E & miR-
186-5p 1 43 T ¥ 4, £ K Bl CME #% 5 b & B
IncRNA TUG1 J5 1] DL 94 miR-186-5p [ 2&ik /K-,
FHi ) miR-186-5p Al FL# 5 X i S8 -4 il &
(X-linked inhibitor of apoptosis protein, XIAP ) mRNA
(0 37 A5 BHPE X 455 0T e E LR A, 530 XTAP /K-F
WA XTAP iy F A% I 5 30 NOD 52 (A 25 11
(nod-like receptor pyrin domain, NLRP) 3 % {E/MA
B0, AT 0 28 9 A B 17 I ELAE ik 4 i vt ot
b, B R CME B i 323K IncRNA TUGT J5 38
1415 miR-186-5p/ XTAP $li 3355 b A% M 1 2% fift
CMD"™’ - Kang %[41] Y231 2235 IncRNA Rian A 4E
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9 miR-17-5p B43F 40 LI 5% miR-17-5p X 40 i
JEIZ (G1/S-specific cyclin, CCN) D1 (4, 37—
A0 40 B AR TS O 2% @ MIRI, FIBH ( Yin Yang,
YY) 12 —Fh A AR ORSF (0 B 4E 2 1, % BRI A
P BA X AE ™ miR-186-5p 18 1 #1 [ 41 5
YY1 () 335, it F ik IncRNA SOX2-OT fi [i] ¥ 4%
miR-186-5p HUEILXF YY1 A9 58 Yang
20 s REBR IncRNA SOX2-OT U [ii] miR-186-5p/
YY1 ity 38 5 400 1) 5 0 B R | AR A 4 A A DL R
il AR T 2% fif MIRT, SR, £ Huang Ll N
LU FE ( myocardial infarction, MI) # 54 H fiff 58 &
PR IR YY1 AT DA C UL 4 9 7 2 1k s
YA M2 IR AR DL R A AR R, X T RE S Akt [
53 RO A VEGE 235 LIRAHSE . EREANIE 2 15k
PREE S A] DL M1 BE M2 B4k, B ] iR
JER 3K, U TNF-o IL-1B IL-6 Al IL-8 %, J5 &
W) b 984 %6 I F IL-10 F1 TGF-B 1 ik K E 47
AN M1 A M2 2Rl , X AL i T
MIRI 755 19 & 5E I, B A F) T3 A28 20 2L i &
gl NSKHEEE I (forkhead box,FOX) 01 T4
FIE R —F B WA 5T, ] A k0 AL B 00 it it P

B s FOXOL [R36A7KF T 18 J5 mT 300 4 A F v
Mg MIRT, #F% IncRNA TTTY15 #8[i] miR-374a-5p/
FOXO1 #hZ % MIRT, HALHI AT B84 IncRNA TTTY15
MR 35 K P FEAR 98 T miR-374a-5p 1Y 3K ik,
miR-374a-5p 7] F#5 FOXO1 i 3" IEBIIR X 455
T FOXO1 1 3R ik, M B 1% 1% M % (reactive
oxygen species, ROS) 7K - DL K 4171 il 41 B 5 e A
T R A (connexin, Cx )43 &—F 12 /0 fii
FEONLE TAELRML, 38 5 8 Bl 4% P % 42 e ~F- 38 18 Ok
PEATAR M ] (s AR L AD B TR 5
M X AT RE S Cxd3 FIAM LR 43 BER 1L
K TF A &™) IncRNA HOTAIR #] fE N
miRNA-613 43 FIF 40T Cx43 Ay ARk 38 g
O H PR BT e Ah, RNA 4548 A e X
B 0B Y AR [ SE R 1 ( RNA-binding protein
fragile-X mental retardation autosomal , FXR) 1 iK1k
KT 348 e 2 18 T 4 R 37 2 A A O O R R R R
Eot

