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Research progress on the mechanism of long non-coding RNA in atherosclerotic "Injury-Response"
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[Abstract] Long non-coding RNA (IncRNA) is a kind of non-protein coding RNA with a sequence length of more than
200 bp. It regulates the epigenetic characters of organisms by regulating pre-transcription, transcription, and post-translation
modification. Atherosclerosis is a kind of vascular disease that gradually narrowed and blocked due to the atherosclerotic lesions
in the large and middle arteries. The mechanisms of initiation and progression of atherosclerosis can be summarized as "Injury-
Response” doctrine, which involves lipid deposition, intimal inflammation, cell proliferation and apoptosis. It is reported that
IncRNA can regulate the "Injury-Response” process by regulating different gene and molecular expression. Here, we provide a
mechanistic review of how IncRNA regulate the "Injury-Response”, which will provide reference for the future basic research and
clinical diagnosis and treatment.
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DABESRmE 2 . A5 mier difboh gt e R H Rist
XFASIIA YT A O W el TR TS, HR
25, 25T 2 S 2558 S A U AAAE , lEAS
MAEL . BSEARIRFA I — PR KRR
B RNA (long non-coding RNA, IncRNA)J&E—FHZ IR
FEAH BE K F200 bp Y AE S RNA, BRI LG = FF ik
GRS , AN A AR R R W R HLAES B bk
NI NFEHE R iy WS K “BEWIRT . Bl
A iy 5 EAAEN LR, AR HIncRNA
ARG S . BIPE . BHSEIS IB 55 22A 2 T 52 T
& KR 7Y, HHRTE AIncRNAZ S “Hi
Ph-Ri2E” PRSI R AR OGS . B, ASOEA T
NEXN-AS1. MANTIS, LeXis. MALAT1%$IncRNAJH
7T R, B D UIERASHY &
AL . SEEASHISIT RIS %

1 LncRNANEXN-ASIHFIRHN S “HR{f-ME"

1.1 NEXNS5.LIMLEH  NEXN(nexilin-F-actin-
binding-protein) 7E.0 LA ML HAE N T W ZO, 5
Jph2(junctional protein junctophilin 2) . RyR2(type 2
reynoldin receptor) HoagZ i F O WUILET N, 21 Wi 5%
F 52 A VR LAV 0o UL 200 6B 174065 P, A B BB 1N ) 5
WA, {HAEVSMC. VEC. Mo-M & 4iJifg i I/
NWZEE &, TEET A A B R i
AR, NEXNTEA . BRAE 21 8] & R
ray, BHSZR0 S BR AR BRI SCHE, 1E/)
BRI, NEXNOBOES 25 TAS, §7ikALL L
I 14 B A S R s — IR ) 22 L AL
X} BRI RIS L /R NEXNS 5 T 308 ik AL L
R 1 NN G RTINS 5 & {3 | N P S o
NEXN ) 235 7K -t AR T g A
1.2 LncRNA NEXN-ASUFER “Hifi-I&" L
Hl 20194F, Hu%U 4R, NEXN-AS1(NEXN
antisense RNA l)ﬁzﬂﬂNEXNEl(J}i}\(RNA'%NEXN;j\:
TENL T 1p3l1e

