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Research progress of non-coding RNA in aortic dissection
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[ ABSTRACT] Aortic dissection refers to the dissection hematoma formed when the intima of the aorta is torn by itself or

external factors, and the blood in the lumen enters the middle layer of the artery wall through the intima breach.  Aortic

dissection is a dangerous acute disease and if the aortic dissection is completely torn, it will quickly lose blood and lead to

circulatory failure and immediate death.  Nonetheless, mechanistic studies of aortic dissection are currently poorly under-

stood.  Non-coding RNA is an independent RNA transcript, accounting for more than 90% of human genomic RNA. It

usually does not encode protein, but acts as an important regulator to maintain normal physiological functions.  So far,

many studies have demonstrated that non-coding RNA are involved in the regulation of cardiovascular diseases.  Therefore,

much attention has been paid to the study of non-coding RNA in aortic dissection.  This article reviews the mechanism of

non-coding RNA in aortic dissection, and emphasizes that non-coding RNA is a biomarker of aortic dissection and a poten-

tial preventive and therapeutic means to target aortic dissection, providing a broad idea for the development of targeted

drugs using non-coding RNA as a carrier in the future.

[KEY WORDS] non-coding RNA; aortic dissection; phenotype transformation of vascular smooth muscle cells; biomarker
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SERE) Iz RE . AEgES RNA A S 59 E A
JB, RS B IA R B SR s BT T A BRI O, ORR
HA AR A BRTIRE . SR, Sl 1 WF 5% & BR, AE 4
5 RNA J&—2RA Sl i B D Re e 5 43 7, 3L
s K g 8 T T 0B ok e Sk R B i DL AR S i
T, AEGiAS RNA 25 0 40 i W 2% 7T LLsE i iF 2 4
TFHOAR, DLIR o R 2 B 40 i B Ry st H Ik,
HETAHAEG S RNA J& & & s 15 5 AR Bk
PR DIRE A SR I R - KR M SE IR B, E 4
ft RNA ZE IR0 A0 h R 2 TIRE , 4n.o
W05 SR FERE (L 2D T AD ZSR AL &
= AL N TE S JE S RNA 78 AD P ET &
FERTIRE H BT AR A B KR =0, xR e T
JEguts RNA S H AL 7E AD A (0 18 F i s 4L
il TSR T AR RNA VT LE AR bR
FNAST S5 T 00 AD ) RS R [6] ¥4 7 AH R
o 4 REL B

1 BB EFRKK BRI ZFHLE

AD J AR 1 e B DR 3R A A 1 ) AR | R
o L 5 B o B 43, 50 % DL B M AD 1R
TRAN 2. 6% , HFfAG AR 3G 0 H A 0 8 i T
PR R T L T KT B A &
JiE FE 4 @ 2 11 i ( matrix metalloproteinase , MMP)
LT A EC \VSMC IR BUFHAR S AD HYIE B
IR,
1.1 M RE

M5 EC il % L4 RAE, {76 ALY T 4 i Fn
Wik 240 B R 182 23 A1 T A ep R 5 1) 32 Bl Dk BE 4R S A
ML PR AL 7, AR SR SE R 1 TR A4
i/ 2 1 (interleukin-1, 1L-1) . H 4 A Z 2 (inter-
leukin-2,1L-2) . 20 Jitd DX 14 384 in £ B & H: At 4k
PRI B R IR IG5k S8 Ak 1Y £ 92 4 il 3 2 2
KT RV TR R R, T LR A ECML, 1 55 3 3 Jik B
Dy . B A 43 WA Y MMP | 351 2 1 il
R ERE S FL R ECM, 1X 28 MMP W7E 50
JikJ&i (aortic aneurysm, AA) 155 LK 25 & 1E v & 4%
YERT . PR, MMP 55 HA i 4 46 Jas £ 11 I 2H 2L o)
¥ (tissue inhibitor of metalloproteinase , TIMP ) 2 [&] %]
R S ECE S Pk BE E 9 X o2 i AD /Y
DI
1.2 SEMFHEERE VSMC RESE SR

F BN KRE Y A 5T BRI SFZE R VSMC A, B
15 Je S 2 4 A 11 SR ME W Jig 5RO AR 22 o 2 R 2

FIAHEER:, I A ST Z A ECM, FE7E 1% 3
PERR A 50 B B B AR K T R AR
RS, FE AD H SR R A R S T G S AR
e O N <2 B N 1 ol el SO R = o R
= B bRBE (10 P R S P AR, 303 Bl bk sE Y 2 4
ZaL0)  p AT A G R LT 4R 10% , R PR R
ARG AR AL AR R 4E B A 1 (fibrillin 1,
FBN1 ) 2 2 = 2 Jik b 1ol D 2 4 (1) = B2 25 44 145,
WL FE A K BT B (transforming growth factor-B,
TGF-B) KT H LA, AR M2, FBNT 3 [H
BN PR T N2 F B0 Bk 5 FLaRZE A G R A
5 U VT 2 1 e ) M 7 4 R 4B AD B B A
z—y

