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microRNA fF #= 5 & AL 28 B 43 4£ #0
REEHmP S FULHFRHR

W OE AEENT, LSS (vascular smooth muscle cell, VSMC) £ 435 43 4k LU 45 0k 245, 24 & A= il 5 18 5 M 9 0
BF P 3 JUUAH A5 e AR S A 40 DRy R A AR S BRAR S B R RS 43 A A TR A SR B A R O, T B A e A SR — R
DG IRIEAR o BESERW], Z2F0 4> 72 5 7 1 LA I Y 2 B0 e i 72 o AR SO microRNA e ifiL 48 ~F- T WL 40 i ¢ 2 2 48 v ity 3

PEAE R HEAT IR 3A
KEIR MEFEAME  microRNA KA
HESES  R543.1 XERARIRES A

I 178 LR AR 2 2l Dk it A8 B v )2 3 Y 4
L AFAE 2 Fl R A . o A AY (BRI 4 AL ) F0 25 40 4 A
(ERIEZE A/ & AL ) o 3l 5K 7 L o - L3h & A
('smooth muscle o — actin, o — SMA) SE# ULILER & A
H 5% (smooth muscle myosin heavy chain,SM — MHC) |
h1 - 45982 H ( calponin ) F1 4 Wl 220 ( smooth mus-
cle22a, SM22a ) 54 Jp 40 AL L VSMC [ 73 AR W 5
Bt R i L 3h 25 B 55 4% ( myosin heavy chain embryonic |,
SMemb ) F1JE L3Rk & 14 4 (tropomyosin 4 ,TM4 ) {E
SALEL VSMC [958 TR aEM o IE W A Y I BE
HR)Z ) VSMC 2 o o4 A, 5 AL i 2 AR, B R
A WUET 4 i 5 3R 0k — & 91 45 S5 A W 4 £ 1 A
AR R R U As S UE T A K I D Re . 2 A
Pt 5 s 2B K B Ak B4R A 85 SR VSMC |,
VSMC Hh Wi 4 1Y i 71 Sy 33 5 1Y JULET 4 B8 0, A0 4 2
REVH 2K, IF ARG G 4 XL B8 TG L 20 08 K 6 4 i b
FRfyAE S . WSS E W, microRNA 41 T 4k 1k
PR RN~ NN RS TR E I /0K = 2 U P 9 2
FoT257T Ly B4 s f . a5 79 L4 i
{18 3 Al 0 2 L P A o v L 30 ik ok R S 0 ol
TR J P A 45 0 I A 0 Y 6 B R B B R . I
I, BESE VSMC 1 43 Ak R 2R B398 755 14 43 BILa, XTI
TR Y B i A R

— . miRNA 3= VSMC RE % E

microRNA ( miRNA ) J& — 2& Py 5 P 5 58 E g 15

AT H . HREARBAR SR E (@ L3 H ) (31271221)
YE# BAL 2200433 LU, 55 B K AR B IR O I Be O R
W RAE# SR EA A Ul BT F # : Doctorwh666 @ 126. com
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(/N3 5 RNA, — el 19 ~22 DR H R4 R . miR-
NA 7EZ0 M A% N 1 AH G Y DNA 5% 5% 28 iy pri -
miRNAs, $% Drosha i} 4 UJ A4 8B A & Je 254 /Y pre —
miRNAs, Jf {1 exportin —5 F{l Ran — GTP ff?iétl:’,ﬁ‘zm o
TEM i H 28 Dicer g fE 4 i miRNA, 35 RNA i
ST B 4 & (RNA - induced silencing complex,
RISC) 454, it RISC - miRNA | It & 4 /K 5 mRNA
B9 3'9E 4% % [X (untranslated region, UTR ) %% % 7 /5
(%62 ~8 DML IR ) A7 76 B 5 B AMBC X, 24 5 mRNA
SE4 H AN, 2251 & mRNA [#f# ;24 5 mRNA R5E 4
BC XTI, 235 | A s S 0 5 PR T 8K, DA T BEL 1k s 4 ol
HHRE(F) mRNA B PE A H AT 81 75 % 91, miR-
NA 25 g 9 A B RUG BE b A , J098 45 45 b 40 it 1
B A T 5 TR, A S0 0 B R M
PR JE R S5 ) R R

