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[ Abstract]

dilation of the aorta, and abdominal aortic aneurysm( AAA) is the most common type. miRNA is known as the single-stranded non-coding

Aortic aneurysm(AA) is an important disease threatening human health. The general performance of AA is the pathological

small RNA ;| which is widely involved in the regulation of post-transcriptional gene expression. With the deepening of research, miRNA
has been regarded as a crucial regulatory molecule in the development of AAA. Understanding the regulatory role that miRNA plays in
the development of AAA contributes to the early diagnosis and targeted therapy of AAA and facilitates the prognosis estimation.
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RIS RESEHEAE , SEBIkoR & A SR
1.1 miRNA 5 VSMCs By38%E % AT

VSMCs A 38 it 3 B8 1o Xof 4% b S0 L 38, R
JEE VSMCs IAFFERIA A 2 VSMCs iT 85 5 L4 ¥
R R B, AN, VSMCs /Dt 2 Bl ko
YIRS 9 FRASRAE . VSMCs 18 T 1 ARG i 1k 25
F 7K ASH T BESS 4R 4 2B B, SBT3k
BEMY 5K | e 25 | 5 2 ks sk i e A S FE 9
XTT AAA Wi R AT HEVE R, R, 90 VSMCs
FITET BN R AAA JAYT I BIARZS

W3R, miR-7 "I #EE L EY CDR1as T34, 2E 1M
3 CKAP4, i PI3K/AKT i@ %, 3F-52 0 DKK1 Ff)
IIRE, 2 F VSMCs Y3458, 10l VSMCs A9 T
{HAF B, R |, IncRNA 7] i3 5 miR-
NA 454, 2 5990 0 KA K, miR-21 E4IEI1E
VSMCs 3458 AN T A I8 A T Aol B fv . IneRNA
PTENP1 i3 35 4 P 45 4 miR-21, {2 i#F VSMCs 117
PTEN ik, 3R PTEN #F— 2540 Akt {55k
- IR AN B 34 11 D1 FIE 2858 0K O, i
T VSMCs (3658 I 4t 08 7, i h ik i B
W — 05T 250, IncRNA GASS 1Al 38 4%
A miR-21,f#F% PTEN 3G PR, P06 Ake 9 8ERR 1L
FGAL, ] VSMCs (385 , fedER T
1.2 miRNA 5 VSMCs HJR B4R

VSMCs FEA WA (Fr4k) B R G (253 4k)
RIS Fh Y Ab F e 4 BL A VSMCs B WA ) 3
5 R, HAR /DA A AL, A AR VSMCs
WIAHSZ . XA SR EE A, VSMCs 1] 1 FH & 7Y
BRS04 RESS R B TR | SO R A b
A2 I A8 0 0 Jre Y FE B R R R

TE—T 45 55Kk % 1 (angiotensin I , Ang Il )i
1Y ApoE~/=/IN L AAA 5L 1, miR-126-5p B I
SCECA T AAA FEJH, miR-126-5p B 2 ¥ [a) 410 i)
VEPH1 7£ SMCs H1 %) 3R 35, {2 i Wi 45 %84 VSMCs 1)
Fef o o 1 R I RR A BRI AAA PR
5 B, Unhefl AT 38 5 412 F VSMCs 38 58 1 25 5
1k, P85 VSMC F T miR-145 A9 3 3635 1) 7] 5i
NP PDGF #5519 Uhefl Fik Ve | tbsh,
X Gene Expression Omnibus £ B 19 3 13k [ 1)
AR E AT WS B 22 0T &, fF AAA [TAA |
ICA F1 & BE AR 5F #Y miR-26b-5p, A] BE i i TGF-B/
Smad4 {5553 B, P45 B 15 1 VSMCs 3R R 5%
e, A B T4 B AR

2 miRNA Xt ECM R EHKEER
s

VSMCs 43 ECM , F 30 H A | — [R] 44 Bl il 45 B

R BFSE R, AAA 1Y R 5 RAED| & 0B
Rfp DI . ECM IR | S 80 sh ik RE RS e 1 3t
g S B KoR AY B AR AE 2 — . miR-29 FK
EHIE S A T ECM 23k IR 2 B 47 4k 1k
MIfE 1, PGE2 Al i i /> miR-29b W3R IE, 5L
ELN ZF4EfRE IR, s ECM F&f#' ' . miR-126a-5p
AL IE A PR ADAMTS-4 235, s/ gl i B 7= A= il
ECM &, B35 0038 Ang 115519 AAA /)N FUAETS LA
M ARSI KA 5K H] AAA R,