VSMC R IE T & & B iR 2 2 81k
RGBS R, 75 IE % 145 421, VSMC L)
B e 7R A = o B R B 4 e B kR v 19 2
it SRTTERGFAL4Uh | VSMC 78 £ Fh 4 K 2 )
T FRE B ) WS R A Sy 43 AR B AR 1) 4
WY AU VSMC 23 305 89 58 A S | X b
HEWIERUNFRZ R VSMC B 3 B ket 2 Z2 A it
BB 4y FALE, ansh Bk AR AT H AT
1k, VSMC RV 3 1 43 F LTI 2 2%, Z R0 553 %
¥1& 5Hh 4335 MAPK .cAMP .EGF .PDGF .microRNA
FITGF-B 4510 g LR 4l VSMC /4 ECM B9
KAE, HR S R B R AD B R AR KRR SR T
HAEAE 5> FHLEIT A R IR
1.3 EC1TH

e IR 2 A DL 0 0 P 0, TR) R A E
AD KA REMGE FER, EC 76 & MR b T,
R RITRE S50 A DL S B B R A Ak R 7 1Y)
PeAstl Py Hz 6] 38 5 1K (endothelial-to-mesen-
chymal transition, EndMT) 7E 2 A~ 45 38k N #% )32 %
T, EndMT 7ECAE AR P FEEE B0OG I 2 5 2 Rk
I A e I, Hrp B A 3 Ik ok R R A i 1 A IR
B AT AL, EndMT BISTER T I Fd, &
FERTIARY EC 1w 8] 70 5 240 i % Ak Ay ot A, 200 JOE
i 0 Jok R 3 B ik s 2 b R AT 2 fEL AT 30
EndMT P 3006 #6005 £ Flog B4 6,
TGF-B ZKiE A = Fh itk 2= 5 EndMT, — H 973
W, 25 TR Sma Fl Mad AH ¢ & H ( Sma-
and Mad-related protein, SMAD)2 Fl SMAD3 % 2|5
S, SR IE 5 SMADA M AR, 4> SMAD &
KBRS B A MR | 454 DNA AHCHEE 1 RS R 78
R gAY



CN 43-1262/R " & Sl ki 44 ik 2023 4F55 31 555 2 173

2 AD BRI RNA

/)5 RNA (microRNA , miRNA ) & JE £ 4 20 ~
25 ML IR N TEMEIE S S RNA, B TR 40
ML srAk 5 BB A T A e B ek AR BE T R &
PR Z A/ FH, miRNA 38 % 5 T U7 mRNA £
3'-UTR WYRLIF 545G, i B AN BE A 4 mRNA
() FHFE O mRNA (9 FEAR , AT S0 T T
mRNA 3847 ITAESR  miRNA 7522400 bl
Tz R TR R AE Y AR R R B O E .
miRNA 1Y 5 # RiK 5 Z R A ¢, Horh 46
iE AT | P2 AR AT M e RO A 0 A
miRNA £ % 5 VSMC (19 3= B 4 EC 178 L)
R RG2S AR SCEER T Z R AE PR AD
RIFHLT A miRNA, 580 T HAE AD HI7E R &%
BURIF R BRYE 4 Ja i s 42 Lz R i 5 2
F(E£1),

& 1. EARF M miRNA FEE LB HLE
Table 1. Mechanism of representative miRNA regulating

aortic dissection

miRNA AEZRAEL ARfk HE Yire
miR-31-5p  VSMC 3/l Myocardin {3k 3250 419
miR-134-5p HASMC FBE B oy deminpg 20
ITGB1
miR-21 VSMC  H4fi1 Smad7 {3 Fe g 20
1) 4] i
miR-30a VSMC  #gjn LOX ”%f%ri;ﬁﬁ
AR
s EC PHT/
s TH VSMC iT#512
miR-181b  FEWEANMT B4hn TIMP-3 {3 ECM Ffg>"

2.1 miR-31-5p

Bl , A7 43H & B miR-31-5p 7] LA ¥ R i
O WLE (myocardin, MYOCD ) 23k , DA T 442 755 Bt
P VSMC A4 . MYOCD J&—Fhoiak (154
AR R 2 O LA AT VSMC & & Ao 2
7 O Sl B A -, LG A 5 1 T 2 P (serum
response factor, SRF) 454, #1% CArGbox i1 /Y
FULAH I S S5 6 DR Y 3 70, Yang S5 0 X
307 £ 2k AD HUE R 399 4 1E F A HET T 9 %) R
WS, K IR 98 A8 AU N2 ST i %0 2 (aldehyde
dehydrogenase 2, ALDH2 ) & K (1) 52 18 & 21 AD &
i IKURS: T I 50% ; B ok 1 i b AD SR A
KB AW ALDH2 7] LLZZf# AA/AD BIR . ML

