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[ ABSTRACT]

primary peripheral vascular disease, and early diagnosis and treatment is urgent and necessary.

Arteriosclerosis obliterans

MicroRNA;  Cell model;

Arteriosclerosis obliterans (ASO) has become a serious threat to people’s physical and mental health of

Arteriosclerosis obliterans ; Animal model;
In recent years, as the re-
search on the non-protein mechanism of post-transcriptional mechanism become clear, part of the research focused on explo-
ring the relationship between microRNA and ASO. Therefore, this paper based on the regulation of microRNA in athero-
sclerosis model, animal model and patients with vascular smooth muscle cells proliferation, migration, differentiation, phe-
notypic transformation, apoptosis, senescence, inflammation and oxidative stress related to learning and research. From
the aspects of gene regulation, microRNA research could better explain the occurrence and development of hardening of the
ASO, but because of the many factors, such as complicated regulatory mechanism and the lack of the pharmacokinetics and
pharmacodynamics research data, many target genes and so on, its clinical application is still restricted. In the future, the

microRNA healing potion applied to the treatment of vascular diseases, especially in lower limb arteriosclerosis occlusion

disorder will reduce the damage effectively.
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A R A A mRINA B A RE R Y
B, O B0 BF 9T IIESE miRNA 2595 VSMC
FYEFE BRI TR R B, 1 40 miR-21 , miR-
26a, miR-133a, miR-365 Fl miR-4463 %5, Jf & ¥
miRNA 7E1E # MG A8 i) VSMC | B 22 7 &
B S5 ASO A A P RE A ST AR AL T
I,

1  miRNA FEZh Bk FE 1L i) 25 4 20 R 4R BY i
= 1 B 8 AL 4R R B9 1E AL

1.1 miRNA 300 5h BRE 44 ] 28 JiE 40 R A% B o ifn B
B4 A tGsE FR TR

VSMC. S IfiL 45 45 ¥4 1) 32 22 o3, I HLAE 1E 15
BT R R AR R IR A, 38 58 A0 3T A% e ;T
AT A A PR R A PR A i A R AR R
( platelet-derived growth factor-BB, PDGF-BB) "' %
ALY B2 5 B 1 (oxidized low-density lipoprotein ,
ox-LDL) JG2F Ifil 7 ( fetal bovine serum, FBS) ™ i
B ZEMAE KB F 1 (insulin-like growth factors-1,IGF-
1) IR AL A F o (tumor necrosis factor-o, TNF-
o) A4 3 (interleukin-3,1L-3) P RI A4 A
& 1 (interleukin-1,1L-1) %5, ASO %3 (1) 3 [7] 45 5
B2 VSMC 74543 J5 B8k A0t 300, % A S i
BB AT RS T 3 R Sl ks A A AR RS BT AR R
BRSNS 5 % F ] FBS  PDGF-BB , ox-LDL % 4
BRI VSMC A K

€1 FBS F1 PDGF-BB ] fig #F 40 ff 44 4, AR
[ BEAEH] VSMC J5 & B miR-146a il miR-146b"
FEHEFE R R A b kB Ry, X 3R A miR-146a AT
EfETE VSMC 3958 . Dong %7 JIE 52 miR-146a 7] fig
i I Kriippel £ Bl 4 (kriippel-like factor 4,
KLF4) R i VSMC 3 58 AT #% 1Y JEAS I 5 4
KA SCHRRE PR IE N p27 EEAE G1 Wl 40 i
JEIUIAK A B ( cyclin-dependent kinases, CDK)1
2 WS B, XVE 2 A0 MY Y B SR O P A
JHl, Castagnino %% & 3 ik % 19 E (apolipoprotein
E, ApoE) fll miR-221/222 i1 Cox2-PGI2-IP i %K
PATT p27 LARRH VSMC 3458 , A AUFE G1 Y p27
M H S W4 EE A ¢ 25 H (S phase kinase associated
protein 2, Skp2) 7E S HARY By p27, UL, M 5%
AR EAHTRANGT VSMC 7E G1/S Wi 3% Stk i
p27 HIVEF ; B RTAIRTFSE H, Kim 251 % BLAE PDGF-

BB i85 T miR-365 &35 1Y T [ 2 76 1 241 it J&] 0] 2
F1 D1(cyclin D1)3” UTR #) mRNA A E ARG &4
(g, I FLER A T VSMC #9345 4% | Zhang 211
FESCT F B ik ER 42 45403 1 T 5% v A5 21 T AR [R] 1Y
g5, AN, 7E FBS 5% T, miR-365 t7EHE 5
(1) VSMC &35 TR, A UL, miR-365 7EIG YT ASO
P9 T B B AN T M

