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Influencing factors of vascular smooth muscle cell migration
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Abstract: The migration of vascular smooth muscle cell (VSMC) plays a key role in vascular development,
atherogenesis and restenosis. Here, we review recent progresses made toward the key inflammatory cytokines
triggerring VSMC migration, key players between cell-matrix and cell-cell contacts, microRNA, cytoskeleton and

signaling pathway events of each factor mediating VSMC migration, which are characteristics as influence factors

of VSMC migration.
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S LA (vascular smooth muscle cell, VSMC)
RME R AN, FEATIENPES, &
ER N o TR SN EE P o (1K= = L R AL
HIMEE IR VSMC [13E % 52 IE w11, (2R
IR ) VSMC i 0) e i e Kl R 30 kR
FEREALAN LS BB A S5 P 72 S5 A2 K A R K
PATAER- . VSMC il o kA 2 (i
B g B 56 B (R ) 13 5 2 P A
TR EAL . VSMC 32 B 5147 i Py A o B 1 22
BN, S I /INARORH 88 T 208 M DR 0 407 1 4 5 R R
i e S ik e S s P R = = )& L s U i B
%, 755 VSMC R FF M N IBEIT . E3h4
VSMC FIERAERI R, VSMC FIER o] 4 B N By
Bt : WA RMEPRZE VSMC R R AHA, T
ERE F AR E AT AR B A, R 4R M i
B R RIS N R AR R I A N I R
FE R4 I Bl VSMC 3E#% 32 31 22 J7 T IR & e,

B A 3 16 D] 3% P R A% L B B FLA 5 L 3 R
B BIKGRAEREALAAR 5 AP AR S5 LB 5 BT
BT o AT — 5 B 4 i A1 R A
T\ YISy, microRNA. 4028 I 2 51
5T IR ZE VSMC 1T RIS .

1 VSMCEMHARAEEFXTVSMCIE % S0

VSMC HJiL#% 52 2 Fhifs 3 B 1 Ph i sgm, Hrb
I /N PR PE A K A7 (platelet derived growth factor,
PDGF) 1E N & AR B R A K IR, o biE
I AT 4 3 1 AR 3 2495 M U5 Bh IR Ik T VSMC
IR ;. M55 55K 2 11 (angiotensinll, Angll) /& 3 Z )
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TEACIIUVE P AEYETEYI BT, Rets ind g8 E 4
M. eAE R RO 2 h BA =B
FEH.

1.1 PDGFRENERVSMCiT#%

PDGF 245347 Ak 4 0 40 PR AR 1L/ ISR TS 1 e 2o
4R F. PDGF % (PDGF-A. PDGF-B. PDGF-C.
PDGF-D) J& j 93 i [7] 5L — 584K AA 1 BB 22 3
A 22 oy R Ak A A E L, A3 A~ L
FREFAEAH M 55T 40 LR 5 I 4 B IR SR A M 52
A&, B K PDGF s #1515 5, AT i Y
VSMC 358 FERS o R 77E 1IEH sh ik b BRI,
ELLE DK A A A A0 LA s T AR JS 5 RS ) A 1 24
s #A . 5K W, PDGF-BB il id i
{1 3% 3% Xl ¥ 4 (transcription factor 4, ATF-4) 3115 5
S0 M SR [ AR 25 ) -C (tenascin-C, TN-C)
(IZRIE R B R B A9, Wi et VSMCIT R .
PDGF-BB & i i 1 PDGF 24k 454, T e 4
U A a- PLBEhEE E R, ER G RO
EEMEEEEMRIL, i VSMC KAERMEAL,
fRHETRE W, 5 IEH M REFI L, B koK R 19
Ak AR S BT A 1) PDGFs, $#0) /& A fl B R IA &
e, JFAHRSZ 4k PDGFR-o #l PDGFR-B 7£ VSMC
R A B, RS ks L TF R R,
VSMC | PDGF #ll PDGFR-B £ it &>, H MK
BRI kT . X B AT R RE AN A T R I, AR
& PDGF (1 ng/mL) n[ {2t VSMC iT#%, sk %
PDGF (KT 5 ng/mL) {21 VSMC ({3558 . 4,
PDGF 4 RE 115 06 2 ¥ 40 M 25 73 FH 4t B Hb S o, 4
IR FEEA BEA. B W TR AR R Ak
ITHLAER, 23 VSMC iE# P, Ak, PDGF {E
NEARBRE I AE K N FAE VSMC 3B 7% R 15 35 &
BER