il ok, ALDH2 Byt = i3 5 MYOCD [%4f B4R
FHRAI 5 B VSMC (R4  F— 2 it i
R4 3 A W1 B 2420 B & B, ALDH2. 1] LA miR-
31-5p AL, miR-31-5p & F M MYOCD mRNA
IR, INE G FEPE VSMC Y2 AUEE R AD, SR 1T
ALDH?2 9w ] LA 0 98 55 X A A, HAh, Zhou
20T HRE miRNA-31-5p 655 VSMC HY4E AL
TR, 38 A E H &M S L K B (spontaneously
hypertensive rats,SHR) 32 3 ik o /2 9 548 VSMC &
B, miRNA-31-5p 38 ¥ ) 25 A T 78 47 5 26 A 4540
3415 8 H 5 (fibronectin type Il domain containing
5,FNDC5) Y 3'-UTR SRR#{Ik FNDC5 [193R35 , AMifE
it SHR 1 VSMC 18 L B AT /% . LA b 45
AR, miR-31-5p & AD (ARG TN
2.2 miR-134-5p

miR-134-5p IEAERME T Z i 5E, K 5EZ
PRI I & A R, H P L 6 TR P48 R R
AL M B . JE BT 53 IE B miR-134-5p 762
PR U ZE R I 5 rh i 2R 38 7KF B 2 T, ok
P&V R 12 W 2P O WUAE B 1) V8 A6 8 2 A W A s
W O A RFSE S miRNA i 5 5 6 0
miR-134-5p 7€ M & 3 Jk & 2 ( thoracic aortic
dissection, TAD ) ZHZ1 i b 25 N8, 7€ T B kT3 L
ZH i ( aortic smooth muscle cells, AoSMC ) H i F ik
miR-134-5p 2 35 #4017 W 45 2 VSMC #r & 4) a-
SMA ,SM22a Fl MYH11 {335 R AT S A1 5G4 I H1 £F
ERIE R, IF H R B T 1 AU /MR 256 8 A
FETF )i 3R B UM 4 J8 2R 11 ( ADAM-metallopepti-
dase with thrombospondin type 1 motifs, ADAMTS) 1
I ADAMTS-7 i 3R3k i — 238 i X980 R g 4
HHELFHIER] STATSB il ITGB1 J& miR-134-5p [ H
FE 4R A5, I & P STATSB I ITGB1 7E IfiL 45 1 3
S0 S0 DR S A R PR 1 3 3 R 400 i e A
e 1 A 0 A E 5K ZR 11 (angiotensin 11, Ang 1)
S TAD B8/ BE B, miR-134-5p 2 25 #0141
TAD HELR /N B 3 20 ik B 5 it 45 v o AR 207
AR E R, MMP-2 MMP-9 7 TAD rh ¥4 1 %
(AR AL, | T I 4 I B B ADAMTS 5377 A% B3 e il
BUE 52 5 M9 3= 3l Bk 98 ( thoracic aortic aneurysm,
TAA) Al TAD By &4 KA K, 4 b ir ik, miR-
134-5p  STATSB #l ITGB1 A 2 W b AD §iEJ7
LTy e
2.3 miR-21

22 B3 E G it ( mitogen activation protein
kinase ,MAPK) G5B EMAREnGESESE
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A NS5 5 07 2, S — Rl R 312
HRORSF 1 = GO A 2, 4245 MAPK  MAPK 3 il
( MEK 5{ MKK) Pk X2 MAPK 18 i 1 18 il ( MEKK &%,
MKKK) . 33 = P 8 B AR U0 330 , 3 () 9 75 48 it A=
K Al BRI AR AE SN A5 22 i A 2 Bl s BRASUN
Hrh ERK \JNK 7E4 MAPK {5538 [# 1Y 53 S 76 240
AR A0 R A R A RE | 2 A O T v k4 AR
RS SERTRRFEUESE , 769 A, miR-21 AT A3
5 ERK JNK FUBERRIL KT, Huang 4512 3 T SEHT
5T, R Smad3™ /NG Ang T35S AD JE K,
S5 LI Smad3 ™ /NS Ang 15, SUHBLT £
SR 5K 55 R I PG, IF A 3 B A AD
HF, BEJSAEE Smad ™ miR21 ™ BUREE R /N B, 28 &
W ER S TEE A miR-21 R HE R AA IR .
SR, B A, RGBS Ang T, 3R
BT AD B4, EFXF XL it — R 5550
WESE Ang TS89 Smad3™/NEL AA FOIE R B T
MAPK 15518 [ A 38006 S 3009 ML RAE , 17 Smad ™~
miR21 ™~ WU B /)N B HE BLBA & A s 1% In E J2 i 1
miR-21 A9 T3 Smad7 £k FE, AT Smad?
ISR L Smad SR il B 7Y 1Y TCF-B 5 5 i,
ALY TCF-B {7 5l B i &5 5 VSMC R AL
P IAH VSMC 138 28 6 46 2 5 ik V= 1 114 S il
i Fik miR-21 SO 26 FEDTER Smad7 7] LU
F Smad™™ miR217~ XL @ B /N B AD BL 4, i
MARK 3 B A HANGE Bk, e B gl 20 7
R miR-21 X VSMC EA PR PERT, X Fp g
ERAE B, #2787 miR-21 A CHIRYY AD W TE
iUy
2.4 miR-30a