HERm ASO 4 A 5 v VSMC 345 i #
) miRNA # miR-15a, miR-24-3p . miR-125b | miR-
155, miR-638 %5, Zheng %" % ¥ KLF4 fii 1%
VSMC miR-15a 3 JI{EHAIH] T eyclin D1 Bk,
TP A T BB AR AR Zhu 25 BFSEIE
S miR-24-3p K Y) W E M T PDGF-BB 5% T
(1) VSMC i % FHG 58, {2 #F 7 OUER g 35 3 T 1)
VSMC T, BB miR-24-3p A 1497 ASO IR (7%
715 ©A W5 R B R E =R R 2 1 ((podocalyxin-
like protein, PODXL) 15 4 ifd 2 b AT AL AH OCHK | %
B nT X s kR AL+ A S, Li SRS
Y78, PDGF-BB %% miR-125b B9 iAW/ L K 1L-
6 FI 5L 4% 40 ifd #5 1k 28 1 1 ( monocyte chemotactic
protein 1, MCP-1) i L3, ] VSMC 13 55 Fil it
¥, Jf H A 2 b N5 Bk N K 40 ( human
umbilical vein endothelial cells, HUVEC) # VSMC
miR-125b [ mRNA Fl & (1 & ik, [F B2 A 710 )
PODXL fYEH], iX AT BEJ& miR-125b #4775 T ox-LDL
A2 A, D I Bk 25 A A Ak 7R A1 8 B R B 1 32 A 1
(lectin-like oxidized low density lipoprotein receptor-
1, LOX-1) M5 b ARic 5 SM22a 19 33k, DA T 0
T Y0 7E 20 E‘Jﬁ/jﬁi, Zhang '/%'5“3] W8 16 % miR-
155 1€ VSMC (3R 35 1 35 1], I X FL34 8 7 A=
HIVER, 1 P Kz Y — 48 4k A & T ( endothelial nitric
oxide synthase, eNOS) [\ ik Al K & VSMC 194 54
MIT #, W98 & B, miR-221,222 a] 38 i 4170 4l
CDKs ,p27 F p57 ey /> VSMC H4 58 Fat # ' ; Li
DL B miR-638 7 IEH VSMC i ik, (H 7
PDGF-BB %5 F 1Y VSMC i 5 7] & F1 [|] 4 38 i
i~ 8, BE 5 E 52 miR-638 ¥ 45 4 %L [ NOR1/
cyclin D 3 i 22 2 J5 % Ak 8 A W B ( mitogen-
activated protein kinase, MAPK)/ERK1/2 i#fi }% 1k
P75 VSMC 34 E FT R 10 851
1.2 miRNA S06 3h Bk R 1k, P 25 fiE 20 A 4% B o ifn
TRl s REEHRFET

VSMC 2 IfiL 457 BE v J2 ik — 19 20 i 2R 38, 43 ik
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A RUR 43U F P < US04 7 S04 ) VSMC 7E 1E 1L
B KR S S L 2404k VSMC 3BTRS P
SRR AE R E B AR A A R A R AR
JEAR T L %) SF- 2 LD il 5 R v J2 38 W 3 A PN O
TE G A= I, I EL43 a6 B VSMC 58 55 41 19855 BRI
I P14 R MAC RIS Y 240 JE 1) T

Wang %511 Fil 40 B 55 & X miR-195 520
VSMC B34 58 %, JF /b IL-1 1L-6 F1 IL-8 (&
M. 54 S K &k B, miR-195 @ i % T kB
( nuclear factor-kB, NF-kB) I p38/MAPK I i
Cdc42 .CCND1 1 FGF1 & ik, Li & &M
miR-663 7E PDGF-BB Hll3 T 1) VSMC H1 3Rk T,
BAESHERY VSMC iRk N, b4, i3 235 miR-
663 F£BE SMa-actin , SM22a FI45 8 15 5 (1 LR
F A IR | I PDGF-BB i VSMC 1451
TR, JFH., 3323k miR-663 WEHMH JunB FE[H
KR i LK 2 F1 42 8% 9 (myosin light chain 9,
MYL9) FIFE i 4> J& 25 F1 /i 9 ( matrix metalloproteinase
9, MMP-9) ,JiT LA Li F5IA N EATTAI BB /& miR-663 K
T VSMC B Tl HAr, X 2645 R K], miR-663 J&
EXF JunB/MYL9 T VSMC 2 15 % i fit) — Fofr 37 751
PEHIEE . AL B miR-663 BUH AR R i H ARl
RERCHIBTT ASO H—ANErai ™