PDGF 2R FfCR S &G, W BE & RER
RN 3 R ARAE T PDGF &-Fh Zh g 1 & % -
TE—SORF R S SRR R AR AE G O IR A Y T
FIRIRFE AN {5 5 5 F Sre [AYEIX 2(SH2) tHHAE
FH, W0 HoAth— 26 5 25 5 4 ¥, 40 PDGFR-a {F
FH 7= A2 1% IR Ik LS 3- B4 PS8 IV 4t (PI3K). $%
Sk A (CrK) MHE#EE H (She) ; PDGFR-B 1E I ™
4 Src [F]JE4A& She. Ras- 2234 JH yE 40 85 H B (Ras-
MAPK). Ras GTP- 3% i (RAS-GAP). KK+
454 E 2/7 (Grb-2/7) A e C (PLC-y) %5, H:
T MAPK {5 5 USR5, R REK. 7
WAL ; PBK (55 N 2 2 2R / AR

B 45 Akt/PKB, PKC %% fil Rho 5 ji% ) GTP-
ases %, [RENZNEOAEE, 8SFAMIZE), FIHM
J A AR T PLC-y 24N 85 & T A%
FF1 PKC W0, (R dfAd KT . X8 (ES
ikt — s MR E ST, g
IFBFTAL R (1S (ERKs A1 INKSs) 1% 5 B
(FAK) S51% 2645 5 3 N 41 B J5 R — R 1) 5 4 3
ISR PDGF A S RI4IER IR ' E 1),
1.2 AngliIZHNSHVSMCiE#H

Angl1 5 2 ik s A5 A0 0 I A Rl YR 5 5 7
SR AR B OCREE R, e R ML
Wi, I E R - I R IR R - B AR R St (renin-
angiotensin-aldosterone system, RAAS) 5 Z1 Ui 45 IfiL
B, s I D Be R A A N B2 D e, R
VSMC 1 i A ANIG5E, o2 — iy B0 4 s 4%
HHE 5570 . Angll ] DA S0 ] ) 1) r= A, Pl
Az () T ] S fe i kA2 i3 Anglll 2 5% f& (AT \R) 1
Rk, Angll ZAKHES RAAS 3 [A) 18 15 10L& U 46 J¢
R R VR A YA 7 1 RIE, 998 VSMC ik
BAs5. Guo % VIR, 16 FA Rk
P s G S FE o, Angll g W 3 2 3k Stim1 A1
Orail [k, 31y i A S 45 2 5 0 P 45 iR
(store-operated cokium entry, SOCE) X} VSMC ] it
% 38 5 RN P RS0 T 4 5= A RS . AnglIl R JE
it O B K BT IR T VSMC BRI AE . T
B AN 45 T 2 75 (1) Na/H A8 44 -1 (NHE-1), i&w]
M35 NADPH S AL R -1 (Nox-1) SR Y 13 14 4
(ROS) S AMNIERE S, F AR SRR
[ Fatl (1%, i =4 ™. Hsu 2 f Angll
1] 45 Pt 77 B 2 4 JR K (B-type natriuretic peptide,
BNP) %} VSMC )il # @47 T 1, KM e H 1
Go\G, M B Fr 2 it Jo BHO2ERE , 98095 1 20 Pt A 05 e 4k
I HB#AK 7 ROS HI4ERK. BE4h, Angll A {ER—
AR T, 355 HAd (R R AR RS, P
[ VSMC 2t i #2 A1 3G 5 )i 72