Hu %5 U203 g 18 AR VR 35 Apo B~/ /IN BRURE UL 1% 35
L, W LPSALFVEC/VSMC/M b B I % N
RNE, FFHET HAF T NEXN-AS 1A 3 ik it B 6 1L
- BT ZERLS], K BINEXN-AS1HYS Y
1~1000 nt)7 51 AJ 55 2H 45 7Y 5 90 50 —— IR BL 25 4
I AH SR B EEFR 45 # E F 1A (bromodomain adjacent
to zinc finger domain 1A, BAZlA)fE@é, T (e G £,
B BUR AR B RS, FIRANEXNAYRIL. AN,
AR KB, AFE FNEXN-AS 1A Wit 14 PR 7 45
LRSS, VECI) Tollkf3Z {44 /#% K kB (Toll like
receptor-4/nucler factor-kB, TLR-4/NF-kB)if 4% [~
W, HRZ AN L B -1 (monocyte chemoattractant
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protein-1, MCP-1)., g 3RFE A F-a(tumor necrosis
factor-a, TNE-a). M40/ Z-6(interleukins-6,
IL-6) . 40 Z5 4> F-1(intercellular adhesion
molecule 1, ICAM-1). I[fil% %54 F-1(vascular
adhesion molecule 1, VCAM-1)1 KK FFEME, B
2, Mo-M ¢ Atk L vSMCI 3G A il , 44
B XS VEC IR O3 1 I . B2, NEXN-AS1H)
TNWEROBILF- 3 e 1 iR RO R A
BB, HEaiid LA L.
1.3 NEXN-AS1/NEXNS4iffifrT: ZJ0MifET
(pyroptosis) & A H TANMIA T . HWBRPESLT—
TR PSR T2 0720, DL e &R K A W2 4R 1 il
1(caspase-1). M/ Z D(gasdermin D, GSDMD)
NODF: 572 f& #4811 45 ¥4 3 AH ¢ 8 113 (NOD-like
receptor thermal protein domain associated protein 3,
NLRP3). ﬁéﬁiﬁ@fl\?ﬁ-lﬁ(interleukin 1B, IL-IBM/E
N FAREN, JLFH K Bli-RE" H& A
T VECHET R HE T Mo-M & 7 IfiL B P B 1 B4k |
G A0 B A T B T ASIRAEAZ L IR BN, vsMC
RO A58 1 BESRET YRR 09 )R, Al e FEA RS B
B at

Wu S VO A [ R Y BT G AR At 7T Ak
VEC, AZBINEXN-AS1/NEXN 3 ik 5 ] & 4K i
J7 A AR T AR AR 3 Fcaspase-1.,
GSDMD ., NLRP3 ., IL-1B% Mgl , NEXN-
AST/NEXNHIURR G, BalHE A 7T AP0 EE 1R800 1
&, RTINS E T S 1IncRNAKHDG, K
IncRNAfE N ASHY + FIHE s At 1 ks
1.4 NEXN-AS1/NEXNMR TS A BFER
FE DR BB 5 43 B 1E B S ASHE A8 1Y Fsh ka4, 4%
& BINEXN-AS1/NEXN 76 # B BE B (1 2235 7K
TSR R R Ah, AVEC NEXN-
AS1/NEXNUT#R)S, caspase-1. GSDMD, NLRP3,
IL-1B 1 RIAUT R m, H/NRIANNEXN-AS1H
UUERJE , TR s AS U SRALH R
NEXN-AS1/ {225 T M4 N RAE L 240 Ml T )
FE(EL), SRR BE, NEXN-AS LT 1
NEXN# S ASTEN B Z ML LB B% . #2275 NEXN-
ASTEC AT A IR YT BEME L LA BT L A

2 LncRNAMANTISHIMSTHIER S “ffsm-ME”

2.1 LncRNA MANTISHEA 20174F, Leisegang%m]
i TIncRNA MANTIS, HILHA T2p13.3, K
Anxadf L LS, FENS/NREBEERS, 5
VECHIHIAE . Zr AL B UIAI G . MANTISSZ H3K 4451
TR Sk 25 F AL S (JARID1B) . UL P 40 g 45 5
P34 58 [H F-2A (myocte specific-enhancer factor-2A,
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NEXN-AS1 inhibits the progression of "Injury-Response”
IL-6. F14UHA 3R -6; MCP-1. R AL R -1
Mo-M ¢ . HR-F R ; VEC. ML N AN VSMC. M ¥ AN s NE-«B. #% K kB3
BAZ1A. JRIELEHIANSB I BERG 25 AR 1 1A; TLR-4. TollFE2 444, BTFEHRALTT 7T {2 #FIncRNA NEXN-AS1/33A

ICAM-1. 45 B4 T-1; VCAM- LI ZhFH 43
IxkBo. & KT xBANHI R Fos
IncRNA NEXN-AS1

S EAIBAZIASIL)G , NexnJi 8 Bz i G 65T th BOZK B BiAS , [ENEXNYFREAKF-F+E ;. NEXNIESHBI TLR-4-NF-«Bi# H, ~

JHTNF-a, IL-6. MCP-1, ICAM-1,
P T WK AN S AR TR B TR A

MEF2A) i 171 ] 8 K KrippelFE45% 5% R T2 (KLF2) /
KLF4 ., fliT2259 00 Emiids, |z Rk T4
PR AR5 A, A A BB AR B T A
I BIMANTISHY 23k, 7 N B30 ik ok A S S 9
MANTIS U] 5 i A1

