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HB A [ 8 I A SRR I B T 3RS T R g =

FERGARINLE, MC 2B EF AR G5 88, AT #g,
B M A FE R RE A AR R S . A 2 BN, o4 R
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], 38 RORE R AH G B G 409 A R 1R A R 4 R A
M CHREW Y, I M MHC. 18 WL 104 5 v v R
Z ME LT FRRY, B 0B B0 i B AT 0 2 A Y
s E AR 1
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PR A, (X P o R AR R A A2 VML C 3% Y (1 7 A A% g,
RESPFRENFREUILTF PR —MEER. H vMC
R EEHBE e B A1 M 25 L G5 A L D RE L L0 K ik R 2Rk i
LWL, 2R EMS FIARA MM, e
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2 MEFENMAEREEE R 7 FHLE

VMCHERERZ — RIVERKE S50 T HMH R RH
FEEG N W RE W, 40 /AR JE AR K 7 BB ( platelet de-
rived grow th factorBB, PDGF-BB) . 2 K K -1~ 1] ¥ 4 4 i K]
TS T R TURAT LB T 27 R 3R A0 e 42 B M 45 1) 45 5 R
o IS AR BRI T S K.

21 25FTHNEFFNAMRKREERN NN BT

RaviKaraZs "B 50 85, 7 REH S A A3 E S
57 RV A 1) FLIBE R, ¥ T 3 B R O 10 5 ]
ZNEFN TR EER, T L AsB i ROERNNZ 5
JEBACHIAH R . BT &2 A RERIR R TN CA G,
N CC(AIT)6GG 75, CAG TS 3 L FE R MCHTR
IR BRI RIB T TR 1ZF AR R BT L R B
A7 ( serum response factoy SRF)E‘J%%{i)ﬁ, SRF & #5%H
F MADS (M(M 1, aganous deficiens semm response factor
box) RIEM A Z —, SRF5 CAG KA B3 —RFIVLA
e RN AR I B . BB X N RN R, 12455
AT A 4% P 2H Ty e ABA T 58 4 A S B R AL, BIV0E — 28 0 R K]
PRGN A KRNI T, W o-fos R 300E 112 14F 41 40 fh 19 =
A, W M -a-actinn M MHCFWLBIE AFHREA (M 22-ac-
tn, M 22a)%.

SRF 5 CA (G Wi [X 53 i 42 3 P 2H Dy i AR S 5 (X A L
IR e A 4, (B O — g . DA 4 (1 B A
M -a-actin A H, M-a-actin LA CAG 1F R IE W £ 19 2 7
N oeth, TR K 2 A R R ML, R 2 LR . LR
RITAERFT R —A SREMHE T, L5 SRE4 A
MM SRF5 DNA & &. LHLRYS SRFRERIERT S
HERERR 0, b A48 5 3 KT Kuppel# K7 4
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L IR gE R VMC IS ARE S EERE T4
i1 e FLR S B LA T (BTSRRI 7E 30 mV ) AL
HW A5 E SRR (Ca' -induced Ca™* releasg CICR),
B Ryanodine 32 @8 . X W Fl 4515 5 AN (H 5] 12 2 15 447
RO, TR 5 VM C 404k b 3 2 B BOE, W SM -a-acting
M MHC. O JLERE G B A R IE, BFR AT 44 5 300E,
1% M2y H SR R RS2 R IE T RhoA -Rho ¥l R 5t .

I I B A £ Ak A0 3 IR S IR BT IR R R, VM C
IF) B R B 2 R e 4, LRSI A R yanod ine 5% 44 38 1 3%
TR T4 MR AR R S ) T L4 IE5E (4 - 60mV)
AL M I Canonicallfk 7] 5Z & ML AL 3E ( canonical transient
receptor potential channels TRPC) FKIA b XX P Fi il i #
1F 58 5700 B R R B O, R N R AL S S R . A
WK (R ARG FR ) AR R B (FE4R ) VM C U5 1 2
JES B AL 53 B N 45~ <70 mV Al -40~ -50 mV, X B AR5 L iAiE
ERIEM Y S . TRPC B 628 3 B & 73 18 5,
NZARRAEEIE, SRR CRIBE SN ERSIREN vac
i) 1 58 R A FE W HR L BEH TRPC1 R L LI .4 TRPC )45
PA IR R0 B S R BGE o FEB I T R4 B G Bk TRPCiE
B 5o VM C A I 3

P2 ARG L P 10 5 A P B PR 3R, B0 9 P T X L g UL
KN T E5 ATP B ( sarcoplasn ic/endoplasn ic reticum
Ca’™* -ATPase SERCA ) F1 Jfo i 1= i) % i 4% ATP i ( plasma
membrane Ca™* -ATPase PMCA ). SERCA 7 JLFh W 24, H 7
K IN, SERCA2alf) 21X 5 14 58 AH 4% b, DANR W 55 7% 4§ SER-
CA2af# 3 /= R & v P B4, SERCA 2b ) = 23k U 5 i 13
WHEA . PMCA I 4N B F 4TS 4~ PMCA F 44
R, VMCEZERIE PMCALH PMCA4M & Fh F it i, PM-
CATRIFRIETTING] VM C F 385, fH k40 gt N S, i
PM CA 4all] 55 {2 34 5E AH 5%

5 VM C R R M SRS FIEHR ZHIR
WL ( inositorl, 4 5-triphosphate IP3) 32 /&, KCal 1 I
KCa3 14108 &5 T EE 5T ASMEA KB EA
Bl OMAS B R 5. (HERRE, VIMC I B3 R