H6 Z E AT B (lysyl oxidase, LOX) S HAH OG5k
PRI R S 573 2 — 2L ] A4 0 11 P i S AL g, L ) R
W5 J ST A A B B 1 DA A R S AR 1Y) O 5K
TE AN A, 58 USRS RE 10 IR 28544 ) 40 Sk
RIE, LOX MBI f 2 S BU™ B E s ki, B
PRI A 1 2F A Dy S R 1 L2 0% 5 e A
BRit =z Ah, /N B LOX A 25 5K B LOX Ay 41 )
P28 AD B, Yu %7 3L FSERTHISE X AD 41
SUHATA I & B, miR-30a 35 TH &, LOX FISM: 2
H o EREAR, B A R B AD Bk i 35K
miR-30a B EHIN T AnglliF 509 AD H) &K, Hl
T 5 T, 383 XSGR B 5 FE ], miR-30a
Wi 4E A LOX (19 3'-UTR Mt #0  LOX B ik,
RGN ECM S5 4L 44T T AD KRk
JEIA AL, S8 T8 LA SR (E A TR

Y, TR AD AU LB T R AR I K miR-30a,
{H7E AA LU IFRAGINE] . I, miR-30a B Y
FARBATEABE S W AD B85 2 o T A I DR 15 4
WRFEIEW] AA 5 AD J& TS S04, & w L w]
REAFEIRTE M 22 57
2.5 miR-27a

EC I VSMC 24 L AR GE Ry i S 2240
TEFZPKA BT HA — )2 EC, HAvdH 215 i
ISP AR, EC AR AR IR 2 52 e 32 3l ik
HR A 2y HAT, 8T AD B9 & s L A4 BIF 5T
HR—HRET VSMC, REC A KM EC 1E
AD AP R AR S ARG B AR AD R IERIE ]
PIAERE , miR-27a BHIESE S 5 2R Y2l 72
s AR Bl A kR E miR-27a il
PRI EC DIRE M 7E AD H & #E 2 4R FH T .
Xt AD BEFEARIEAT ST, KB miR-27a 3Rk 5
TR STE A B KON K 48 9 ( human umbilical vein
endothelial cells, HUVEC) T2k miR-27a 7] i & fi¢
VTS i ek miR-27a WM G T, it T
AHICER e 3 A 45 6 WU 2R g 15 56 R B0,
miR-27a Wit 255 Fas FHCHET3E 9 ( Fas-associated
with death domain protein, FADD) [ 3'-UTR M fij 11 ]
FADD (323K, FADD 53ET 45438 AH B AR AT, R
AN T:, T A SCHRIER, FADD 58 53 75 5 1
AT, T RZ R B Ik T RE . BRItk 24, iE
FEE T HUVEC-A = 3l Jik 3 3 41 B2 ( human aortic
smooth muscle cells, HASMC) 19 3 425 frh e 355 FR A5 AU
FHIX —HEAY R R R miR-27a 1Y EC 3@ i 5 %
A KA I F 8 ((growth differntiation factor 8,
GDF8) Fl MMP-20 R Hl# VSMC L/, VSMC £ 5
WL BN AD 5 BV 1 45 5 98 1Y) o 2 it
W, 25 Bk, X et 5 AU EC A B D)6 58
TFIHRFE T AD WY R HLH, 0 H e BF5E 1 EC F
VSMC [E]fAH LK 28, 4878 T miR-27a 1F N B (EIR
JPHL I RTREYE . T f# EC-VSMC [a] A ELAE FH A9 HL
il A B G n] 8 5 3K — 3o BRI I6 T AL A 4
U HAEE R X,
2.6 miR-29b