2.2 LncRNA MANTIS5SOX18/SMAD6/COUP-TF
I 7E M N ARG L e i PET BRTA N,
T 5 R 58 X YAE TR F1 18 (sex determining region Y-box
18, SOX18). Smad[f]JE¥I6(SMADG6) . 5P & H
S 8 F % 5 7 1T (chicken ovalbumin upstream
promoter transcription factor Il , COUP-TF Il )HEVEC
A& it R P 3 B E MR, Y
M{PRMANTIS)S , SOX18, SMAD6, COUP-TF I [

VCAM-1#YK 3k, HEMHIHIMo-M ¢ Byt , VSMCRYIEAL . i/, PAit—

B G AR

FIAT I, VECHHZFE, ¥55E . ERERE S22/, b
Ak, MANTISA{UAEZE T SOX18, SMAD6, COUP-
TF ik, 2k T =F M ohaes 4,
MANTISHAM i F3 0 — B & Alu o 1791,
%fSOX18., SMAD6. COUP-TF Il (yLhfER 4 K Fa
FE Gt i A R A WO AL IE L (brahma related
gene-1, BRG-1)/BAFISSE AW CHEE . fEIKIK
AEEIRE T, ISR VECHMANTISS, Haint ik
SOX18. SMAD6. COUP-TF Il ANREfH N Kz i & %F 1F.
WAk, T F B AL AT HETH MANTIS i bR (3K
N, $EZRMANTISIYA: Y 2% D EHOR T H 2 Aluc /4
BRSO HAh, MANTIS)Alu G AT 38 3 3761
ICAM- 11235 F M I Mo-M & 78 1L P BE Y 286



WO, AR R ST B AR i 51 A Mo-
Md “RE" B

2.3 LncRNA MANTISIH iF SWI/SNFJH % M 2
IHERIHLE]  SWI/SNEXE G ¥ (SWItch/sucrose
nonfermentable complex) /&) 1Z A7 7E T Wi 7L 3 ¥ 4f
JH A v AT PR A 1 Y o T E P R, AR HE S Bk Ak
HE FH3K27E M T4 @i ™5 BRIk hswi/
SNFE & ¥ LIBAF47/155/170(SWI/SNF complex

SOX18. SMADG .,
COUP-TF Il

TN B 2 i
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47/155/170kD subunit) . BRG-1 M4 FHZ.0%!,
I BRG-1REATPEF ISP, DIMESh . HERAE W
J7 A DNAX IR, S2HRE N 22 ik A a2

LncRNA MANTISH] f& % BRG-1/BAF15SE &
W, (RHESWI/SNEE A YN TG @i E g, i@
PR R RNAR A 5% 506 Mok s soX18 .
SMAD6. COUP-TF I iRk /KF, fEHEVECH) I
SOk R T e A T (K12) .

RNApoly II

DNA

B2 LncRNA MANTISXI N EZAIIA LR et
Fig.2 Effect of InNcRNA MANTIS promotes endothelial growth and differentiation
BAF155. SWI/SNFA G155 kDW.4; BRG-1. Rt R MG G W% O EIL IS sOX18. PRI E X YHER F118; COUP-TE I1. X4

BIVEE A R S TR SR T T H3K27. AR AHIM S 270 i 2ie . SWI/SNEE A 1ilid 4 Wik iH3R2 715 |
FaE SWI/SNFE AR BRG-1/BAF1SSW ks fief5, BRG-Lillid /K fRATPAEHE YL (4 i 9,
R LA A R 4k

JiilncRNA MANTISH# i AlueF45 4
SOX18, SMAD6. COUP-TF I f kG LIHE A,

2.4 LncRNA MANTISS{TI 2% JLEH
i 1% FolncRNA MANTIS #5255 AS & A= & g 14k
W, B APIASHE A 2 — b VT 2259y ] i ad 38
MEMANTIS)H 8 TG M . 15 KLE2/KLF4 ., il
MEF2A% 2 FhiR R P MANTIS 22352, BT
MANTISE BRI N B i b, BTHE Aty T (442 1 4
PR L RS AR R B A SR L B S
ZEHTASKN M, $28IncRNA MANTISH, Af
IMHIASHEE , IF M A BTASIAYT B 5.