EH R PR T, miR-92a 7E N 2 41 i ( endo-
thelial cells, EC) 3% ik @& 1fi /£ VSMC & ik 1IX,
Taconetti 25" 3 46 % B8 miR-92a i# 3 c-Jun &I
Vi 184 i ( C-Jun N-terminal kinase, JUK) F14H itd 45
Z 8 Y P4 B ( extracellular signal-regulated kinase,
ERK) i % 16 31 15 EC U A Py s 97 2 410 36 (A
KLF4 FE 53 24 J5 05 A0 2 10 L 4 ( mitogen-acti-
vated protein kinase kinased, MKK4) , %} Bk 2 41 10 50
GEARYE T, ZEILIERE [, Zhang %570 24 AGUE
PHUESE miR-92a 7E FBS FH1Y VSMC Hr 33k [,
HFek 9t H,0, B S AL N i, #E—2
WESE miR-92a 5 FI fE 38 5 #1 il MKK4/JNK {55 &
X H,0, 5 VSMC TR ER, X ebst
81T miR-92a AIAENLRA VSMC S A0 I 1 1t
FMH, %M VSMC 8 T° /) miRNA 38 miR-22,
miR-221 45, miR-22 i i 4 n] B 3E-CpG >k 45 & 4h
RAREE T 2 (Mecp2) , LA /D HAJH T ; miR-221 38 4
6 B kA0SR -2 FE A ( B-cell lymphoma-2, Bel-
2) HEFAZIEN p53 K L PUMA , 7R H Bel-xL Al
p53 WAHEAE R G EOE TR TR A, Ml T

EE, FEMEN VSMC AEERE S 40 VA T Fn
FEAR SR A A FEAC B 4 | IR b, 2k R 1R Py 41 i £
B S IR YT I RPN A0 A it

2 miRNA TEZWRKTE 4L ] ZEE sh AR B e ifF
¥ & e AL R RO 1€ B ALl

I A A B A N MR K E ASO P H
—ANEE R MR L 2 T A E Y Bl kS 3
MLFE BN F7 A A A i 20 2 Bl 1l , AT 75 & Bk 1l 2
2 JE L1 26 40 007 2 2 R A 906 P 1 g ST,
ASO iy RS | J0 1 W — il #45 J2 DA I & 95 AL Al 1
R, ANARAE i A 25 AL AR U, SR s B DR M R
2% ARAE N B2 451005 27 U, SR LA A0 75 5 AR 4l R e
J ARG, SR S i A
2.1 miRNA S50 3h Bk 88 {4 o] e fE Sh 4 Y ch 1t &
iR pa g sE AN TR

BEANMI M9 1 ( myeloid cell leukemia-1, MCL-
1) J& T Bel-2 ik — A EZ WP T, MMP E
BB 57T VSMC 1B R FIBE 9200 Lee 260 R
miR-29b AE B EFEAT 1L-3 55 MCL-1 #l MMP-2 11
IKEFE > VSMC 85 AT

miR-133a 7EH5 8% ILFDO LAY & 8 A oh g 4
EEZEMME T Gao 57 KBHAE VSMC A
FHSAE R AN ApoE ™~ /NEU B k4L 22 i b
I%, £ 45 3d anti-miR-133a ., pre-miR-133a, scrambled
miRNA X B 4b P MEE AT 45, ApoE ™™ /N FRUFE £ 1
anti-miR-133a ZbH )5 2 X BEAL 19 SMa-actin 3235 B
SRR, B2 % R BE IGF-1R (9 mRNA K 28 /K Sl
B B FEAIG, 12 pre-miR-133a A0 PR 5 R BLAH ), miR-
133a-1GF-1R 3 %1 & Bk 2l Jikoots BE R A0 1) R 97 42
T T Kee 257 & B miR-142-5p 16 501 ik 6t
R Kok 241 i 48 7 R 200 it ) B A 3 2k B AT R Y
YEHT, eyclin D1 .cyclin E Fl cyclin D3 2475 55 50 i 4t
Pt Rl kA, A Kee 363F T BTG3 . DLG1 |
GAS7 KLF10 Al KLF11 3X 5 4~ F #2615 40 i 8 4
BHHE A 56, I I & E 52 T PDGF-BB/miR-142-5p/
BTG3/cyclin D3 (IAHIE S & —FriZm VSMC 1458
R8T 38 1 .