TE SMC % A7 TE 1 X A B X S7 % B TR e 40 AH
O BE KRS8 B AH oG B A, 7R 2 2H B A Y R 3l X B
WAETE CAxG[ CC(A/T)6GG ] T, Fe W K WF 5 Kk B
1L Y75 W 25 I F (serum response factor, SRF) fEf% 5 1
25 M SEHE D B T IX (9 CArG 454, T2 i SMC 43
s B IS & B, SRE W BE 55 14 5 AH O B XY 13 3 1 X
() CArG 454, 45 SMC MY FE . SRF 76 40 A% h i e
FE R FE T B 26 ) P i SRE A 5 SMC (R, 2440
JEAZ N B SRF 4 FIK - IF, SRF 5538 4 56 (5] ) 3
TIXH) CAYG £ F1 ) T i, A 9F 19 B AH OC BE I R 15
HNMIAZ N SRE Kb TF 58 K- rE, SRE 5 i 46 5%
PR 87 XA CArG SEF1 T3 Th =, A8 3E W 4 AH G A [
%%i}i:MO > L2 ( myocardin) A myocardin 4 ¢ 5% 5%
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K ¥ ( myocardin — related transcription factor, MRTF )
& SRF 41T SMC W45 3 84 28 S iy 36 (] 5 1hi- K14 A1l
Elk —1 /& SRF /) G SMC B 5 3 I 2 iy SE P
T AR (R AF 58 & B : miRNA G b B 452 58 Rl H2 4R T
gy B 4R VSMC (195346, imiR - 221 miR
- 146a miR - 24 %7 IF [ 4 # VSMC [ % 5 5 40
M miR - 143 miR - 663, miR - 1 4§ 7] {1 o] ] %
VSMC B e L4 AR SO 3 715 4 48 LAl H i
ELF 5T LA TR A miRNA X VSMC 3458 431k E 5
(5200, 5 7R ) B miRNA T I 48 450405 5 48 4 %
aob A v RS BV T, DTG Sy I A B 1 R R T
HE— A8 B HE A AT miRNA J2& 75 AT AR O — B I3
ST AR B RO S 48 B R K A AR YT (per-
cutaneous coronary intervention, PCI) A& J5 Ifil & PR B %

(—)miRNA fg it VSMC 731k

1. miR - 143/145 {¢ #F VSMC 434k : miR - 143 FI
miR - 145 [ g i He AL T NS5 5 5 e fk, A 18
SR, R E] - B R A S 2R L, R B X
S 5 LA R BE AR SF Y cis SO JCAF, 4 SBE (Smad
binding element) Fll CArG %5, (1) ZFh 40 g A 1 4 45
miR - 143/145 fE£ k. B & & 4 FH H (bone mor-
phogenetic protein, BMP) i i i 7% Rho — A i S L 3)
HEHES 51K MRTF - A A5 SRF/CArG 254 {2
HE pri — miR - 143/145 §9 5% F B A K 7 - B
(transforming growth factor - B, TGF - B ) i 1 B B2 1k
Smads, f#f Smad2/3 A ¥, 7EH #, Smads i o /E T
SBE JC-AE 8 myocardin 1 miR - 143/145 B9%E 5%,
miR - 143/145 By g 1w 75 7 8 7= 4 A9 myocar-
din 3k — 334 ; Jag - 1 5 32 1K Notch %454, Notch
B PB4 A% Ff5 CBP1( C promoter binding factor 1)
456 R HE miR — 143/145 % 5800 5 10 /N B 8 7k
B A K A 7 ( platelet — derived growth factor, PDGF -
BB ) il i W6 Sre, 4k 40 ) PS3 7R 5 5 KR sk R K
F 138 miR - 143/145 %57, (2) miR - 143/145
fe i SMC 434t : miR - 145 3@ |- myocardin i {2
P 45 AR G 3k Y 2 38, Tl myocardin JR AT {2 iF
miR — 145 155 55, B Z 35 Z [AE i — > 1 50530 3%
miR — 145 @3 Kif4 A, 08 /> Kif4 - SRF & &
5 SMC P4 34 58 AH 5C 3L K S 3 7 X 1Y TCE JE 4 45
A, JE A0 ) 20 M 5 5 s miR — 143 5@ 3 0 Elkd -
SRF — CArG i i, # il SMC 1% 5if #H 5C Bk 4 /Y %
100 (3) miR ~ 143/145 7595 LR i 3 55 #Y 2%
1k HATE @57 2 F miR - 143/miR - 145 @& & ) /0
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R | B miR — 143/miR — 145 20 5210 VSMC
(s e 2R, 5 0 A A8/ IN BRURE B R B /0 Rt 5 1 AR
A R RS = N (B N R Ao
675 AE B Ik 45 L BR800 5 3 Bk L ApoE B R
() 2y P A5 Y v 25 AT K 0 ) miR - 143/miR - 145 ) 3%
KW R B, A R I miR - 145 D] RE I Bk & 81 )5
NIRRT