I PLIRZR G AiE S — i G (o 1R 1 s 15 1Y 42
B VEZE AR 5, R8T R A MRS WLPR s R
O A7 T AP, 12 AA FIBEJS 9 AD 58K 32 &
BERBET IR BT, R T E e S B
KT ARIGIT A REA RO IE K 5 JLICEE AR B
T A5 . ITAER, K IF R R, B LIRSS
AR FBN1 A 58712 3 3 TGF-B B K iliG J2 75
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S AD BAEREEFRDY ) TCF-B E—FZ Ik
R A6 R -, 3 2k T B | 4k R AE L ECM. 1B
WES S5 Z M A NG5 7S 8 B
TGF-B {55 AT LAFI ] 5 FLER 25 A IR ALV AA
I A {H TGF-B 155 Wil S 30 AA IR E
RIBIIREHE 5l Merk 2572 5@ 53 F49 5 FBN1 %%
%/J\Eﬂ( Fbn] 103967+ ) Efjﬁl,anl C1039G/+ /J\Eftthfﬁlﬁﬁ
B0 2 Bk g BERE R, HE — B W SE 56 TF 52,
Fbn1 “™* /N B 32 8l ok B 20 Jfd 1) 55 98 72 F1 ECM
g e A A AA B EER N BRILZ AP, iR
KB, B E Fbnl“™" /N AA WK B KR,
miR-29b KB Wi TF i o Fbnl Y /N F= A i &
B TGF-B # | T # A F B ( nuclear factor-kB, NF-
kB) A%, NF-xB J& 2 it N 8 22 A 5 sk R+,
B A TR ) 07 BTLAAS 114 5 A 2 I 1T 5 3288 o7 252 O g ik
A, it 5 DNA 254 07 A R A £
ik, T miR-29b J& NF-xB B FU#JE Y., TGF-p Fl
miR-29b (14 3 il 97 35 BE # f Fbnl @™ /N B 1
AA R, RN S LR SIEA T, b Tt
ik B TGF-B 40 fuf ¥ ¥ miR-29b ) 3 ik, 0
miR-29b 1E R ¥ B 7 U R G2, Bk
b, NF-kB {55538 BB A B 9 E (5 5, 76 Ang 1115
S Bk R A AL AR AR VSMC e A W i Y R E
JNE, B NF-«B EE5 8k, 78 R AR ST, OF
KA Fbonl /N R 3= 2 ok Hy B 4 5 12 1 1)
%, XH7R, UL FBN1 RS HUW S KM AD 55
KICH AD 7EJE LI I AT BEAE 7 25 5%, FBNI
A FEY AD AT 2 R AR TR R Y A B
. SIMTHZ, XI5 5 FLIGEE G E R 0] AA
(TR LR B2 1 3 DL, WA T miR-29b 15 M
FEIRYTHO S B F B, SR TN TR ST AD 1Y &R
HLHITE AT
2.7 miR-181b

SN RERE AL AL AA 2 ) R Y], 33
Jik % A= sh Bk o R Ak, o 2 I 2T 2 W R S RE it
2 E BRI 0 ) TR B AA . FE B KR R
AL BEBR | 5 AE 20 i K e B R 2 1A K i T T
HATE , X W 1F J2& 18 32 30 k9% (abdominal aortic an-
eurysm, AAA) FEEAYLRRHLHIZ—"7' . L4 E g
I STV R A A Ay i 3 S R R 1 O ML A S 1 e Bk
filh, Herp A JE R R IR T MMP 5 TIMP 2 [i] 1 3
13 BRI, HeAth Y 1 4 YR T RE L A 2R
VEFR 5140, 38 b 41 3 VSMC #8355, 3875 390 A= 1l 8
fEiE ECM I L, [RIRER, i B W2 i = 28 | 16 0%
FEPE A T R EAEAERY MMP LA 7] fig i 1) 30 1R

o R, #a MMP B9 20 4UH0 97 TIMP | 38 i3 14
= TIMP W3R8 R W 25 22 8] 1 3 285 -, 7]
B2 Wm0 B S BRI AR RE AL AT AA JE BRI
PRYER . Bt , A — WA o8 R, 1R % B9 £ 50
Ik ZH 2R 22 50 B W 2 L 1 3R 35 TIMP-3, 76 AAA 41
2 A 239 1Y B WE A Mg 235 TIMP-3, 11 miR-181b
IE R E WA TIMP-3 8 2R 8 6l N+, 2531
PRS0 Ik o8 RE R AL R AAA AN B S 2k T R
miR-181b [ TIMP-3 [ 335 ks 1> 3l Jok Al £k BiE e
T AAA IE AL, BRIEZ AN, 30 % BL, miR-181Db #[w]
g4 s mRNA (19 3'-UTR, 7E VSMC H i@ i 317
il miR-181b AT LAMG M sMETR (0 ik, XK,
miR-181b IAFAET /M SE T TIMP-3 Z AN IRE™
XA 5T SR AL T UL A , 38 3 L [n] miR-181b >k i
FEE REZE A TIMP-3 /93K 3k , b BIF 5 3l ik oy 4 it Ak
Je AAA AL B 188 3 A S B RS G DL A, AR,
TIMP-3 A] L4 ] £ 4~ MMP 1 ADAMS, {H 4 #i
miR-181b [ TIMP-3, J& 75 H #ill ] MMP-14 ({5
P TTIX L8 MMP S A Bl & 4 7E FH %, X1 B
i miR-181b J2 4 faf 2 2| F& 2 MMP K H 91 il 4
TIMP P A W B