HE R ASO sh# i i VSMC 3858 AR 1Y
miRNA A miR-100 miR-146a .miR-155 %, Grundmann
SRR R Bl i B R IE 92 miR-100 AE A — A~ E Y
£ i 144 R 0 BT 2B 0 YR 1 mTOR R i) 5 , X
VSMC (1) i #% | 3% 5 A1 55 68 1 A 42 95 4E FH 5 Sun
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S8R YL 7 S miR-146a % HF IR AT LASE i sk /0
KLF4 4 3 305 2R Ik 20 R 48 451 3 ) 38 A 9 T 8 A
Yang %51 W0 48 51 1l 55 451 43 7 04 9 2 9 B JRL B
miR-155 FYFBEEAART N, MHFL 309 Ste20 FH %
2( mammalian sterile 20-like kinase2, MST2) 7F miR-
15577/ INBUBI AR PN B v 2 35 18 0, 235 SR A IR 52 7 1f
BT, miR-155 ELEMH] MST2 Uit VSMC
5t , 31 H# 1 Raf-1-MEK-ERK1/2 B 48 i F1 4 1k
IIVa% eliific N
2.2 miRNA S50 h Bk RE 14 i) 22 fiE 30 4 4 2Y o i 3
FiRMA T REFERFET

Kee 250 % ) miR-18a-5p £ BRAEHH 45 19 .30
Bir ek Bk, [ LS & L SMa-actin Al SM22a
WHRIK R, JFESEIUESE, AR 2 HE 4 (syn-
decan-4) A H M VSMC #9401k, {H miR-18a-
5P AP syndecan-4, DA T30 I B A A2 400 19 T 1%
Smad2, FH VSMC L3, Pt , miR-18a-5P 1
Al B2 —FhFr B VSMC A% 2 B 35 JT 2% ; Lovren
SR SR R A Y miR-145 ARIRRE KRG,
S B kA A T AR BRZH 4 /) KLFS SRk T
ek 5 T 2T 24 1R T ARUR I i 21 4R 15 1, SMoc-actin F14
P O M L B S E S miR-145 A7 R
VSMC 240k AR B 2E P9 BT i BE 2, 0k L
AT RE AR SRR B 28580, A8 X B e B 1Y)
FaE e 2. AT I, miR-145 5 VSMC #9434k
KFRAHY], Liv B FEIIERE 1R I VSMC 78
PDGF-BB FlEk # i 15 0 3 )5 , pre-miR-145 T i
JEH pri-miR-145 K, YW EATTZ 1] (1% A2 7] fE 2
U miR-145 T FERCHE

Taconetti % UEW] T miR-23b A LAfE 3 VSMC
FRicBE I, an 3 gl ik-F 1 WUIL 3l 2 F R (actin,
aortic smooth muscle gene2, ACTA2) FIJJLER & [ &
HEFEA ( myosin heavy chain genell, MYHI11) )58
ik, A Ad-miR-23b AR AR BREE 5 15 3 Bk 14 P9
Az, H o miR-23b B S P 000 1l B il 2 2T g 1
157 (urokinase-type plasminogen activator, uPA) |
SMAD3 s VSMC R[5 T 0 Z% (class
O of forkhead box transcriptionfactor, FOX04) ik
F W] miR-23b J& VSMC KA AT 1) S8, H AR A5
FIA A I A8 450 0 5 40 OB P B A B B, G A,
Leeper 2 SIBEgY % I miR-26a 7E ASO /) B 7 vh
BE TR, T miR-26a i i TGF-B/BMP 155
3l % R IE S LR 1 SMAD-1 Al SMAD-4, i /34 5
FLEAS 14 [a] it 2 25 48 e H,0, 1755 A9 4i L 06 2
(3R, BRI, miR-26a 5 =A%

T AR EE . Bel-2 B9 HI 7] BAKT  p21 A&
PTG 2 (PAK2) FIGRFR R G 1 (SULF1),, miR-26a %
TEARBBFFE HIIE 52 HoAE ASO $ HHAT AR 4 HZfY
A,
2.3 miRNA S50 3 Bk 58 44 o] 28 e sh W 4K BY v 1 B
TiEAEmEE