2. miR - 663 fi¢ #f VSMC 43 fL : miR - 663 J&—F
AT AFEMR KLY miRNA™ . PDGF -
BB L) Hsf [H] A% 6 Fn 55 o 4 0 5 551 R VSMC iy
miR - 663 WP T R, fif FH 41k 8% 9% B Br 7 VSMC
4 e 4P R 15 % VSMC 43 LI, miR - 663 %
TRIKF- 35 L ) AR R 6 75 5 B T it 3R A miR -
663,53 VSMC Py SM22a ., SMA . calponin % 43 1L Fr
B F#IL BF, PDGF - BB 4r 3t VSMC #47 i %
IR T 5 9855 5 1K % 38 miR - 663 1] f¢ #f PDGF -
BB 4~ F /Y VSMC #4 5  iF %% 76 8. 20 8h bk 45 4L 14
R, P43 4 1 A P LB 44 TR T 28 Ad - miR - 663
BEYC AR PR, 303455 Ak A P S A T AR B P I P L A
FE A o) 18 2H B I, miR - 663 i i 4 AE T
Jun B —J7 i i SMC - fbdrid o Tk, o5 — 0
T ] VSMC (g 3 58 F0 I 48 458 405 5 9 B B T B
miR - 663 i ] 3@ i 7E Bl T JunB/Myl9 Fi1 MMP - 2/9
i VSMC BT % .

3. HAth miRNA fi£ #F VSMC 434k : miR - 23D 3 3
YEH F Fox04/Myocardin i #1118 VSMC 431k #5
BT IL B T FoxO4/MM -9 3@ 4 ] VSMC
(iEA% i@ i /E A T uPA Smad3 55§08 5L K40 ] VSMC
(3G GE A% N2 3R AU B A (X R T JE WY I A 4R A
FIUO S AHF SR T R B Sl bk BR A 45 405 f) e TR
B AW 5, miR - 23b I — AN e TS TR
AR AR RS T B AR K . 7R LA A0
it Rk miR - 23b, K55 3 K, i@ i Ki67 e 4
RISMC AR AR, RS 55 14 K, @it HE 4L 68
Rtk miR - 23b J5, 8 AR N B TE B P /v
RO R Bk . PDGF - BB 1% 20% IfiL 7 4b # VSMC,
RN 3 ~24h N, miR -214 (JREBE TN, &
1 2 I F AR A S A I R G o b & B, il it
N Twist — 1, 1 78 5% 5K F L3 miR - 214 9 3%
ik, fE VSMC [N, miR - 214 3 i 7 i) 8 #5 NCKAPI
1K) 28 38 E — A5 400 1) S 1 UL 40 A A 6 g L A R R RS
1 /N BUBE ) Bk S 22 401 0 145 R 3 0t 6 15 miR - 214
J&i ,NCKAPL [y 335 7K F B &8 B AL, VSMC 1) 14 58 5
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(=) miRNA fg# VSMC %41k