3 LncRNA LeXisB0RSMALS “IR15-RE&”

3.1 LncRNA LeXis#fi® LncRNA LeXis(liver-
expressed LXR-induced sequence) X4 CT70, &
EAETop3l.1, HiSallam%EP F20174E R ST HTFX
%Mi(liver X receptor, LXR), [ 8 5 o4t A

siadlEr; b

H (sterol regulatory element-binding protein, SREBP)
I 4 I A Y A AR R O RGE , A4l
LeXis, HAENG/INEUR By BEARST o
3.2 LncRNA LeXisf /%4 i 5 SREBP ~ SREBPA
B D R4 A0 [ i A 4 5 R T 01, AR T
B R R I, R T R AR A A S
JiE A AR ) LeXis i aof 2 3 IR [ WA 1 SFFAE L OF:
00 REL T A 5 AR T O A T AR,
LeXis I JERV AR TABTT | HiEE A AL LR R/
Kexin9(proprotein convertase subtilisin/kexin type 9,
PCSKO) M5 i 25 BAE T, AWt hag,
JoE P 8, L JE S R B AR H Z AR (LDL-R) Y Z
5, 7R LeXis il e T HUIRACHZ LTS 1Y 45
057, HERIE R R

Sallam %75/ N FUIF 4 Lo Fe5K LeXish . 42HL
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BB VAT 3% 2 BT I 2 B T & RNAZE & 54 1l

SERMN LSS B E A RALY, HA S
S/ BRI IEL 11 72 A4 ) - ol A A ) e Sl B A 1
(transcriptional cofactor) i |, TiLeXisiE 2 it 5
RALYZZHK, J/DRNAR S 11 7E Srebp2 55 #1 JE [K J

7 LR EFE S, UM FEIKSREBP2 . 3-F23k-3-
FH L T 1R BA L A A (HMG- CoA ) ib JU i . 15 J2
TR VE e FL AL RS 1 (FDFT 1) AU 63k, He&fdifH
FT B 1 A 5 i P s (1R13) o
3.3 LncRNA LeXisH M FHAT S S0 = 0 [ fis

AAV8-hTBG-GFPx,
AAV8-hTBG-LeXis

‘/ - \‘

AAV8-hTBG-GFP

AAVS- hTBG LeXis

e,

Ly

o

B3  LncRNA LeXisXi /g i o 15 HL
Fig.3 Regulatory mechanism of IncRNA LeXis on lipid metabolism

LXR. fFXZR; RXR. 4 I IRXAZ 1K ; SERBP2. f§ Wi T7 ot
IR JESLEE L f-1; AAV-S. JRAH G785 hTBG. AFVIRIEA G ERE M, GFP. ZEUIEE N, HERESLXRE A,

Z55 MM Hmger, R TR A FEAIL R G Fdfel. pEJe B

{#ilncRNA LeXisH

kAR LUR B, B JF LeXis i3l i 5 RALYACHK LAV /D RNAR 75 1 7 Srebp2 . Hmger, Fft1Rb %5 5%, Fe#¢ FiHSREBP2 . HMG-CoAif

B . FDETIAYFRIR, o 0 [ B A4 A5 40 15 s b
/N B ko R A A R

J]fllﬁ(familial hypercholesterolemia, FH)%MJIIIE‘%{EE
4% 6 B 2 11 B[ B2 (LD L-C ) B 3 7 3 M R iF A — ol
WYL, ZHMEHEE R K Ldlr. Apobf)
A%, BIH S SR AT . PCSK-9MHI A7t JC ik
P HILDL-Cik S48 ma A H AR,

Tontonoz%5 P4 & LeXis M AAV-8 BT % e A
LDL-RFH/NR, KB LeXishh # 5 /I FLE IH [
e N =gt KT TR AR, HLASY A8 A5 2 ] Xd ik

T NG IR IR AYLDL-R /N U P4 30 2o A DG 2 26 IR LeXist A 2 F4IC T LDL-R ™"

B (K3), $#EnRLeXist] TR FHAMEIS M = 5 1L
iE, SRACASHUE O R I A T, e R
TS, R M IncRNA ] FE R34 7 0 5 it 1
EHE -

4 LncRNAMALATIM®REZIAES “HBf-RE”

4.1 LncRNA MALATIHEAR il i 98 55 5% AH ¢

# % A1 (metastasis-associated lung adenocarcinoma



transcript 1, MALAT1)5 K7 T'11q13.1, JFHIK
8 kb, 7EN 5/ & RS . WA MALAT 17E
HZ R E R EE TP B L RN AR = i 7L 45
¥, HRNAMGP (RNase P)iRFI . 571K 454