Qian 550 JE) I FH AR 52 RAE 22 K BRIl 45 41 21
()52 56 2 I . miR-542-3p 1€ 4F % K Bl vsMmc, Hf
yVSMC Wi ik, H yVSMC ) miR-542-3p £ ik @
% 17 PCNA 1 Rb & 11 F I p21 &AM RIS,
FEZ R VSMC, B oVSMC 52 MR, J5 2520 iF
5% miR-542-3p i i 1% 2 W2 W Syk/STAT3-STATS
XA FRSN VSMC 19 4 4 7= AE VB T, miR-542-3p
X R IR e, REFZ2%L
DA KA AR Ty T 1) IR A A R A e {H AT AR B miR-
542-3p Fl Syk REMEHE L — R IATT T B TR
Y7 I 5 TR AR
2.4 miRNA 25 pkEW A EEYEE b &
B AL R S AE S AL B2 B TS

ASO P AT HE IR A o Y 238, RAE A i ]
PRI HL 1 7E | AR A N UL RS DA K R A
VSMC 454, I S8 VSMC 193l g7 28 Bt If:
HE— 25 N A OGO R AE R & AR, RS
R 2% 38 52 B Z2 P 5 i 3 B A2 1% AL N 1
ox-LDL 7E%%5 . ]I — N5 5 A2 1 A5 42 405 7
KRR Hal ot Z N s AT 2 & — &
S BRER

BN VP 25 5 1 S KR HERE AL A ox-LDL
ST VSMC HIEH [ % A28k, Wei 07 5
ek P miR-155 76 A2 ASO s ik Fil, I
AN LA 6345 50 07 1% 15 I 200 RSP i L4 P, A
LDLR ™" A I miR-1557" Y ASO BLA/NERH , 2bEd
T 5 A 4 LA A R g ORI ) % A T 2 T
ApoE™ I miR-155"" i s > 11 78 5 AR 0 22148
£ ASO Xt Bel-6 BYTLER AT XS 1844 P miR-155 6=
E 7 A 5 I BOR X FEEIE AE MR ] T 78 ASO 9%
5 miR-155 $E 3% H g Bel-6 %% 5% K -, fy ik Al
UL, /DT ASO %9 B W 3], 1) miR-155 J& XA
I 7 SCI 5 SR A9 AR Z2 85 28 IE 55 miR-146a 708 |
451 98 7E EC 1 VSMC /F b FEE A HT R miRNA , 43
A 3R 1 2R S B (interleukin-1
receptor-associated kinase, IRAK) 2K F I IKK-y .
1L-6 52 1& (1L-6R ) Fl — Ff 22/55 & IR & 1 4 -
CHUK 3k 7 11 1 4%5 NF-«kB 18 %, Chen %% JIF 52
miR-146a i 8 it Nrf-2 7E5E KP4 3 5 | A 1
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EHEA W,

HEZMm ASO PRl VSMC R AE 5 F 1k
NPT B miRNA 3£ 415 miR-125-5p . miR-181a,
miR-342-5p %, SR 1fij, miR-125-5-p 7E ox-LDL B} |
PR, AT LAY/ A I A i PR 0 e ) AR SR 9 A M
BB N T R R AR TS B BR 2 (osteopontin,
OPN) J&=—Fp Z BB 4, 76 B A 45 Fh 40 fifg 25 A o
FFRIAHE VSMC, 55 T gl kol FE i 40 19 &
A, FE VSMC SE 56 845 3, A ok £ 1
(angiotensin I , Ang Il ) AT LAFEAIN miR-181a AR,
I H miR-181a 3 A AT LLI ] Ang 11 35 1
OPN 35 Fll VSMC i J5 1 B B, 31X 6 B miR-
181a AIRE/E T OPN i VSMC 1 T RE 2 1 il A1
2 5 5 ikok R Ak A g B AR P R 7 Sl DKok R A
A AE , miR-342-5-p 145 514 5 2 U Akel %
X B miR-55 Fl—F LA G 2(NOS2) 1y
ik, AN, miR-342-5-p #IHIFIHEAT I 4 BHG T AT LA
AR ApoE ™ /INERIY Sh ksl AR AR (L E R . PRI IE , miR-
342-5-p VAT S kS AL R Ak i A S AR A W 0
ST KB R E ox-LDL F AT LU S VSMC (1
HATE AT, ox-LDL 7] {8 miR-29b ik L, ifij
FELAS H bR %E K DNMT3b 76 VSMC # 3 1k Fl Ak i)
P VSMC [iE# . JE SE0F5E & ox-LDL I8 A] LA
PEAT let-7g BB M P LOX-1 FI%% 5% 1 OCT-1
AL VSMC 1A IE4h, miR-490-3p fE %
iR PAPP-A mRNA FlEE [ 3 15 A4 28 1k 0 1
ox-LDL Z51F F 31 i VSMC S5 A1 700>