RZW R, Angll FE @S LR IAMES
iE %5 2 VSMC i #. (1) MAPK 3 . Angll 7]
DL VSMC 1 (1) 22 2 Ji 3% A6 2 L 3 (MAPK),
AT LLYE Ca™ Al c-Ser [F11E A F B0 c-Jun S 2L K
it £ P (C-INK) 4l fl M5 5 I8 5 B0 (excelluar
signal regulated protein kinase, ERK) A1 i i 1 Fi% &
IR B (SYK), Mo {2 i VSMC BIIE #6. B 4h,
P38-MAPK £ VSMC i # i i 3 1R H 2 /E H .
(2) %5 KT (NF)-xB B # . Angll 7] PLF1 VSMC
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E1 PDGF+SVSMCITRB M S S4 BiEm"

AT R 454, BUSH T (NF)-«B @i, M
T A K AR K IR F0 98 M R 73Rk, {2 i3 VSMIC
E#. (3) BEEE C(PLC) % . PLC nJ LB hn Ca™
T, ] DLBE PKC R, M 51 VSMC
() W 4. (4) 38 i 05 PIBK/AKt 38 #% LA K JAK/
STAT (@B #E VSMC (3B " hah, & 3mekin
BEE B RIEIER, i Angll 7875 KIE/EH .
AngH WiEE AT\ R &2 AR B A K R 152 4k (EGFR)
BTG VSMC T8 "MK 2).

2 HRmANES B K 40 Al IB) AR B4R R B EL A
10K R SIS VSMCE R RIFNT

20 g 4h 3 T (extracellular matrix, ECM) {F A 41
NOAFAE MU LI R AR ANGEA Y, X VSMC 42 it
BRI BN AL FEHA &I, W& )EE
FIM (matrix metalloproteinase, MMP) FlIJ8 2% (Leptin)
S5 K VSMC R ALER . X VSMC ZB I — &
IV B A LB A R RIS 4, A 2
ZON LT 0 T HEAT IR .
2.1 ECMEENSHIVSMCiT#H
ECM [HZ¢7E VSMC J [, Jy VSMC 2 BEHLI
SCHERNGE R SR, S A4 E N (FN). 25
EHEH (LN). IV HRJEEH (CollV) MEHi ik H5%
sy, AENEKET, %% VSMC L. i

B, VSMC it 5 ECM R4 Zh B R0 25 144G 48
W SR AR 3 FT #, Hoh FN RTLN #2100 ECM 5
VSMC )& FIiERS, CollV ALK 11, B
FAEMERNA R VSMC FIbs &4, i 77 T 1
B, H&EFEE, KM ECM JLH 2 3R R
(BM) J& VSMC iEF# ik F o Z00 22 o AR 1) A 2 5 e
S B A (R0 A 56 v 8 55 1 K BRI K B kT
JVLZH B (PASMCs) 247 %1% 8 h. 12 h 124 h Ji5 & 3,
LN ;Fu BM i h PASMCs %08 & 18 i ', 4

ZE G, B4 i VSMC AP R 4 i
iﬁﬁ‘éﬁﬁka—? FUME A R (MR R BE R T g

I AN AT A A K R 755 ), R IEE R
é%%rﬂ@ 2 (MMP-2) il VSMC 5 ¥ 85 11 52 [ [
Fik, MR T VSMC M e s e oy s it #% 12

e ORI S Sl IR Ep s 4L
(FAK) & ECM N ST B N FEES 5T £8E
FHIMEM T, VSMC #1 ECM Zi i 7E —it2, BE & 4
MR s, B TR EY K, VSMC AW [ A
T, FAK BN TRER, 2BARESRETE
HERAERSTRESHTHEN. BERNTYE
AR R PERTE R - B9, %54 FAK. Src.
ik G2 R Tl 55 M AS 5 7% 3y 7 5 IR, FAK/Sre
A BEER AL, BOE R e MAPK 3@ 2% F IP-3 i 7% 4%,
BT 5 R R B, KA RS 5 R iE
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E2 AnglIfr SVSMCIEBHRFESHSER