MALAT 1455 554

RNase P

MALm

VWWWWWWWW
miR-503

b
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AR, HrP iy S S ED 47000 nt ) EAMALAT1 ,
3" | 4 RNase Z . CCATS & 1 fm of A B
Jit, BB MALAT1-associated small cytoplasmic RNA
(mascRNA)([&]4),

g

RNase Z

k‘ % _/ CCA
mascRNA
CCA

pS0 mRNA
VWWWWWWWW

MMHLP“I[J_E;&B" A

B4 LncRNA MALAT 1N T #2 AR it o+

Fig.4 DProcessing of the IncRNA MALAT1 and its downstream target molecules
MALAT1. i i3 e A 55 54 AR 1, RNase P. RNAJi§P; RNase Z. RNAJ§Z; CCA. CCAJ¥; NF-xB. #H FxB. MALT1HJY)
IR %% A 4 RNase PYIE] N A MALAT 1 ) Hw 30 - B, J5 3 4 RNase . CCAEHi, £ MMALAT1-associated small cytoplasmic
RNA(mascRNA); MALAT 1A 0] fE R miR-503 894> TG40, EAZUTERNFE-kB

4.2 LncRNA MALAT 1% %55 3% 4 8 5 HIL I
MALAT il i 5 E WEAH M . A 28 AR 4 (dendrite
cell, DC)HHNF-kBZE A M UTERNFE-«B, 77 F L
AN S DCHYRIR GRE RIS, JH I P B e ™
TN M AE S ARE BEE b 5 A 025%~38%Y, /R
THMAE “Bifh-N %" s A EE AL,
MALAT 1 7] 3 2 # il D CHfd N N E-k B CD80Ji 5
T454r, TIDCHEAH CD8OMIF LY, WM Hi 55
VIR TANML A, HF— 20 ss & Fh “Pifs” &
5l#EMMo-M b . DC-TAIME “W&" .
MALATL/H 55 — & 5 Bt & WL AR T
mascRNA: 7EMALAT 1 H-#& VM B 41 AR (bone
marrow macrophage, BMDM)E’J%HS\ fﬁ%ﬁm%
(TNF, NOS2., CCL2, CCL7)7K A i i T B A= 4
BMDM P EEA |, R B R B i 19 e SLSERZ T TR
(lock nucleic acid modified antisense oligonucleotides,
LNA-ASO) %k #EFEH MALAT1 " "BMDMs )
mascRNAJG, HTNF. IL-6f43 kK] o it — 4

T, #ERmascRNAM S 5 T 9 RAE YR, {5
1Ry 18 dofe =2 ELAIL AR O AIF S 43

MALAT 134 A] 3 i miR-503 1Y 53 T 16 43 %0 &
FEXE “Pin-ngT mmE e Cremer%[m\
YanZ5 PS40 HE T MALAT 1 /N BUS 85 28 %L/ B
Z 5 MmicroRNA, &M AFHEmiR-5037E N 1) £ Fh
microRNATEFE 7K ARZE Y 52 S iehn, i
HLmiR-503 7] i FEFFEIRTNF-af - F I VECEK B4t
FEAMALAT 114 N B2 PR R80;
4.3 LncRNA MALATIS5ASHIEEE  GastZPY%
W, BMEFEER R EMIE T, MALAT1" "ApoE™"
NI ASHEJE B T ApeE /IRl Cremer: 7%}
MALAT1"*ApoE” /NATMALAT1 " ApoE™ i F%
Wi, KIATEBRMALAT1RYASTR PN, SHRERES
W ] & BN AR 2 BEH . A I R F 5% e 2 81
SEREBFEL N 9 S MALAT 17K 85 5 58 3500 i 1 45 2
P K R A OE, $E/RMALAT 1R #ifi AS A 1
%[36-37]0
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s HitZ5iEE “Bifh-ME” BincRNA

5.1 LncRNA MeXisiifisZ ABCA1JE#E “H455- 1 24~
FIHLEH  MeXis (macrophage-expressed LXR-induced
sequence)HﬂSallam%[”]ﬂ:’ZOlS&:ﬁiﬁ, EANS/MR
[B) /R BEARSY, PIRELXRIS , 1814 DDX17-ABCA L%
HATIERE, PRI LS R i, dEm
EALI | R 35 T V<