3 miRNA 7EZN KRB (A = AE B & s
B ERimpar1E RIS

3.1 miRNA SMaEhBkRE 4L o B fE B & b I &+ 8
A4 fatEsE Fn T 75

VSMC i #% i1 & B 4 & A= 7 ASO g Bl it
R ATE N M S5 4 | BE R IR FEAZ O DX 35 F £ 4 g
e FP A T BB A A0 FEVE P Y e
M T, miR-21 E R AE AR AR AR R ERIE T,
Wang %1 Fl| FHl HE 3 €8 1[5 A7 2% 58 58 i miR-21
Fl SMa-actin , & BUHARN T ASO B HFIFALUZ .,
FEXEFE VSMC 1,3l i PDGF-BB |, — S AL 4 Al ox-
IDL T HHE, HEREZEMRABFZHT la
( hypoxia-inducible factor-la, HIF-la) 75 & 34 Jin,
miR-21 [ K3k 53X 264 55 K 3R 58 I [R] M TE A5G
2B HIF-1o, 7640 [F] 55 440 T 55 9% VSMC, miR-21 &
KR, G2k i R LER 2 1

( Tropomyosin, TPM1)7E ASO zh ik 45543 Y2 (4 LL 7
EH S K W s, R Ok, HIF-1a [
miR-21 T TPM1 R AL 3 VSMC 114 58 F1iT 2 5
M miR-21 W IR BG*  7E ASO H, miR-
1298 J&—ANEEIEH Sk 35 T FE Y miRNA , H R BE
R 64% ., Hu %5 &I miR-1298 7E CpG i
HHIEAL T I8 19 25 R T 2208 RT3 5, A% )5 8 5R 1Y)
miR-1298 " ¥ PDGF-BB 75 % 1) [B] Bl i 2 55 43
(Cx43) i) mRNA 7K, #1#] ERK . PKCS ., B-catenin ,
Sre 1 PKC 15538 [ , N1 N R4 N Ca™ 7K, iE

SO VSMC 3G FE A1, T M T2 i /b
HAEDOEFRIC & B, SMa-actin . miR-1298 3 [ {17
Fahfkrf)z, XA, miR-1298 7E ASO &
H Bk 225K, 78 ASO I2 B FiA Y7 T H
A RIFETS
3.2 miRNA S0 3h Bk A& 4 o] 2 i B & b 1 & 38
ALZBRa Dk R BRI FNA T

Choe 25" & ¥l miR-132 7E ASO %% 5 B Bk

FIRFEAR, 7 5 BB B A 8 05 1 5 52 2 R AH |
YEF % 11 1 (leucine-rich repeat flightless-interacting
protein 1, Lrrfipl) F23K & A0 K 19, ThREWF 5% % W
miR-132 7E 30 kA5 45 e AT 375 5 VSMC 19 234k FiT
T-, TEMLIEAE EAFSTIESE miR-132 78 ASO &1k
N FEIR AR, i@k i Leefipl A9 3 UTR XA, #F
M55 ERK [ R 1k F1 VSMC 451, B Je K
ERK1/2 0985 2 1k /K F & B, %% Y& pecDNA6-Lirfipl
J& R4 ERK1/2 1 8 5 A MU B R ik ERK1/
2 WM, XEERRI Lifipl 3844 ERK1/2 {5
S A T VSMC 5 He 45T & BL ASO
BEHIEWH AW miRNA BXEER B DF
fF miR-221-3p .miR-4306 . miR-4284 Fl miR-4463 ,
Jf H miR-4284 7E ASO %0 ) 5 W B Be fifi G W 17
FRE R 1T, miR-4463 A B 5 1 F2 e 1Y F B, axX 4
WF5E HB 15 48 2 W : miR-4284 F1 miR-4463 (11 H #L
THXT ASO BRI IZ W FNGY T A B8 X,

4 45 it

A AT DL & B, miRNA %F VSMC AN 45 52 7E 40
JiL B8 S R E K-SR R R R E AR
miRNA (RIFFE A 3R AT DA S5 PRI 90 92 7 1 B 47 J g A 3
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