fi#, 5l#E VSMC A%, s fit s 1,
22 EREREAMIKENSHVSMCEH
MMPs i VSMC Il B 40 i 7= A=, R4 1
R P O AL S 11 {1 2 00 i 7 o A i 98 17
WO R S0 KRR 5T MMPs Rk,
MMPs 2> B0 A8 VSMC A= 17 ) & i 3R 15, {2 iF
VSMC % # [{) 54k, VSMC 1E# LK, MMP
I PEAE MMP 11 751 (TI-MP) 1] AT OR 45 7E — %€
K s VSMC R RR, I B 35 MMP 7%
PE_E R AT @ PR ECM s (WIS, £FEER A
5 SR ) AN 5 AE TS I 4y R 2 5 VSMC IR A8 1,
TEIMAE F3RIEM MMPs A5G MMP-1. MMP-2, MMP-
3. MMP-7. MMP-8. MMP-9. MMP-12 I MMP-
13, R4 3D IR T R4, L MMP-1
I3 453473 A i P R R sl ik, ik VSMC
TH#. £ MMP-1 6l 2K ) # JE DR /N BR A, VSMC 1Y
TR VRS A i 5 2 1 TR, R T TR R
Pauly % ff 723K B, MMP-2 fg i ik P& fif 22 (BM)
5 VSMC kAT # . MMP-3 fil MM-7 & — fh 3t
i, Rk VSMC &%, (HidRiA MMP-3, 2
FEAEEIER . AR, MMP-3 53T 1
2GR EOMEER. DRREERN, &
WISk EE L F AR 28 d JE iR MMP-3 2 S 8054
P T R BRAG 75%, 444k VSMC 3B &Il 31k 56
P, Fik B MMP-3 g VSMC (13T #0855 59%",
AN, MMP-3 3L 305G MMP-9 [ /i 4k, 251 &

MMP-9 [ f# VSMC & B 6 5T %55 51 e 2 o
B fige, MMP-9 W] 2474 24 fif 5k ot 445 1) I 4 e 1k, 1Y
5 JE 7 10 B K AR T AT . MMP-9
SIS RS HE VSMC KT R . 763 ik o] 2
/NP, R MMP-9 24513 VSMC 3L #2 Fl
W T . MMP-9 Fil MMP-2 7]/ 5 PDGF 774
VSMC TR IR 43 Hllsos U MMPs (505 1€
KT LUE VSMC F1 ECM X I8 (K Rt =5 98 7
AT IR, L, JTLSAE TI-MMP & I K&
XT B R TT S it 7 ISR 7.

7E VSMC iT# 2 17, MMPs M VSMC i3 JE€ fis
b5y ES, A3 VSMC RIS E Z R, 5%
W75 88 B-catenin % 5)), R VSMC (i #. 7 4h,
MMPs 5| 2 (1) 40 &1 5= 57 FE A AT (5 5 Mg R
G =2 AL B B AT, s BAE G, Wi o
A VSMC i BB 10 G, #1 17. MMPs .43
I BMs [AIEE 3 — RAETY ECM M &R
(AR EAER, AT S35 FAK 351k, 1858 VSMC iT#.
Ak, J5A ECM & H R AR B i H R B A R
giahin, Wt #EE, 2 MMPs Wif B &
BOE— RAE SRR femt e
2.3 fEE(Leptin) R H T SHIVSMCiEH