FE T 4 JB & H ¥ ( matrix metalloproteinases ,
MMPs) J&fE#E ECM [ fif: fo 7 38 1) 31 11 il K, 7
Yeffoh s SRS T R EEAE ], MMPs JITifs &
{14 I 3 A 5 A kg S o R e SR i ) e X i,
H, MMP-2 MMP-9 [A] H: R fif 14 2 11 RIS i 9 g
TR 2T, 1 TIMPs /5> MMPs #1157, 38 32
PR ECM FAAE A OCER FK TG PR, X AAA Ryt
EAEYE A, Chan %5 (B 5% 7R, miR-516a-5p
AR A VSMCs H MTHFR #9553k, 5] & MMP-2
L IEA TIMP-1 A, fE2E [R] 7 2 e a4 R il 25 6L LA
R B AR AAA TR, AR Al Tk &
R miR-205 38 36 R R A9 95, LRP1 & 5
PR RV, o] FHAFLIH S E MMP-9 B9 RR, S Eud =
(1] MMP-9 ¥77F ECM, fE3F AAA TER )

3 miRNA X RIERBEFIAENEAEZEER

AAA JZELIEFPANI A T K MMPs i 615 WAFHE
(R PE S MR . H19 8 ik PN JR 354 RNA AL,
AT let-Ta XF 1L-6 5 S AR, , 1456 1M 01 4%
K- 1L-6 . MCP-1 J% [ I3 40 it 32 ¥, 7 15 30 ik g &
A A, ADAMO 7 S A PR Tk L
L AR 28 R, W IR Bl Tk BE  miR-126 W] 47 ] 9 55
ADAMY RYZEIR , I S AR A=A,

GPEAIMAIESS) 12 5 5 AAA TR, REAHE
PFRZANNE  EVEANAE T 40 . B 4R S5, A0 i
RAFNWERIRRZ I, WA S S G I v
(A, PR AAA AR RYEEA Y . A 5
MMPs, 2 53lifikBE ECM [ RAERALmABE
AR, T EVEARRAE MRS ) 5 M2(PTR ) IR [A]
P, X TSRS A BB S X, BE5R M1 ] M2
PR FEAIE M1/M2 HERATAE B X AAA (UEAE
BIT S, BRI A RFSE 2R, miR-144-5p 1] 38
I ¥ TLR2 A1 OLR1, T A L35, #6] M1 Y g
HME R AL, B Bh kR B Zhang %57 KR,
miR-155 #4558 T B VR b MMPs K — Z 31 20 Jifd [X 5~
(TNFo IL-6 FI IL-1B) A 3R 3k, T 20 E W 4 i 42 0,
P miR-155 W] 38 A 9 45 5 WG 200 L, 2% fidk R RE S L S
LR KA BHLIE AAA B2,
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4 miRNA 5 S8 B aE LR

4.1 PI3K-Akt 5Si@K

PI3K/AKT {5538 %) 1z 40 i T4 24,
Z 5K G I EE S R T
BUPRH T30 BK 0 F B A S, BUETE AAA Y
CDRlas, 7] & miR-7, .18 CKAP4, i T CKAP4
5 PI3K AI7E CKAP4 & i 2 X E 2 & 14, ik
WEARMELEE - 3, 4,5 - =B IR h 19 42 B, B0IE Akt
i, {2 JE VSMCs (939 58, BH 1E AAA A,
PTEN W] 17 [i] #4195 PI3K/Akt/mTOR 15 53 % & H
N B J0, BTE B PIBK/Ak/mTOR {5 5 B I & 5
VSMCs (8- REIE 15, GL 48 40 Mt 78 358 PR T
%, miR-26a & ik, #1205 PTEN/AKT/mTOR
WG AR VSMCs it H,0, 75 & ) ROS FHLEE K 46t
i, BAEVCRT AR
4.2 JAK/STAT ZS@&E%

JAK/STAT3 15538 [ — B AATIA R 2
AAA HEJ b Il A8 9 0 1Y) T B I A T R
STAT3 A7) RE B AR Ang T 35 10 AAA 19 % 4=
IR MMPs 193 2h K B4 M1/M2 (1) E
. 75X IncRNA SNH16 X% AAA FHF5E A 2
H &% P, SNHG16 Al i miR-106b-5p/STAT3 S B3
IRk XF STAT3 = A=l , {2 i VSMCs 4T, 1
VSMCs 458 | e )3 AAA FE ™, Ak, STAT3
A5 S IncRNA NEAT1 8 L, 5 miR-4688 4%
G PRI TULP3 AN REfR, fE i AAA TERE, v N 5
SEAHISCH I AR AL B
4.3 TGF-B/SMAD {E5i& %