1. miR —221/222 {2 #f VSMC 2:4>4k : miR - 221
Ml miR - 222 (R gmAis RN AT X ek, —F A AEH
[F AN F 751 . miR - 221 i VSMC ) & B % 4
AL 1 B R ), BRI AR BRI By Rk .
PDGF 4h ¥ VSMC,3h [y miR — 221 fif) 3 ik 7K 5 1 3
Thim o miR =221 3 525 410 ah] Jil 300 3R A4 50 v 2R 1 3R il
il 7 p27Kipl fi£ #F VSMC )34 58 , #0 ] miR - 221 Af
W55 PDGF 4 3 1y p27Kipl 4 B AR F1 SMC ) 3 58 .
PDGF i@ #F L 98 miR — 221 1 # il Wic 45 3 5 1 %35,
iRk miR - 221 #] 8] 8 F i myocardin 3K ik, {H
miR =221 5 myocardin Z [B] N777E H4AE /. i —
G KB, miR - 221 W5 2 A K 2 R W e -
kit 7 F# A myocardin ({7635, i ik miR - 221 #2755
VSMC i # 68 1 5 T8 p27Kipl 5 ¢ - kit 3K
1 miR - 221 FEAEIERAE H, $278 miR - 221 3 £
7 b Y B L R R 5 SMC R RS L BREESR G K
RS0 2 ik , 51 & B4 4b miR - 221 Fl miR - 222 () £
kel b, RSB AR I miR - 221/ 222
/N BRAT BB Bk BR B AR, R 5 14 KH A= N R Y
JEL 3 A kot PR AL

2. miR - 146a {£ #F VSMC 24304k . i F 15 miR -
146a {£ 3 SMC 3% ; & % miR - 146a J# 55 PDGF 4
S SMC {1454 . miR — 146a i 14/ F§ T KLF4 3’
UTR il HL B2 A8 5 1M KLF4 df 3t 5 miR - 146a J5
HF X CACCC/GGGTG T 4 45 4 1 il miR -
146a ) EIPE, BIFE KLF4 5 miR - 146a Z B IE i T
— A B IR R A M e ik . BR 45 K R B 8l
ok , #5145 40 miR - 146a (1) 335 7K F- B 2 T & 5 10 7E #
ik miR — 146a 21, A= A 5 A 1T AR I dgd 0 /0>, R S/ v
RECHA S R AIG T o BT W 251 43 ) DS 0 A A I
OB B K4y B3R5 VSMC, 5 1F 4 A 1, i O
JZH miR - 146a 1Y R IKKF- U] W FH , VSMC B 7
Rt E— W9 KB 4L VSMC PN £ A1
JREHL A BEATG , PS B H8 J2 caspase — 3 1 14 FH 38y, 7
miR - 146a 7] L@ of 1E T3 T 32 A 2 1 SR A5
53 % e SRR A T 0 R S B A 2 VSMC 1 U
T [AIE &, S8 41 VSMC P NF — B [ 3235 11
W, MG & TPCA — 1 # i NF - B 38 % )5,
caspase — 3 [ PE I Sl A1 , D0 0 e A S 6 2 W)
FEAK . X 78 , miR — 146a 36 7] LU i NF - «B i3
P VSMC T