Leptin /& H AR 3L R gm i & Bl I W7 223 0
)—FhE 167 MR I 2 R . Tk E pJ 4t
WEFEZR B, Leptin 153l ik A8 10 55 L85 3 AH G,
ESRHLEEB AL LR . A0 A% AT S8 UE B A
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[F¥ FE 1) Leptin 40P K R E Ik VSMC J5, VSMC
RERERAT, HBATTEEREE Leptin WK1 E
3 IZ AT 0 e Leptin S0 ML R TKRER - Y
KERAZRG, RSN AH R Leptin 3244
A, X VSMC WL #87= A 520, b4k, Leptin
B 225y R RNEPE, AT R e 6 R (1) 5 0
A VSMC (iR, ] 3 ik 7 A= {12 38 5 A A 2F 4
A4 4t e R - 55 J 3 = 4 0 VSMC (1 1 B R T
# P, Leptin Al {2 #E40 A A G, BIREN S 1, &
% ERK1/2. #% NF-kBp65 A2 VSMC ffiL# 2,

Leptin [#] 4 Ff 5 4 57 {& (Ob-Ra. Ob-Rc. Ob-Rd
F11 Ob-Rf) 1 VSMC iL# A 9K, Leptin 24445 0 /5
e — RYIMNE S, MBI JTK). A4
Iy 24 JEOE AL B B (MAPK). & 8 C (PKC)
A PI3K/Akt 55, L REMEHE Angll [F3R15, B2
VSMC [{]iT #. Huang & " #f 5t £ B, 5 VSMC
4544 6 K ¥ PI-3K #1771 (2 75 % 3 A LY294002)
HA 526 VSMC IERI1EH . (H% 5 anf 2ok
BoE— RN BE T IBRIEE R TR A

3 MicroRNAKE N SHVSMCiEH

MicroRNA( & 5 i MiRNA) 1E A5 FH % 5
BUEEER G 3 JERHPEIX (UTR) 454, iR 05,
X VSMC 1 AT r= i . 21 H AT 1k, K
WA IR 2 N miRNA 51 VSMC 1L # . miR-
145/143 VN — AR AEAE,  Horp miR-145 /& il
M VSMC R IA 2 F & 1 miRNA, £ 51
PG AR (T R, B B, ik miR-145, miR-
21 1 miR-221 {3 PDGF i 51 VSMC iT# .,
PR N FIR SRS K B, miR-145/143 24| VSMC
IR TR TEANE R, T 2T
J% ) PDGF 32 & (a-PDGFR). 1 H #H§ Ce ALK
4 Bl miR-145 F1 miR-143 {EFH R8P, 12
miR-145/143 B H %A, A HAh miRNA H4 5200
VSMC [3ER%, T miR-29 2= 10 4 it 4 3 53 A1 2
EAMAR™, Angll 3L 1 miR-181 £ IL 5
T4 A VSMC i B R IL Y, miRNA-638
i 3t B 1A PR 52 4k (NOR1) #)1#il] PDGF-BB 5 5 (1)
YT BT i F Ik miR-1/133 2338 i 45 B 2L
KLF4 1 SP-1 41| VSMC i s ® , yu 26
R I, miRNA let-7d 1] B £28E [7] KRAS, M # i
VSMC i # #1145 ; Zhang 25 P 5IF B, miR-208 A
T YHEEIE R P21, AT IR 5 2R 75 2 1) VSMC L #2

Scr #& PDGF {5 5 % 3 [f] L4 B/, PDGF 1

P&k miR-145 [k, Scr t 0] EL#2 T i miR-145,
W FH A 75 SU6656 #H1| Ser S Jk i g i 14 wT BA K
3 miR-145/143 )& K F PV, Scr 4 S5 22 IE Ak
() & F P53 JE R IE, — H PDGF #E,
Scr #t £ M P53 3k FELAS 40 B A HERE . b Ak,
40 P53 R IA A T LABE miR-145/143 (1R IA
T LL PDGF i id 5 Scr #1 P53 #0141 7 16 H, T~
miRNA [J5RIE, FHFO LML, M n e
JEE T IR VSMC T8 P