F 4R IncRNA 7£ CMD H 94 IR W gl 9, (2
HATHIBE TR A A, BE4h, 13k IncRNA 1
BLHIE A 52 4= B BH A5 — 4R

% 2. CMD #3%H) IncRNA

Table 2. IncRNA associated with CMD

% ot e e *f CMD By &%
ll’l(’RNA —Fﬂ% ;'é(/ﬁ&ﬂf'fi mﬁ;“ 'ﬂzﬁﬁ iﬁ}\
IncRNA ANRIL FH O RBMENRAR B VEGF K, Rk 4 Ak Zf% [37]

1] miR-186- i T 5 W J
IncRNA TUG1 T KELO AL ?EEF i HZ;;ESP/XIAP V5 NLRP3 4 IR 5 fnE [39]
IncRNA Rian i /NELC LA A 48[ miR-17-5p/ CCND1 i, #00 i 4 i FE 1~ I 22 % MIRIL g [41]
1] miR- - 0y W it 4 -
IncRNA SOX2-OT  Fi KB LA ﬁg ” ;; Hg%stp/wl B SRR [T AL S [43]
. o HB[) miR-374a-5p/FOXO1 %, FEX ROS K LA K ADH]
IncRNA TTTY15  Fi JNELC LR D T — g% [47]
IncRNA HOTAIR i N LA A #15 miRNA-613/Cx43 , P800 3 M4 Zf% [50]
IncRNA MEGS8 T NIMAENEZAE T4 miR-370 F1 miR-494  {t #E 240 il 7% &% ED &4 JngE [38]
IncRNA MIR22HG T /NELC LA A 418 [n] miR-9-3p/SH2B3 i, il 4t i 94 7 IF- 22 % MIRIL g [52]
. N 5 e-Myc JE JSIE Bt [0 B8 I R 22 0% PBK/ Akt {55, .
nc n Gl NG LY . . é
IncRNA Snhgl i /N B L2 A 9 R 35 5 5 A gt (53]
NCRNA Malatl  FiH NEURAER o) miR-20b-Sp/Minl i SNIZORAR ROS SRHIRHEHE gy

A HTAE

2.3 circRNA AT B IR sh Bk INERS
circRNA &2 —ZRNJEIIR A A1) RNA 43 F, £

B ATAR mRNA FP K 8532 77 42, 5 IncRNA

KA SZE T AVER miRNA (14 531 25 8 15 2L [
ik, WA, cireRNA FEHLIR I8 AT DL 8 DL R 2
AE: AR T4 R F SR R A RS R R
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B AR BT, AHEE T ZE neRNA, cireRNA
ARS8 R R A T 20 L oA B IS RS 5 B R
FiEREfe > MEAh, cireRNA 7E CMD £ P4 1) 22 Pl
WP 2E AR L, cireRNA W] R S 9% 12
WrBIbR S P ANEY PRI R (3R 3) o

circRNA ANRIL SR T G @ 1A 9p21 i s |- 5%
KM IncRNA ANRIL, B 5 FEAR B0 & R G &
9 fi5 2" cireRNA ANRIL 3 %3k i 0l 2L 1 4
FI4IAE A & 1 (interleukin-1,TL-1) IL-6 L5 4 & &
F17 9 ( matrix metalloproteinase-9, MMP-9) il = £ C
JZ W £ H ( hypersensitive C-reactive protein, hs-CRP)
KV EE P B A0 A 1Y) 2R E AR 2 R A B Bk 1 B
JR SR, IneRNA A LL3E 3 9895 VEGF K 32
PRSRARHE M3 A= . DAL, #H IncRNA- ANRIL
FAEN cireRNA ANRIL A F] T CMD H)Z2 %, &
FIFEZG IR CMD, Jlid RNA P HOR L BeHi A 5
TEE AT N R A cireRNA () 22 S5 R0k, &
I circRNA GNAQ 7F 352 11 TN Bz 4 i v ZR ik 7K1 f
FRRAR, MITER circRNA GNAQ MYFR3k , 28 B AR CHY
B-2F LW T il 075 14 T vmg O 410 o) 0 4 A A ot R
AL AN, cireRNA GNAQ A 45 & miR-146-5p (4
IR T8, 1R Polo BEE4TH ( polo-like kinase
PLK)2 f R IE XTI R E . cireRNA 0001445
AIE A miR-208b-5p 1453 F 1 4%, miR-208b-5p %
TG L m JH R ATP 456 & W K% G W hi
( ATP-binding cassette sub-family G member, ABCG)
1 YK, T I e R 20 S B 3 B8 AR A 8 AE S I
DAYk 5 48 Ak I %85 B2 i 48 19 (oxidized low density
lipoprotein, ox-LDL) 5N K4 i R 15:62: o
Huang LELOSIRIESY % I circRNA SMG6 FIFHIA: K g
W EF (early growth response, EGR) 1 7E /) BBk Il
FHRE AL LA 2 3 38T miR-138-5p flk3k
i%; circRNA SMG6 5 miR-138-5p 35 4 4s & i
il EGR1 Ay 31K /K V-3 @&, EGR1 15 Toll #5214
(toll-like receptor, TLR )4 Zh O T s TLR4/B T4
K TIR 45 ¥4 3§ 7 #: & A ( TIR-domain-containing