3. miRNA % VSMC & Bl % ¥ i) 28 4 75 55 . miR-
NA /] X [n] 45 VSMC p B4 4 . Albinsson %“6‘
FIH Cre/loxp LA, L SM22« Sy 8 55, 3 43 ) [54% °F
T LA N Dicer fif§, #F— 25 WL 4€ miRNA X}/ A 77
MR . FE I AR TS A7 I 97 R4 B, Jo 2k R AL R
SMC - Dicer KO /N o #H—2EF%8 B . SMC - Dic-
er KO T IRIG 16 ~ 17 KB T3z 59 9 I H3 1 11 56
T2 PR 15.5 K, % SMC - Dicer KO [ E s k£
YT 307 B s K, 4 REAR 8, 32 sl Rl sh I 4 )
RE A, 7 T LA 550 ek /0, 396 B0 B T I, i 4 3
HRIRREAL . TR G, 5 S B VSMC 1Y
dicer [iff, & B VSMC (D) fE K & 12 5%, i 2 0k 46 )
RE R A, O T WL 40 i 250 s /b, e 4 ik 3R Gk R
17, $27% miRNA X VSMC B A 2000 2 4R 3 0 4
o Ji S5 F I AE B 7 14 28 K ECI 45 A
17, K 140 Fh miRNA /K7, % SULE & 455 7 K
A, 60 Ff miRNA 3,53 FhF o ; #1495 14 KA ,63
Fl miRNA |94 ,47 B F 985 #5145 28 KB, £ 55 Ff
miRNA |- ,47 FF i, #2278 ZF miRNA LA 25
L5853 43 Je PN RSE OB B o AT e 9 ML A0 Sk A 0l 7 4 4
R A5 R0 miRNA &3k 1T, i 45 257
LA M % B ok 5 B R RS, A B TR B = 5 J5 1, A
S miRNA 3k F I, A R R A VSMC 1k
SR B 5 T 23K B B TR AR 2 .

Z— .miRNA 7£:.0 1 E R % 75 & W Ils KN E

Wil N2 2R T O A A v e O Y R A R AR
TEER A ATRIT IR R B8 i 0 B0, AR BE R 1 A 3
YRS AT LN S NI O SRR -]
SR P I AR T A P T O A AE 25 5 R AT E
WFSEIE 52, SR N R 75 5 VSMC 3851 i % % U1 H
5%, miRNA FHF 36 97 I 1 4 1 2 9 42 43k 17 g
Feflt . 28R A AR T BAR AR AS 2 o iz T 0 S
T UL B A B A AR E N R B A . ERTIG R 1
T2 0 24 e i S SR T LSS PR If s R A (H R AR R
TR 245 ) 7 S0 i) SMC 38 B 19 [m] s o, 410 1] P R i 18
52,70 miRNA B H 30k 3 — [n] B0 ) fi e B2 4 1087 19
HEAS,fH miRNA H] T34 97 10048 38 78 PE 952 9 DR BF )
5 AR 1) 5 Ak o 8 P 473 7 2 AR 2 ) R0 i A fife e, A o Ak
PRS2 miRNA 7 25 OKF miRNA 2809 5 45 i
FURE A H F 0 4 RS iE 42 DL K miRNA 5[5 1
Rl NS AN

miRNA 1 55 — 5 2215 R W 1 5% o 5 1) ) =2
B R AE Y, He U 2 MM B T S04 A Bk
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78 SCHR PN I I 8 B et AR 2l Ik R A I A
H miRNA f7KF, &5 X 4GE A A T, A
AL miR - 21 miR - 143 miR - 145 miR - 100 fi§
FEAKT R R R LR miRNA 55 245 9 Pk i =2
ZAE NG SR B R AEAEAE B D) G R MK SRR A
22 5119 miRNA By 52 2 5 45 S 40 8 P8 7 o A AH G
FEEM IR . FENG IR b X 56095 15 XU 4323 11 AR
& bk s R RIS W SR U I N A AR
HEERVRYT T ik o X T — 28 PCI R J5 & KU 43 2
M)A, AN A Z MR R Bl Ik 2 S0 R B SR AT
56 4 P I 45 b J2 TC vk SE B A, 17 3 PP ARR S 1 miR-
NA EJy— PO R 5 i 09 R 4= A M 19 0 T A
N7/ R B = e < I N o A NP AR (U A
AR, BB WG IT 7 % -

L B AR R TA ) miRNA J@ o /E T A [6] i 5
DR I A8 48 405 i T T LA A B B TR R T
AT SEIR . B 0, I R B P LUKE R 2 9 miRNA
AL 25 W), T I A B R R s 1Y R 9T, (H H AT
W AEAE— R B MERE AT T A UL o X F miRNA fE 2 —
P I3 5 50 A 8 8, T 10000 5 .0 S PCT R 5
P 2 A A AR AR R W AT M, G 2 R
1 |G NI S = N (5 o P (1 28 < S E 1 i B NIV
TG IR
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