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Research of Cx43 in vascular smooth muscle and vascular remodeling
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[ Abstract]Phenotype conversion,excessive migration and proliferation of vascular smooth muscle cell play important roles in vascular
remodeling. A large number of studies had found that connexin 43(Cx43) is involved in regulation of vascular smooth muscle cell
(VSMC) function. The role of Cx43 in vascular remodeling induced by atherosclerosis, restenosis and hypertension had received
widespread attention. In this paper,we review current knowledge about the role of Cx43 in VSMC function and vascular remodeling.
Cx43 may be a future target by both genetic and pharmacological approaches for treatment of vascular remodeling .
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LK 3.1kb, B 1146 MREN HFHULSHE, Cx43 B H
58 43 kD, 8135 4 4> a-SREEM B BES M3 (membrane
spaning domain,M1-M4),2 /™ ££ 5F 1 B 41 2R (extracellular
loop,EL) B 2 ™ "8 EHE, 1 N4 #9 B N IF (intracellular
loop, CL)#! 1 4~Hfi/N NH2 3 (NT)F COOH A (CT),, H:
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P EFE M Cx43 mRNA MRS AR, W KlotzPHRiE
RNA £&EH AYLR R (human antigen, HUR) AT & % Cx43
A mRNA, M8/ MESER R (microRNAs, miRNAs) H7# miR—
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e 5 T BRI S5 1B M 2B 1 0 B A B SR R AR B AL
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tivator, Sre ) S BEBLAVE S ST G BBIF% . Ak AT BERR
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Cx43 AR E 18 LA (vascular smooth muscle cell,
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£ A 983 PR3 Rl F-—a (tumor necrosis factor—alpha, TNF—o) F1H
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LS L 4E M A Y, /MR A K R (platelet
derived growth factor, PDGF) 1 MAPK #7248 Cx43 KBk
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1L RSP T JULAR B 2 28 e A A B 7 S B B, L Cxd3
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A5, B GI BB R, RIX Cx43 W T MR Rz
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Cx40 FX T, PDGF-BB AIfiEifE S A R AL, HERECx43
FIKBIHGINAN Cx40 1T I, T 52 LB AR Cx43 FIAT 38
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IXERR ST RN Cx43 TRk B (R 3 VSMC #b A E
HITHMFE A Wae IR A WiifR i S EH, A
AXJERIE , Rama FEHEFREY AN F BBk VSMC &3, FlbAE K
P+ -B (transforming growth factor—B,TGF-B) 7 1% Cx43 #J
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B, {8 Rt AR A B (g Ak (B BUAR 5 2R alpha-
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H BT Cx43 J475 VSMC ZhAERIPL I i R 524 B A, 7T
W RO EAKE AR E RO E ] . Cxd3 WM AL G)
{EBEASBAMLAE B (A58 B B FRE S TN EE
B, VSMC TTREE T Cx43 FRY Gl M TR s L&
RSB A 15 38 DI AE SRR, 175 5 AR <0 40 M A BT, A
AR ST AL AT RS . Cx43 -t B 8 A0 AR e 1 38 A TR
KREER , iR IRAMBHE A LI, (8 9 85K 18, 45
YE S — Pl TR B4 13 5 P (R PR LM B A
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Hh,Cx43 BAR G B AR, FIEEERY Cx43 1
RPN C 2R 5 X3 o] F1 B-HE IR H (B-catenin) 2 19 5 B
C (protein kinase, PKC)FI Src ZF LS 5 4G FH AT # N
RUIALBHE 5 4T 7= EAE R, Johnstone 454RiH , MAPK %
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SIME S8 5 B B (extracellular signal—regulated kinase , ERK)
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MEPEZE R B A X3RN Cx43 76 B Bk 403 5 I 45 P
EEEEENER, VSMC TR RSB ke s
AR5 R R A R R TR B, BT Longchamp 1E
Go I kR AEAR A K U A A B e B TRASE U3 & TR, Cx43
K E TR,

1 v i R BT 34 1T 6 S8 AL S, e S B B B
BIEIE, Cx43 V] RES 5 SR B if 1 A i B AL AR
FEV B — 2 B e e I P R BB AL % B, B kg VSMC HCx43
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ATAIE] Cxd3 W RRBUE I E BER R . R M F 3Bk
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IS, X RN S BRI E MRS, Ang 1l
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LR 2 B O I 25 4 B I A KO B IR A
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RS, T ZEBRZE 4755 5 N LM AR B RSB R B B0 VR AR AT
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i , I 1 gk 2 b 0 4 5] (angiotensin converting en—
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gen-—activated protein kinase kinase,MEK),Src 1 ERK1/2 ¥
TR A1 Cx43 BEER LA 207,
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PE— T 30T SRR 2 B IR RIE ARG B AR R
A
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