3 AD FEJK#IELFD RNA

KA5EAE S5 RNA (long non-coding RNA, IncRNA )
SRR ARG 1 e SR A B T 200 nt /Y
RNA 73, IncRNA 78 Wit 1% | &% 5% FiE 5% J5 55
A S SIHEE RS, IncRNA P #A
i RNA ARG 55 SRl r=9) , S BB 2ED)
fig, SRIM, ILAEK, KR AYAFST /R IncRNA & 53¢
R 5L A e Sk s M N is i 5 &
FiAEY2E T RE . HAT, ZEMFL 3, IncRNA 4
RNA f94% ~9% V1% IncRNA #BHA7 557 i — 4%
ghky — 2 W BT UL X S 4 i e o, ek R 2
AL SRR, 76N 6] A s [R] RN 25 [i] v A2 31 4%
BOIEEE, IE A, IncRNA B4R FIBLHHE 3 2 24,
B AR 2GR, HETHFSEC A1 IncRNA 7] 38
WEES RS T EMH RNA B4 11 s/ S 0 05
HFAG AL T i R A 3R 5 3l 0ok 5 R R Y e AR
TS H AN , T4 mRNA B854 /E 5 miRNA 1
AR, 454 miRNA M I8 4% R I # mRNA 19 3%
ik, TEEHE T KRBT iR IE IncRNA 2 5.0
ARG & A R, BT AR L1 2 AL AN [R) 1
KB P BEA B3 s Fk R 5 I IncRNA
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B2 W AD V7R R B E A bR B Y SR £
H Iy 1k AR A WF5EEAS IncRNA 78 AD HHig/EH
ML, IZL5R 45 T IncRNA 76 AD FRBTE Y &R
B, I 8 T A PE AR BR A, K8 1] IncRNA
5T AD (1Y KR AL RIS AE iR T T Bed it — 23
ERBE (R 2),

% 2. EERFM IncRNA FE 5k £ B L H
Table 2. Mechanism of representative IncRNA regulating

aortic dissection

éEHH@A AR Hj I ab

IncRNA Sy 34k, 45, ife
HIF1 o/ ST/
i

HI9 VSMC S iRe103b-3p  Femgtim o
LINCO1278  VSMC F[% miR-500b-5p Hji] 32 #5445 158
PTENTI VSMC #1 miR-21 i 4 e A0 s 20
XIST VSMC #81 miR-17 fe ey T
CDKN2B-AS1 VSMC #H1  CDKN2B fe kT
HIF1A-AS2  VSMC 3/l miR-33b  fig i 2 #0540 142
ENSG

Q Jut 1 *\/‘A > [43]
00000269936 VSMC #4/m MAP2K6  #hl e A A
3.1 HI19

H19 25— ETE AA WAL R RPEA
EEIJAEN) IncRNA, Li 5538 1 Xt Ang T 15 B AR
VLR IS S/ R AA SEATIN R 2 E F) HI9,
16 AA R RED HI9 B35 FIE Mk H19 (3
KA RN AR R AA B9A R ML ok
Y, H19 38 58 [ o R A% i) SR 3500 5 B4R 3 P
la(hypoxia-inducible factor-la, HIF-1a ) A EAEH , A
M-S VSMC T, fil, A7 SCHRHRE , H19 7E AD
P R IEEE/ER . Ren 7 iid /0 PR gs A4
YIE B2 Br R, i MR IR A K K7 BB (platelet
derived growth factor-BB, PDGF-BB) /5 & ) HASMC
W1 H19 MMP-2 fil MMP-9 %35 I, miR-193b-3p .
a-SMA Fl SM22a 35 F 1 ; UUER H19 AT LA il
PDGF-BB 5549 HASMC F A4, shi 525k i
TUER H19 F1E 3 miR-193b-3p 7] LA R AD 5
T E B Bk B3 L BEOR HI9 & AD Hi Y
TRITHE S LI B T IncRNA 78 AD (1
TEAERT, R8I T IncRNA 1E J12 Wrbr 2 9 F AT ]
IBIT N FH AL
3.2 LINC01278

e A 0 2 A 0 4 0 A ZRN AE R A
Z (0] 22 S F TR R ) B B, AT DR 4 ol

BYRHIF 2 & B 25 3L I 23k . B AD ¢
(25 S LA B AR 22, A2 BIAF IS i Ak ) 4
FEARSEAFZ I, M BB A A R 1 BB W
RIS EE . Wang 457 58 i 5 3
M P46 ZFE PG B2 F BRI, 7E AD 41
1INC01278 Fl ACTG2 F9 335 T ¥, miR-500b-5p 1Y
Fik LA, SRk BT LINCO1278 ()35,
A3 S B R T VSMC (R AL B XD K il
A JE PRIE 52, LINCO1278 B Ji] 45 & ACTG2 1Y
miR-500b-5p, ¢ ik, LINC0O1278/miR-500b-5p/
ACTG2 {55 AETF & AD (I Wiks 5 FHE )6
77 AT I ERIER
3.3 PTENTI #1 XIST