MeXis il rBIDDX17 (—F % Z ARG B K 7)) 5
LXRTEAbcal 38T L4546, WIRATPE & &tz
JUFA1(ATP binding cassette transporter A1, ABCA1)
35, TTABCALIIE i {12 2 i 25 8 [ B3t 1] Apo
A-1, JNEEHDL-CHYA AL, 2 aF B W20 i N 14 i ot
T

TESYIRRIF . MeXis”” LDL-R” /MR ICIE /EAS
R 2 5 P BEHR ) & A F R FLDL-R /R,
H—T13EF 10007735 P 21 174 e ik 9 g 4 36k PR 4 S Bk
meta /M TAE R LI, A MeXisBil H iR £ B 550
TRAEAE R AR SCNE , $7R MeXis AT I ASHYHE
5.2 LncRNA SNGH-12{2 i DNABE M “Pifh-Ni
AT BIHLER SEARER T EDNARG, INE#EVECH)
Thbemars, dkmfedt “Hoi-mg” ", Mg s E
HE[H-12(small nucleolar host gene-12, SNHG-12)7E#
b B 8CRARSE, AL DNARK P 5 1 B8 (DNA-
dependent protein kinase, DNA-PK)/DNA-PKcs-Ku70/
Ku80i& %, Wi BIVECIIDNAiEE ],

K Z HomEl s W DL AR A IR R b i
(nonhomologous end-joining, NHE]J)H K X1EE
DNAXUEK 2L : 3 i Ku70/Ku8057 — B AR B 5]
T 24 (1) DN A i I PR 47 Ho 50 52 A% FR WK fie, S
DNA-PKW 4L I 5 (DNA-dependent protein kinase
catalytic subunit, DNA-PKecs) ¥ UG, BER
K5 ZESIRY , 2 3FA 200 DNA
&5, I BT R, Akmimdl R e

T el

LncRNA SNHG-127] 5DNA-PRACHK, fE i

DNA-PK/DNA-PKcs5Ku70/Ku80RAH HAEH ,
NHEJHYRE, Ml A%, MR SNHG-121]
JEVECH) T, fEuFAsyE R,
5.3 LncRNA MARRSHIHl L ZE/E YT “Hifi-
NP2 BIBLE B A A A O B Ik ok A A Ak 3 [
J¥ %1 (macrophage-associated atherosclerosis IncRNA
sequence, MARRS)H] SimionZE Y F20204F R E , T
i JH T HuR(— M RNAZE G E A, W4T
KFE B mRNA, 06 240 J 8 7)1 0 38 15 0 240 i
MIPET, IHIBESR N B ZEME AT, R - n
BT

JLZEAE FH 2 A0 A A 1 — 2D IR BT Z Wi B 4
TR A R FEBEB R, vSMC I I W4T i
AU M SR E T bR, (AR E ASHERE, Emkdn
JLYA T Y AR B A A A2 AR R A 1048 Y
RSty ; 2, BEHNIRFEARWIINE , et B
A5 Ry Gy A R

LncRNA MARRSA[ @ i TLEHuR, € ps3 .
p27. caspase-8fllcaspase-9FKik, MG M E g4 At Y
T2, AT H 55 w20 B Y B 2R 4 L A S 1Y
JE,

5.4 HABIEEE “Hif-%" BLncRNA

s.4.1  fRHE BT BYIncRNA
5.4.1.1 LncRNA VINAS LncRNA VINAS (Vascular

INflammation and Atherosclerosis IncRNA Sequence)
5 ADEPDC4(DEP domain containing 4) ]}, 7£
VEC/VSMC/Mo-M ¢ A £k, HEZEKILT
VEC"™®, Wi i NF-kBHIMAPKIHE # 6 47 115 P 4
it , AUKVINASH I/ VEC/VSMC/Mo-M & i i
MCP-1. TNF-a, IL-1BK°F, fiflasiyitfE, H
N DEPD C4#) i fIth 7T 52 I VINAS FHT R R0
5.4.1.2 LncRNA MEG3 LncRNA MEG3(maternally
expressed gene 3)7E A . FBUAIRSY, JFRIL T2/
HLET MEG3 T 7 Y miR-223(— M E E HT &
miRNAP) 40 FHE4, LA IINLRP3 . T4
FKBE 15 FEEE H (apoptosis-associated speck- like protein
containing a CARD, ASC). cleaved caspase-1}
GSDMDIH ik, (E#EVECHAET Ik ASHE RS,
T AT BT A SN, A A 2 22 ) ] B ITMEG3 /miR-223/
NLRP3%l DL Zf#FMEGH AU VECEE T, $2/RIncRNA
MEG 35§ i /A AS Y T T4 25 5%,

