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[ ABSTRACT] Aortic dissection (AD) is a serious cardiovascular disease with high mortality rate. It has the charac-

teristics of rapid onset, rapid progress, complex and diverse manifestations, dangerous course, high mortality and poor
Although the specific pathogenesis of AD has not been fully elucidated, in recent years, microRNA ( miRNA)
Through the

application of gene chip technology analysis and other related studies, it is found that there are significant differences in the

prognosis.

has been found to play an important role in the occurrence and development of many cardiovascular diseases.

expression of some microRNAs between AD patients and normal aortic tissues, which obviously contribute to the diagnosis
of AD.  Many studies have shown that miRNAs may play an important role in the pathogenesis and diagnosis of AD.  This
article reviews the research progress on differential expression and pathogenesis of miRNAs in AD.
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3wty B 1), 400 ) L K] A i LR A, A
MR FEIE YR . JREN, miRNA P ¥ 5 A8
=0y — BN 7R S AR ) RO B P 2 A A R
B miRNA £ik, B2 5 2 M A w it i, fe i
PEEFE AN AL | A0 1 B R AS | T A
VUSRS T R A AR T

1 miRNA 7£ AD ZEBMHRIE

9T & B miRNA 535450 L 45 9590 Qs
WLREJES | 2 ik s A e Ak % ot 38 5k o 4 1 N JB T
AR L BB 50 AT 5k 1Y 2 o B
PRI RER B B kR ke SCHE/E
M AD 2™ 5 1.0 ML P . A BFFE R BT, miRNA
A REVEAERC I AD A0 . 38 A B BT R
miRNA 75 AD BFHL P HA B EWERIERE,
WF9E & 7 BB AR AD SR B9 2 S kL 21 % miR-
NA Rk FEHIT AL, KB~ miRNA 78 AD & Ji AL
il P TR0 X A ST & B, 3 o
IR B R HOR A ik , FE RS 7 R B 158 F
miRNA A5 2 5%k, Hrp 82 Fi i35k ,76 Fh F 4
Fik, A A I UE AT, HF 4 B miRNA (miR-
25 .miR-29a  miR-155 1 miR-26b) H A i 55 M4,
Pahl %570 FH 3 R B R 7E 4 38 4% 2 i 5 )
UERH ZE G845 R 1Y 139 A 22 S Pk £ KA miRNA
o HA 8 A miRNA B G127 5 X, 76 AD B
1 miR-181 .miR-21 .miR-146a & # 4, miR-133b,
miR-133a, miR-30c-2, miR-331-3p I miR-204 H A
T, Liao %61 58 xof 3 PRI A H A 0 25 )5 & 3R 74
Pl 5 1E 5 AL 2UA B 35 M 22 519 miRNA, Hrr 18 Ff
miRNA BA & i, 56 A T, 5k j5 84 7 Fh
(miR-183 , miR-433 . miR-491-3p ., miR-30c , miR-22 |
miR-143 miR-145) A& 11248 X, 441 miRNA ()25
SR PRI e — 2 SC R B 5E . Wang 25000 38 i Y 55
AD FEFIE H BT R 1 2% AT 2R A 4708
FArHr , 8WbR AT % & B AD 8% 30 4~ miRNA
FORA B FUE o 13 ARk B 1T AERBT
P 12 miRNA s 28 A 7R, AD B35 A 39 4>
miRNA 255338, Ho 33 A~338 B, 6 MR T
VI A 2 AN FRIAIE, A 4 4 miRNA (miR-4313 |
miR-933 .miR-1281 Fl miR-1238 ) 7 M. 3¢ FlZH 21 14 i
ETh i AR AE R WATE Sk AD B F FE o ikl 81
AL B8 A7 7 K i 25 M R 3K 1) miRNA, Wang
SEHOTYE 98 ) AD HRF, E T e AR E R R
i 1 2 1 S B SRS A% SV ( quantitative real-time

polymerase chain reaction,qRT-PCR) 5:iE & B, 21 Ff
fI 45 miR-4787-5p . miR-4306 %5 () miRNA & 75 531
ik, Hoh o Rk Bk 12 FhRIR TR,