4 MpEREENSFHVSMCIEH

i B B ARz (OB B 22 ).
FepE) 22 20 B SR T 52 A 52 2RISR AR b
(1) 24H LI 8 B A J N B A 5 51 ke — R A7 f EE A {4
M 2RSSR A A . RIME S s E AR
A GRS AT S 98 H P DL A 1 B A T 1 4
MUANEFGERS, RN G s 28 iR . B
DA B e ST BRI, 20 S LN 2R 11 o 4 B i 4 4 it
Bhfe, AT NI A SR B (A A 240
Bk, JEFEMES) VSMC maTE P 78 VSMC
TR R, MY TR EEE RN & [ 1 HE A,
B 2 A E . PR 2 xhE Rl R
YE¥F VSMCs = 4Ese 8 B EEA/EH, miflE |
I EMFELE VSMC AT e 2 B E 545, M
T A2 32 1) 3 A2 1 VSMIC kAR 28 B 3 Ak A I B
ERIBAE P, #t—Sma Ry, HEERA
22 5 Be M VSMC fIiL s B, AT I VSMC 3T
B 5 o B W R S AN T A1

g M SR R I 2 R R TR W
(RTKs) 1 G & F 8 5L 32 & (GPCRs) HUE Ak 2 15
S SEIUE S RO ), R EE RS A
HFEREAERF C(PLC). /N G & 1. Src. PI3K %%, It
SR AR, /N G B A F R R Cded2.
Racl 1 RhoA 72 i 4% 1) i 25 v 44 22 OC =L LY
TERT, Moo Cded2 {2 i 22 4R Oh 2 I % %, Racl i
TR P 2 I AR GRS 4 4, RhoA WU 1 66 45 B
AR SIS . 7 — 2R (5 S0 BORE R
A Jpmd FAE AR B, s EA R AEER
A ARAE VSMC [a] 5 B s Ot O &2, A
TR P 3).

5 INFEERE

VSMC (B K AEENERKE . Sk rEaEiL
S G2t fid, VSMC [ 1E 3 i BT i 2
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E3 HpERE

P E ST, MARVEAII . A dr P
IR FA A M AL T 2H 73 5, X L6554 7 R A8
VSMC R B Ak, FENESEB SIS, K
MG T SRR, OEA A R E R,
YT IR R E B, s B, s VSMC
¥, SEULEERR KL, 51K VSMC IEBRIES
M@ E s, HAHEAE W Angll nfdid i
VSMC H [R5 BE I B 3244 - AHOGEE 1 1 (LRP-1)
IR, RO AL 4 @ 2 g 2 (MMP-2) 13,
PR s, (kN R E 3k VSMC R ;
Angll B 7] % 5 A28 VSMC 1 Leptin [l ik, JAH
Hf$E VSMC i 5 ot Lib R, XEEHZET
I FAEH 5 NADPH % A0/ (Nox) Ui 135 14 4
(ROS) fih i ISR SLBAR IS, & VSMC 1L #8512
FECHE JEL A o A T [R (1 T WL AN 5
% (1) B 24 E b A2 80 Y TS LR R 0 B,
B TR A, A — 5 A5 B T RN
miRNA 21T JUAFE BT A s, FEBRIR YT 1R
miRNA FUEEIE R RN, X5 F 7K B #i
BT RRREZREH

RS VSMC & R LT, B 78 HAE 1
B R AERERATEER, v DRI T 52
Bt BBk . B AR o8 T VSMC I #2 1 BiF 55 =&
T o A R Ak AP AR E BRI AT 2D -1 VSMC,
117 5 5 A AN L 20 2R A ) AR AR I & DA
J% 3D HRFENBIT RS S, B VSMC A

o e

Traction Force

Actin Polymerization

SN SFVSMCERHESH#TiBE™

3D HEL 5 R AT MR I VSMC, #%F VSMC 478
AH I T ARG T 2 (FINR, Xy 2 X R Y
VSMC BEBNAT NI BERZIBLAR .

(& % X #h
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