adapter-inducing interferon-beta, TRIF) 1 #l, fi¢ £ K
SR A B 4R 3 AR 41 24U i EE MIRIL,
I, B R ciccRNA SMG6 #8 [i] miR-138-5p/EGR1/
TLR4/TRIF §li & 2% fit MIRT JfU 5% CMD B ¥ 76 )5
i, circRNA 003004 ] 1 S H #% & &5 W T
(eukaryotic initiation factor, EIF) 4A3 14 T 43,
A H ox-LDL 5 % ) HUVEC 5% H W s
SRR BE B R e M L A, 1 3K cireRNA
003004 3 ] LS 8 i S | 4100 1) o83 A SRE R 1 I ok
AL A i 1= O ) ) = e ]
circRNA 003004 5 EIF4A3 1Y 5% Fr V45 & FRK T
FOXO1 [y iRA 3 | SR, o ELR ML 38 A
B, UL, #E CMD BEAI T circRNA 003004 2 75
W25 B A R FE RN, 30 5 32E — 25 A Py A 52 56 56
Wk, ¥z 2 # 5% #£ H ( ubiquitin-associated protein,
UBAP)2 ZEHLIARH RS Z R A Wyl 72, andm i i 1
RAE [N S 5% % % cireRNA 0007367 2 J& T
UBAP2 i {1 & BUL S G R s AR5 | i ak
circRNA 0007367 1] LA #E P4 /NIT 1 (zonula occlu-
dens-1,Z0-1) R P IR IK, HE— 250855 1
H— 4 1k A & M ( endothelial nitric oxide synthase,
eNOS) 7 PE I 6] NF-kB 155 18 [ AH 56 4 0 [V,
Y4 P 7 200 i A 5 R S O PR Y
] Wei 25" 57 K& Blid 35 cireRNA 0057583 1] 4Lt
1] miR-942-5p/TLR4 % , 388 1 100 il 200 Jfa 334 B A 12
AUARLYA T, I A O AR L A PN B T RE e A AR
CMD, It4h, i ik cireRNA 0003204 [R5 FE 7] 4F K
miR-942-5p [ 53F-4n , Iif_ER 4185 H 25 2tk
fitf ( histone deacetylase, HDAC)9 HJ 3k IF T ox-
LDL 75 S (9 9 Bz 40 B 9 S A4 i g 1%,

circRNA 5 IncRNA F1 miRNA A L, 45 %9 56
o, MBS, circRNA &S 1E R CMD 12 Wik
AW BORIT O A, R ROk B2 0y B 9 IE 5
circRNA 760 B0 T i 20 (A BRI T cir-
cRNA MR AN, W REHEZ MW
circRNA 7E CMD H (4 FHPLTI B R

< 3. CMD #H3%H circRNA
Table 3. circRNA associated with CMD
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