PTENP1 J&25 10 544 o (AR Bi % 0 6 19 1 e A1 5
J1# A A YR FE A ( phosphatase and tensin homologue-
deleted chromosome ten gene, PTEN) FMEEEA , 7 AD
APy FE, 1355 PTENPL &35 38 I PTEN
FIRIA IE S AT, AR, 70 PTENPL o] 4
O H,0, 51 HASMC 8 1-, 7EHLE L, PTENP1
fER miR-21 B4, P9 IR 38 4+ miR-21 f1 PTEN
BESEAISE A BRI PTEN'® | 28 40358 BN 43 BT
/N, HASMC "' AKT @2 fk 41 B A & 71 D1 A2
A E FE T, X T A8 AD H PTEN i &1k
MZEF . BRI 2Z A, 78 Stanford type A % AD Hr,
XIST /R miR-17 #4345 L 1E [n] 45 PTEN 1Y
Fik, @ik XIST i@ i~ PTEN #2k VSMC ()94
T, NI ZE AR AD [k 25 L Jirid  PTENT1 Al
XIST J27RY7 AD TS TERN A3
3.4 Hh#E7EH IncRNA

Lin 21 % 1 RP11-465L10. 10 1 MMP-9 7
TAD AU E EERIA 1 3Rk RP11-465L10. 10
fEHE VSMC 11 & B 55 e F MMP-9 11 %35, Zhao
AU SE S G E B PCR RGN 2 200 it J& 199 2 Pk
S P ) 7 2B i L RNAL ( ceyclin-dependent
kinase inhibitor 2B-antisense RNA 1, CDKN2B-AS1)
1E TAD A4 e 23k, HLH [, CDKN2B-AS1 /£ K
miR-320d 1Y 73 ¥ 16 4, 38 & 47 ] miR-320d ¥4
STAT3 &k, -0 WA P Bz 40 it & 4R i i R840
ALAH 2% IncRNA ( smooth muscle and endothelial cell-
enriched migration/differentiation-associated IncRNA,
SENCR) i 1A ] VSMC B34 58 FIiE 5%, 4E 45 T
VSMC s A1) Sein SCHRIIESE Bl S 5 5 R 7
la JZ 3L RNA2 ( hypoxia-inducible factor-1a-antisense
RNA 2, HIF1A-AS2) 7E AD 440 b B WL 8784k B
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VT SCHRIRIE HIF1A-AS2 5813 miR-33b/HMGA2 %l
P VSMC (g 3 58 | i B A0 3R BI5GB Ab,
ENSG00000269936 i i it =X #1 ) I 4 i J
MAP2K6 , T/~ 5 AD W %4, HAEEENZ,
MAPK {5 5 i % #% {16 = 5 0 15 AD 1y i &,
IncRNA-1421 i & Jz =0 3% 45 TIMP-3, FBLN5 #1
ACTA2 B3Rk 8T TAD By & R, i 26 3 ik il i
AT XSEH AD WER™Y | R4S X 5
AR H B R R (B AD /9 & L SR 4t T
B UL, T BEHS /R T IneRNA 7E 2K K 1 B 536
J7 AD I EZAER .

4 AD HEIFRFIK RNA

FROIR RNA (circular RNA, circRNA ) J& — 2K 22

mRNA Fij A 2 ) B 29 5 A A7 A B IR 45 + B4 4
PRAES S RNA, AN E 4 510 745 F1 3" poly A 4%
¥, H He8etk RNA R , AN 5552 RNA SN 5%
Wi, circRNA 7E 20 20 90 4400k & 3, K I Lok
BRSSO & 3N AR D g, 4R
B RNA T H AR AW, Qe ZL3h )
b E FRCT S Y cireRNA , B2 5 2 M
(R R, cireRNA SRR 2 fRF  HA 44U
S TER I8 AL 5% S 5 A8 i PR s 1 32 3 R Y
Fik, HETC MM circRNA 1Y 2 8 £ 45 16 N
miRNA S35 A4, IR 1 5 6 D9 A e ek
B I, A B AE M BRI RE, DL ORE m6A
) G LE AD  cireRNA IIRFSR A2, (H
LRI cireRNA 1] BESE R 12 W7 1 BLAR A 4
PREWI(3R3) .

*3 EBBHNRFIM circRNA FEE 3Rk EHIHLH

Table 3. Mechanism of representative circRNA regulating aortic dissection

circRNA YA A Ak LILESY Bl
circCdyl =N ] Ham IRF4/let-7 R LA 2 g 147
hsa-circRNA-101238 VSMC s miR-320a (R
hsa-circRNA-104634 VSMC Ham miR-145-3p A T e g [
hsa-circRNA-104349 VSMC N miR-26a-3p Vbl s
hsa-circRNA-102683 VSMC En miR-29b-1-5p (R T
circMAPK3 VSMC e miR-1273 AR 45 45 14
circFUNDC3B VSMC Ham miR-143-3p TR ECM [ )