5.4.1.3 LncRNA Kcnglotl KCNQIH &5 5%
Zlil(kcnql overlapping transcript 1, Kcnqlotl);E}l:
Keng1FE D b (9 — Bl EDC I LIncRNASY, 78 A
ENRIAMESEEY . IncRNA kenq1qt 13 2o 35 4 P45
A miR-452-3p LA 5 4 85 1 2 £ Wi AL 3 (histone
deacetylase 3, HDAC3)HJ#ik, #Mimi/bABCALIY
Feak, I A AR Y R A L A2 A, R
NG ZEAL s kenq 1t F 5 DU AT 400 il A BRAZ 200 if
F1 111975 41 i 2 (human monocytic leukemia cell line,
THP1) 5 W20 AR TR B, JF I B8 ZE ApoE
/N ASHE S,

5.4.2 A “H05-N2ET IncRNA

5.4.2.1 LncRNA NORAD DNAT A5 80 (4 2
iIZRNA (non-coding RNA activated by DNA damage,
NORAD) & —MIEMFL S = BEORSY , IF 2 5
HE IR AR E PE Y In e RNAPS 1 3 5 410 6 NE-kB |
pS3-p21 RIL-8R AN AW . AN RAE, Tk



PEVECHF- % " . NORADRIRG , ox-LDLIES:
HTE R4 . NF-kB S FUFAYICAM ., VCAM, IL-83
N, N T ApoE” /N AYASHE RS,

5.4.2.2 LncRNA PEBPIP2 LncRNA PEBP1P2J&
VSMCRAEAL I R, AU EHHES 400
JE A 6 11 B B 9 (cyclin-dependent kinase 9,
CDK9)45 4, FiEp38-MAPKH I c-Jun ., p38Hiia
K- LIFEPTASTERE , 38 ] 1 4fil i /N A7 A A
[HFBB(PDGF-BB) 5 3 fIVSMCFE UL, T
PEBP1P2 1] H 454 CDKOTI I VSMCHE 4t . 1T
HREE, P AT Rk R AS TR Y7 A5 o
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5.4.2.3 LncRNA-FA2H-2 LncRNA-FA2H-2[J4/1AS
RN S EAMH TR A 1% 2 W45 14 3R 25 11 (mixed
lineage kinase domain-like protein, MLKL), J5&T
5| R IR 7L 3 1) B A S 2 ML 8L H (mechanistic target of
rapamycin kinase, mTOR) /% ¥ H§B(protein kinase
B) KM VEC/VSMC H Wik, {2 MCP-1.

VCAM-1. IL-6f %35, ifiilncRNA-FA2H-2
f1-750~387)F 51 ] G MLKLAY 3 3 1 X34k &, il
T P MLKL Y 2 35 100 22 A I Wk e B B S8 E BV

MR PRI MRS, RS B R
2B JEYEAYIncRNA L 1,

R Rt R 0BT B IncRNA

Tab.1 LncRNAs that accelerated and inhibit the "Injury-Response” process
LncRNA REVLFIRIE S LY S 1V SR
iSug (S|
MARRS  Mo-Md SHuRTEH, P o B W4 i A R 1 [47]
VINAS VEC TRIGNE-«B, MAPIGER, (k4 RAE [50]
RAPIA Mo-M ¢ Z /D03 4 0] miR-183-Sp/ITGB1 MR HEM & HYHESH [60-61]
Kenqlqtl  Mo-Md i i miR-452-3p/HDAC3/ABCALE AL HE NG FAEM & ISR £ [53]
MIAT Mo-M ¢ AT miR-149-SplW 43 FIFARAN , SEHEHUFIE /T CD471 Rk [62]
ZFAS1 REFRIEZEL Pl miR-654-3p At 197778 I ADAM10/RAB22ARI K K, I/ fE [ B4 M [63]
SNHG16  Mo-Md . VSMC i3 miR-17-5p/NE-k BIEHE N BEAY 4 5 i3 miR-205/Smad2 {2 HEVSMCIETE . iTH% [64-65]
SNHG-7  VEC i1 E2F1/mi186-SpilifhI VECHIFii [66]
MEG3 VEC i3 miR-223/NLRP3HA ITNLRP3[)# ik, fE#FVECEET (53]
FOXC2-AS1 VSMC i 7d miR-1253/FOXF 12 #EVSMCHE 4 [67]
MAP3K4  VEC, VSMC. Mo-M & iz p38-MAPKIHE P& AE i 1L A HRE A (19 33 i [68]
IIFE-
NEXN-AS1 VEC., SMC, Mo-M¢ [ TLR-4/NF-«Bill i, I H G4tk . VSMCHEZ: | VECHT: [12,18]