4RI AD B S E D A SR A, 5
W SR ZRAR AT X HR S, I 6 PR A
ARIFBE SR 5 AT 0 JE B B A7 5 38 B 43 B, O 32 1
AD BEMIE R E9 k25 RIE>1.5 519 89 4
miRNA | Xf 2% 5 %A 1 miRNA i /] miRNA 3 Pg
PEATRRIE TR0, 4R )5 1 FH KEGG B304k 2 % 0 35k [
WRES 5 W5 @ s kAT o0 i, 45 R os, 3
miR-21-3p .miR-1973 . miR-612  hsa-miR-29b-1-5p %
16 2557 351 miRNA ¥5 K w2 il Fn ik 1 & A 1R
J5%) ( phosphatase and tension homolog, PTEN) | B ik
CLAH DI 2 | 22 243005 AR G 1| 55 23 /1 I
R, Z53ER NshE SRR 11 &5 AD
A S, Bop i —IFFE L AD 5 FIE
AT B ST, A 314 FHI 07 1Y miRNA rh
ISERE 24 miR-320d . miR-582 %5 46 Fh B A4
T 25 ek miRNAMY | o 5 P £ 4t
XF miRNA Xf T AD HY12 B LA K URe 73 5 b i ) 1Y
T, XUARIT S i gT 4 B woR , D UESE 2 5
AD HEE, I3 miR-21 Rk K22 3 G2
H X (P>0.05) ; I3 miR-21 K%t AD #yi2 W B
A —E WG PR E, 5 i A 2 DL S AD 12 WG
H5>F IR, Wang %0 3 i I8 98 ] AD £
HIICHRIC L LS Fr i % qRT-PCR %6 iE & B,
miR-4787-5p Fil miR-4306 Wi ff B & 2% 53 £ ik
miRNA F3 138 ik #1022 38 B i 19 PKD-1 A% fb A=
KHF B1 (transforming growth factor-B1,TGF-B1) Yy
RikKZS 5 AD KW, HINFEA R HI/E ROC 4k 4
BN P 2 W0, 25 R R X F AD 120
B — 5 B X AT 2K BAF B A 53 ok itk — b
T,

Zia LR 4 R A J1iEH] miRNA 78 AD /&
HAWEN 2R ERIK, 2 7R IEM miRNA 7£ AD
1) o AL T B 2 g i R 1y ELAAR A FH L o 3 75 i —
HIIFST, —26 miRNA GEAS B AD B2, 0 2 1)
IS SR 5 () — Fh L 2P miRNA 2 OG5,

2 miRNA &5 AD & mHLH

AD JIRHLHIAT A + 0 W, BEAT BF 5245 2R 2
NI ERZ AD B EEZZM AR . miRNA @5
M) = S JhK i S 3 LA B ( vascular smooth muscle
cell, VSMC) | ML PN B¢ S AH DGR AE | 4H i P LS5 (ex-
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tracellular matrix, ECM) IR R E k2 5 AD B9k
Wi, WA VFZHEXT AD ZIA 5, i a0 & i
JE GG PR (S LR GRS ) #5 AD K
R
2.1 miRNA 5 AL EFEKTFRINAMIRT

NZEE BB UL4E B (human aortic smooth
muscle cell, HASMC ) FFRSXT 4E R IE # £ 3 kD fig
A HEMEH, FRAAIHAE E AD JE B, miRNA
FEJH T HASMC d2E 2 AE M, BEAEAF SR UESE, 7E 1k
HPSZIOEFE T miRNA ] LUE 2 45 HASMC 3458 |
TR RRNARETIRE, S 5 mE B, S
5 AD B9 .
2.1.1 miR-21 WF9E & P, miR-21 %F 1L /N i 8
AR T35 S A HASMC 1T 7% i 72 8 & 54
miR-21 Sk R LER B 1 A 3Rk, A
e As VSMC A 40 25, S i 4L sE 7). Tao
SO ST R B, AR R R B4R R B B9 F BBk R miR-
21 FIRAKEA 25, i@t FACS 4347 8 B2 ek 41
HIAE T A F 4 ( programmed cell death 4,PDCD4 ) 1
EARS 5IHEMRIET: ; miR-21 @i PDCD4
A5 RE DR 1 2 35 O R 5 HASMC B4 % A8 17 i 72,
FANIBFTE &% B miR-21 4 8 = 70 4 s 1
(activating protein-1, AP-1) i 4 2k I8 % HASMC #Y
W AT RS AR IA N miR-21 Al DL ] VSMC
AOREFE AN AS T AR B 5T & B, miR-21 fHE
FER PTEN W] Jh] T Ui Jey 3 2k 25 BRE 0 A S o g T 32
P R 1) 3k, fE UED I AR T R A R A
B, SET ] VSMC P8 T2, A JF 5, miR-21
A DLE AL B SV2C S VSMC 395 A2 iE
MAEER, 25 AD KA, XA 58 i I 4
AD RSeS| O WU BT 2B 25 10 3% 3547995 151 X6 BE A
SERIL,AD 4L 3% miR-21 BYAH Rk K- 5
FZIE(P<0.05) . ZE LRk miR-21 5 AD K557
TS A OCHE
2.1.2 miR-26a miR-26a /& HASMC Ay & %
PEEAL 8, 7E HASMC 4346 358 P8 T il 72 rp ke
TETVER . Leeper %M [ HF 5% & B miR-26a £
AD HHE LA i T Smad-1 F1 Smad-4 45 H
(2235, NI TGF-B 15 3 A #F HASMC 19
HEFE ARSI HASMC 895346 F4m g v, Sl 5%
M AD K95, Koga %"V i 5250 & B Smad-3 )2
miR-26a [AFE FHHE G, REAELE TGF-B 15 5 I Hs bt
Smad-3 B L BRI /> ECM B AL R, 5L
AD &9, A, miRNA-26a i BE D812 35 147 1M 45 Y
BB B E SR WIS EA, 25 AD 1Y