4.1 circCdyl

EL WAL 7R 45 AAA IOIE b R 5 T
FIVER] . Song 2517 B cireCdyl 7E M1 7 5 5 44 ity
BRIk, 1A cireCdyl 2 7E M1 AU g
AMHEAL, N3 Ang IT 55 19 AAA JE 8, TEHLTH]
I, cireCdyl 38 3F #1448 2 94775 A 4 (interferon
regulatory factor 4 , IRF4 ) ARAEHE ML RAE , 5
%K AAA TTE L, A, cireCdyl 38 7] LIAE J let-7 1Y
ML AR HEERAN T C/EBP-S (UK LI S E
I AL . HEAR cireCdyl P22 5 T JE 458 1L 45 R AE 1Y
TER, RIRIT AAA IR S,
4.2 HMFEEHR circRNA

Zou ' RBUAE TAD HfEAE 8 173 A2 KA1

circRNA, H: 1, hsa-circRNA-101238 | hsa-circRNA-002271 |

hsa-circRNA-104634 _hsa-circRNA-104349 1) ik F
I, SAPE R R, 5 TAD AHICH) miRNA
AT AR circRNA #% , il 40, hsa-circRNA-101238
A PLS miR-320a A EAE AT, AT 20 MMP-9 7K -

SAR= shsa-circRNA-104349 1 hsa-circRNA-104634 o
5 miR-26a-3p Fl miR-145-3p #H H 1E H1, 12 ik
VSMC & AU % 3 57 8 T ; hsa-circRNA-102683 Al
hsa-circRNA-104033 43 5] #ll #l miR-29b-1-5p F0I
miR-195-3p MY F 1k, I A2 1F 40 ML 98 7= F1 ECM [
fiff, R R R, I Ah, Tian 25 28 cireRNA-
miRNA-mRNA W 4% 43 #7 IE 52, cireMAPK3 7] ) 5
miR-1273g-3p AHEAE FH, DT 8 75 1 20 R B 11 3 il
FGR 1935, ROC 7ttt —AIESEIMIF 1 cireMAPK3
HIZWHNE, Liv 22 &3 cireFUNDC3B 7E £ 3 kg
ALK LI, cireFUNDC3B /E4 miR-143-3p
H T4, 9% ADAMIO FI2A NS5 AA AU
o Z5RTIR, E AP RRE A LER) cireRNA A AL
kg AD JRYT BT S RS W A= bR 8 (4TS
[N/ e ST R a1

5 IN &
22 F AR AE4RAS RNA 78 AD i T B
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At A I AR AE (EC 1728 \VSMC (1R 5L
WES 5 AD &4 K R, il miR-31-5p . miR-
134-5p \miR-21 \miR-30a %5, L 7E S Y BAFI A 2
PREA TP 15 2] 5 Uk JF 45 T AR S i, (HAE
IncRNA 77" H 7 H19 , LINCO1278 , PTENT1 A1 XIST
oy T WIRAIAE SR B, b, cireCdyl B IR S8
W E A S S AAA IR AR SR HAE
AD o i Aey A AR AT AS A5 10 R0 R Y R U
miRNA 75 AD HE N A Win &) UL SR 7 HE s8R
B, LA miRNA 38 18 i 38 [ 24 ) 7 e PR 1
T EAAVAERAE S (B, [RIRE BB B HoR 1Y &
Ji | 38 008 I R A R ) A B K e A T A A AR
AD [ IncRNA FI circRNA , {6 H:A U] 4 3 g AL )
WG R, W B — 2 A W 2 G Ok R IE,
miRNA IncRNA Fl circRNA 7E IfiLJ& FF 2 5 727, 7]
VIAER R AD # e i 2 Wdnii, SA T, I v
IS ARG AS RNA A] RE H 22 ka4 70 WA ST, IR I A
WAELTE A SRR B\ AD 21 40 % 2 1 45 He
S RIE, BRIZAN VEA AD A Ybn S 80E
STHE A W EEAE AD KA G4 (EC , VSMC Al
GEEYHN ) AT SO B TIRA T AD &
JE LR A 2 R AR S M AR A, T L R b R R
mZH4,

H i, % AD A A IR IT ik, il
FE R —Fi BH B - 40 oK UK A28 1) miRNA 28442}
Yy, i T AR SRR, SGE H T TAD SRR (5
JURZEAAE) P L AD 19 & A= HLIAT A 58 4 B 1
e F ke 25 TAD Z [a]; FE R RARE S e K
PEAD 55 KIE M) AD 2 [al 447 A ] f4 & A= AL
il AR A B AR gAY RNA ZEAS[R] AD R rp % 44
AERIIRE, AL, AR AD RS RNA 1HF
HREZHEH T VSMC A EY R E] EC FIE
MR, X5 T AD B AR ALE A gD RNA 194
Yy DhRe LL SO IR YT RIS B AT IR A
HIBIFST , R AT RERM N AD 897 IZWr A R T B,
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