MANTIS VEC
LeXis iAW il

P SWI/SNEE A WiaE e, {2 . %4 SOX18/SMAD6/COUP-TF Il HYIILAS N FE AL ahfe  [19]
{EHERALY 5 Serbp2 . Hmger. Fdftl AR, HIES =& A% % [27]

MALAT1  Mo-Md& ., DC FMHINF-«B . miR-SO3GPE, Il A% A0 B AE I A A IR AR R AN S DCRBTIEER ALY, [35-37]
NORAD  VEC Midps3-p21. NF-«B. IL-81IfiIVECHI & . W1 [56]
MeXis REARIZETL AT LXRY G Abca 1 FER L 53¢, 175 25X [ B8 At e 87 2 0 EE [39]
PEBPIP2  VSMC T A CDROZE G, 0 i/ ~F-2 LA A i) H 5 A E RS (58]
LEFI-AS1  VSMC i# 1 miR-S44a/PTENH I VSMCI 5 FLEFS [70]
SNHG-12 VEC. Md il 1T DNA-PK/DNA-PKcs 5Ku70 . KuSOMAHTAEH], Ml VECIHDNA 155 [43]
FA2H-2 VEC. VSMC i R AMLKLY R K, #iox-LDL-CI5 I RAESNL, FEHEVSMCSVECHY) H Wit [59]

MARRS. E WG4 AH G Sl ks #E A fbIncRNAJF 51 5 VINAS. IiL35 R AE 5 3 PR AR ALIncRNAJF 515 RAPIA. Bl Rk A% 1l Ak i) i3 g
5F1; Kenqlqtl. KenqlE &R 5041 MIAT. (O WUBEFERI G A ZFASL. ZNFX1S UGS SNHG16. /MZA 16 F M 165
SNHG7. /M 5 FHEM7; MEG3. B RFIKIEK3; FOXC2-AST. Xk & sk AN R UL SR 15 Mo-M . PAA%-FH gAML ; VEC. I3 N
FEANAE; VSMC. B I WIANAE; HuR. RNAZE &8 A SPIER; NF-«B. K F«B; MAPK. 2224 J5UR0% W8 UK ; 1TGBL A FH
WIEB,; HDAC3. 4l M2 LMELAEE3; ABCAL ATPZE G G5z CFAL; ADAMIO. MR AR &R EMBF10; RAB22A. RASHEA LN A5
bt ; SMAD2. SMADZ G 512; FOXF1. X 3k#5RAF1; QKI-S. &4 KHE M AYRNAZE S F15; NLRP3. NodFEZ AR 1 45440 15
MXAE 135 NEXN-AST. NENXJZ X A6 55 A1 ; LeXis. JTIEFBMILXRIE ST ; MALATL. Jili lR 55 B A G HE 554 1; NORAD. DNA
WS IR RIIRNA; HCGL1. HLAR G W)211; MeXis. B WEAN I A LXRIE F)FH; LEEL-ASL. kLI 5k T-45 6 7 1R %
SEARL; SNHG-12. /MZA 15 £ 12; TLR4/NF-kB. TollFf 32 Kk4/ % K F«B; SOX18. MY X YHES 1185 SMADG. SMADZ Ji% i
5165 COUP-TF II. 35034 (A L ii# /s sh 746 R 1-25 SERBP2. WA T /454 1 5 Hmger. 8 FF L% — 10 B 1oL 40 T A 5L 5
Fdftl. ¥R 5L TR I B LRS- 15 1L-8. A4/ -85 LXR. IFMEXAZA; Abcal. ATPZE A & 451201 CDKO. 4 A Wi 1 2
FMAE9; PTEN. A\5510°5 G i e (iR i K ok 01 25 1 IR) IR AY JE1H s DNA-PK. DNAMRHS Y 25 IS ; DNA-PKes. DNAH 145 11
ARG AL BE ;. MLKL. IR A 15 R IMEGZS B 1 ox-LDL-C. S0 A B 11K 25 2 1 2 1 JJEL 3] it
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