2.1.3 miR-124 BT Tang %0 fifi F & 1 ik
SR G EHE ROV FAR LB miR-124 £ AD H3& Th i
8 REATG, S PR Y 5285 % B, miR-124 /& HASMC 3
BRI AR5 38 3 A FH T T D a5 e ok R -
SP1 11 3’-utrmRNA ffi LRI T I, ] VSMC 13
B, Wang 25 BF58 & 91 miR-124 E 42415 PTBE-
1 5 PR A 8 77 40 i S B A OG0 638, 10 440
HIGTE RS, IR e S 5 R0E RN B 3R 3E, T
25 AD K9 ; (A EARPLHIL R i — 0%
2.1.4 miR-221/222 miR-221,/222 W72 AD &
BRI E AT AT AR R A 8, 5 A [A] Y
HAREE R AU IR D e 3 5256 & IR a B
miR-221,/222 f/N HASMC 38551 7K S FRAR [ st
FEXT R L B 5 T HASMC Y miR-221/222 {3 iA7K
S EJE UESE miR-221/222 J& VSMC 14 5 15 P fik
A i B R 5 I T miR-221/222 il i R JE R A
p27 (Kipl ) Fl p57 ( Kip2) B 3% ik /K F, 3 9 45
HASMC FHEBE I 5 M0 A P A B2
2.1.5 miR-143/145 FEPLE FHR ZIAE AD
B miR-143/145 BY/KF TR, SE80 & Bt %3k
(%) miR-143/145 A F] T K Bl 4 24015 8 A=
JEEROTE B, miR-143/145 £F %) KIf4 1 ELK1 25 # [i]
O RARTE ST LA b I 36 58 2 A S
WS & B, 1L 78 400 475 BE 08 R R AIK VSMC 1 miR-
145 (35 TAH D 38 A% 48 1] 66 RS A2 K14 T2
KI5, 5500 i) KIS i i 8- WL oAk, 2 257 UL
HB IS B0 A NI A I Y o — IO
S5 R M, miR-143 & W] fE 4 o H ) & M C
(protein kinase C,PKC) e HE4IMLIH TR MR VSMC
AR, 2 S 200 B G 5 g 2 R UL A T
£ LT S) R
2.2 miRNA 5ME M & & M K iE Rk 5