TGF-B {555 miRNA A EAEH , 74 TiF£
O MBI R B B vp, BF9E & B, TGF-B F 2
WIS AP AHLE] R miRNA &4 T AR (1) TGF-B
M5 5% 535 , R-Smad/ Co-Smad & &K 0] 4557 &
¥, 5 3 A 4 i miRNA A SBE ( Smad binding
element) 254, 77 miRNA B9% 5%, (2) R-Smad 7]
BRG] 454 pri-miRNA HL 5 %) SBE #EF51 , 14
T miRNA B2 EIA A, I RAT Bt % W, TGF-B X
YR Bl kRE G SE B A T B, R AT g
Smad &2 5 miRNA A2t A2 A4 5, 52 0 oh ik
I 20 M B3 U > ECM R A R I 31 ik TP
VSMCs FYAEAE M AR BE ECM T 8, X AAA (k@ &
FELRYERT . WFSEIIE 52 miR-195 b3, W] 3 4k 410 ]
Smad3, 25 TGF-B 155 i i, #W | VSMCs 145,
KA miR-195 {2 AAA TEAIFE . miR-129-5p
FE VSMCs il 438 58, 375 & S8 T 3F 9897 WntSa
{5530 M, BF7% %W WniSa 9 Bl 32 3h ik VSMCs

H1%) TGF-B/Smad3 5%, I i H 3G FH , #2785 miR-
129-5p W/ fiE 25 TGF-B {7 5k aE " . AUE
B2AWFSE K% B, miR-26b-5p i i3 57 TGF-B/Smad4
FS R AT BRI T VSMCs R
11l mi-RNA P84 TGF-B {5538 ¥, 7T 68 R 4 5 1
FERRIT LA
4.4 Hft{5SiEK

NF-kB p65 15 53 I 7 P8 17 9 9 f03% K H H
HEZAER, 55 WoE nT A2 2F 88 - )2 MMPs 1)
FIEHEN 5T MK AR R, WS R T, miR-195
F L TNF-o 235 S0E NF-kB, fiff TL-1B8 11-6 X
MMP-2 MMP-9 f ik int2

MAPK {5538 B0 T8 57 25 288 4t J 40 3038 1) 17
YR Wb 2, MAPK Z % i 240 & 3 28 .
INK1/2/3 ERK-1/2 F1 p38c/B/v/8, T AT 1 1 1
P MMPs (4 18050 W ECM 19 2R 404 i F 4 8048 55
SFIRAE M AAA By, —IAEE B2 &
PR, miR-350 ] 7y i) P8 15 NTF3 3235, i i3 %F p38 Al
INK BB BB S, 25 MAPK {55l #AH
TR RAE BT AR WA R A I RORFSE Tl

5 HEAth#l

AALR R AAA A K Y TR B LR AE
VSMCs Fl 4L 151405 7T W K 3t 52 o S A 8 i 26 1
BB AIRE 11, 3 B0sh Ik BE BB IR F Fe & 47
miR-145 Fl miR-194 B W IE 58 S 5 A Ak W 80
P B0 VSMCs (3G 58 AR 721240

PR B 40 R A I A P A AR ARG AT A 0E AAA IR
IR, BFSE &0, T I miR-222-3p A 38 i 4 [
ADIPOR-1 55389 AMKP J475 , 42 7 P 5z A5 41 i 1 i
B 1278 FiE AHT AAA IBE ),

6 & &

AAA I E R — A A ShAA W, W &
VSMCs 3 5E I8 T} R TG AR ECM FEff | RAE R
A7 1, miRNA 2 P IR 55 A 2 RNA
A2 IE mRNA BRI mRNA BI0E, 2 5188
AAA JERE

MR ET miRNA 76 AAA &AL b i 7R FHA
I8 NMFERKINERE 2], £ miRNA BIBFSY, K
L JR BT sh sy il AR I AR R, X T
AL A N B2 A0 D BEZX AL AR AAA g B AL B
TR FEA D AEWE B 22T T AE miRNA X
AAA FTHPE NI S b B 48 2 ok M Zia 1], (5 H
HARER AR R 200 0E . % 185 miRNA A [R] B 4E
AT 2R 2 A P i 2 A JE R ) o ek, i
A e S a4 R I IR 25 9 DR A S 48 Bk | ok
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BT miRNA AT 0] 2597 , RT3k 6o v e 1) i S5k
N WIFRERUCA AR AAA RIRIT 10,

WA NI R IET RS AAA BIA RORIT R,

X miRNA 2 518 AAA JERPLHIFGE, A T
PR FAIZ W SIS FIWT S AAA AOEE [ 35 97 S (1
TSR 7 ), TR AR R miRNA 5 AAA (1)
PR BA EENIGRE LR RS,
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