A5 PN B 400 i A A B e R e 43 A
o B HA BRI AR, BEOR A7 L4 8 B FNs i 1
Z 5T A K T7 e SN RN E A5, LA AT
TE L JRy B 7 A A SR T N, TR T B bk ORE Y
e HE ECM &A@ AN VSMC T, —H RS gmiin
HIREREIR AD T 27
2.2.1 miR-126  miR-126 &—Fh HA M55 N K
AL A S M ) miRNA B 7E P R 40 rp 3 e, A
I A5 AE R I A 9 0 P RS EE AR, 7E ABR miR-
126 (1 5E 5 o ik i & & # & B, Bk miR-126
PIIEAG A & B AN 5685, I8 3 ™ & ; [F B miR-
126 Y FRIB BRI 23 10 HE 145 A8 AE J2 15 B0 20 ik oks
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FEREAL . BF5T & B0 miR-126 38 i FR il ¥ L K] Spred-
1A Pik3R HY2IE , 2 5 MU N B A0 M AR AR A
Lt B o AR 28 A AR AR % B2 IR 2 1 (oxidized
low density lipoprotein , ox-LDL) A& [ I % PN Kz 41 g
H miR-126 BT B R ABESE & B miR-126 7] fE
T T 5 0 240 L R R S 1 0 R A A R I A AR A Y
ﬁ%[ze-zﬂ )
2.2.2 miR-155  miR-155 E4ERFANI MR A
— P Z I Re PR K, B AT DL A e A | SR
RAE s 7 B Y o I A8 R 45 22 Mg B A B IR
o TN BT RS e/ USRS
AL ( RAW264. 7)) F1 ox-LDL Hll 35 i) 410 i 52 56 | 38
FEHEIN ox-LDL YR & B miR-155 &3340, 11 40 ffg
4% 6 (interleukin-6,1L-6) & PRFE I F o ( tumor
necrosis factor o, TNF-a ) 25 9 5E K F /K- T, 0l
miR-155 75 L3 48 AE 1 A v 9 380 o A (0 S
B miR-155 T 98 40 M N 1 15 5 B S il o 1 1
(suppressor of cytokine signaling, SOCS1) B ik, 1
I BERR AL I 5 S0 5 F1 PDCD4 193K AT
ek T RIEN TR ERL, 25 AD RIR
2.2.3 miR-181b  miR-181b & Ifil & 4 5 S S 33
P ) — A E BN 1, 7250 T 2 s ok el AL i
FHH LB miR-181b F kK B FHFIT, An %
AR ST & B, miR-181b A] B85 F W 20 i i 5 AH 5C
B EH ST X T U Notehl 244, P57 B 40 g M1/M2
FH B RIER F, B 5 RIE R . Liu %05 9
5 &P, miR-181b L[] PP2A/Sp-1 i s, $1il #% [H
F kB ( nuclear factor-kappa B, NF-«B) il ## & 74, T
PR B AR N 32 (R AR B ) VCAM-1, TNF-o 25 58
E R TR SEZE S AE VT 5 [RIH miR-181h AR5 1 4
B AR AR S 5 R AE, miR-181b 3@ i T Jif 4 5
5-FRENEZAK 6 AT 5 HE A0 T AR I (R Sl
% R 8 A A (protein kinase A, PKA) & kK
W4 NF-kB {55, e F & AE K+ 10-8 | 1L-18 4%
B, FERIER A RS AD £H% .
2.3 miRNA S48M5MER

EBPk R )Z - UL AT ECM 41, ECM
V& wop S SN AR PSSR i S i
J& 5 F i ( matrix metalloproteinase , MMP ) J& ECM 1
VRARAG 24 MMP {5 PR = I A ECM R IR I
EREKE , AWK ZF miRNA 520 MMP
RS E AD B &R,

IIRESE ) & B miR-29 160 WURHBE i 15 J5 25
F2FYifbid B b A3 A R A A Y miR-29
P RIREE A RIR | 2 I B R GR AT 4E 20

Jarf miR-29 WIREAS T IR (I Ras . i — 2 0F
TERIL, B 40 M 5 AE miR-20 B 3 K, kK
ECM #9 I i 58 H ( COL1A1 ,COL1A2) | I 78 i
JREE I (COL3AL) %5638 T R (H T FRIEEE A K, 2
B miR-29 %1 B 2 1 R IA A T M A FHEAS
EME—EIN R, A5 & B miR-29 REAE 5
TGF-B/Smad 15538 # , 76 m 5 /) B miR-29 525
K I TGF-B/Smad {55 38 #& 7K 7B i L], i I 4R
K ETE, g 2635 59 miR-29 M BEAE U8 /L Smad-
3R BT B R AR B R E S KRS, =
HAD K, el ) — T kB, A i A AD
SRR B AR B 2H 7 3% % B, miR-320d 1 miR-
582 ] LASE A 0 1] T YA 5 TPS3 I8 45 4 i 1
PRI 1 Sk I 5E TNF-o A (40 AL J8 1242 72, AD
BE W COLIAL FIRB e MR M 1 A
BT - 7F; miR-320d H1 miR-582 i i 545 ECM {55
WSS AD K'Y, A — LA 1R 1, miR-
195 .miR-205 .miR-146b-5p %5t 1] A 38 3 5 1 TGF-
B 5 5@ B IH T ECM k&5 AD iy &7 B
A A5 K 5% i BIL L 3 5 2 5 i — 20 R I Y
WESE

3 INEERE

124 F 1 miRNA B [ N AMF 5 R AR 41, (5
FLIEAE AD BiCHAthC 1 4550 Hh LS & G Uk Y
miRNA ZI45 /D, T RE AD %9 it 4776 Ho Al 5 SEAIL il
AR R B, MERGIS W B 2 17 3 sl ko iR 7 2
HEZRAM, wH—L5 AD AR miRNA ff
SEA BB, — 25 T miRNA 2 W AD ARSI
R R, A I 2 N 2 T L o 0 A R B
8 24 miRNA 1El AD 12 Wi 556 B2 Wy i — b
Jr 2, A miRNA i VEXT R 1 4 FARiC 9 s )
P2 AD #2238 0 il 7 miRNA #b 78 i 771 >k 7
G B A 5 3 Bk BRI S E TN AD W H
1), X BB AR T A
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