CN 43-1262 /R FE kgL 44 & 20084FE % 1655 1131 919
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231 MADS%E# MADSH &K F & S8AME I, K
FRHAEE CAG P, HEART RN IHE K E . MADS-box
B AKER, MR EAN S SR, F 10742 K5
4 MADS-box 7", HiZ 4 M ik, 80% LA L MADS &
HIThREF AT . B AW 5, MADS-box F] KB40 K iv
T (SRF) Al @B (MEF-2), ivZ SRF (¥ Ih &g & ai ik .
MEF-2J8 M ADS-box % 3% K+, % 45 1 36t 11 40 B 5316 R
BT, T8 RREF — D& ERT RN MADS XAl —4
MEF2X . MEF-204 A, B. C. D YA 7, 5 B L. 0L
FovsMcHh B EE, Hh AABD=AKRS vMC R A
AT K. F TR D, 530 3h ik P B B A FS BT AR P A
' MEF-2A.M EF-2BF1 M EF-2D f 335 32 Wi 8 =5, 14 Rk 3|
fe U, LA B B b 5 AR P I R SR OA R ) A R A —
B, /8 MEF-22 5 VMC A& BRI ik,
232 GATA X3 GATA R & is N . 1
FFEMTF 18qll-1~ 18q11-2 5 DNA i #%[X (A /T) GATA
(AGYMHEAEH. ZXEARE 6 MR, K CATA-65
VMC TS L a k. BLEIESE, GATA-67E GO
KB VM CHRIZE, 2 VMC R Ah 5 Som 38 g8, KRk
W T, 2R RIKIER S VM C Y 4s & A F i % kM
—F. GATA-61F KL A AT FH -2 732 55 5 10 40 Bl A 3
(5 2, 34 A 9 55 3% 5 41 A% B S 0 20k, 2 o 0 ) 0 A 34
RS BFRERI, KR ESRERGESE 1~ 3K,
CATA-6RIEME T, 5 TRIKEIER, MMEEF SN
GATA -6 1] 15 P 386 L k2> 500 7247, RIS AT VM C 4y
R EEFNKEE. ZH VMCHRERKN G TN
T GATA-645G 0 i, 1878 GATA-62 5 VMCHInibs
RRERL R,
233 A LMBEGR% IR E LM &M+, K
WwaRENERE =ZAHFHET Lin-ll Isk1 Al Mec3
(LM) RS s RO — & & E i A RE 1
WENMERBEEMNET, B LR =EAHERE T4, 2458
KILH LM EAE 6024 . BN NS5 L MR KR
W, A5V AR L RUR B AR

Hrp, LM EATE HI CRP2/SnLM 5715 L 40
MRBAELREY), CRP2ESE SRFA CATASE K —%
EARAGKRSEEE VMCIEREMLERT. B&iF
B, CRP2/SmLM FE B/ VMCHEiL. PDGF-BBHI#T
JULZH o B 24 1 ¥ A2 2 45245 B, CRP2/SmLM £ ik F i, &R
CRP2/SnLM £5 VM C/rtb R B R 1%
234 RREAVEES IV 58 S5 T B P 4 o 0 2 R
[R5 S B 5 R 0 — A KRR 1, 78 48 1 A R R 2R

Ho FVRRTZER MG 6012 HER I & A 4538, KTk
FESIIGR B MM A i D ERT, B
WEiE 45 A AR A . BT R B =R E IR R R I N R A
5 VM C MR B HA R,

2 4 FFLEFFIMABMREELIRNNESER

EA5NIE, VMCEREH MM A TR ESARETHST

WEHARTEENAT .. EREZEEF , L VMCHAE BE
RUEEH () I PR R 7 [ B PDGF-BB. R AEKH T (epr
demal grow th factos EGF) SR i 53 Bk P 5 45 4 41 i A= K 1A
F (basic fibroblast grow th factor bFGF). i & ZAEAE K H ¥
iv ( insulin-lke grow th factors-] IGF) BA K& H & 4 K BB+ Fl 4y
L FE R, mi RS IR RS, AEETEES
¥R AE K B F Bl ( transfom ing grow th factor beta 1,
TCFB1)F 2 5 3 A A0 BT IR 22 24 R 35 46 2R (i
fi (m itogen-activated protein kinases M APK)%% .
241 ZPRERFQUBABERLE  SuENE
TEPESE ( reactive oxygen species ROS)XT VM C 434k BI85
HUHIBS AL, ROSHIHIHIF (N - B 2R 8 4k 4
1hBE VA TV EA a-actin HTEA N M 1A M2
MERE AR EAE R L, B p38 MAPK iE M 55. M X, ROS
TEHEIG IR, VM C o ir £ AR BT &, p38APK i M
Wang, #H] o3QMAPK VG T/ VM C athir R B FR
15, A &G MKK6 (p38 G5 )M AR 5L vamcn]
B A eir B RO RE, L& B p38MAPK 1 IR 55
AL VMG MR o is S8 AR IE, E 4 Rmglig
7~, ROSH Y p3@MAPK 5 Sl B R VMCHI 4. Viedt
& U o R R ( angiotensin Ang@) Kb E KR
VMCIRRIL, Ang@iFS1 VMCOirEEARBNE
B INK A1 p38 MAPK @ %, H & ROSH 3, FFA Jy i g a7
5 AsHIERA K.

Tock 25 R HLM I 8Y ) /138 A0 a-actn 2 [ HFR XM
Ba T WiEs. A— &4, 89 713 5% ERK. INK Al
p3QMAPK HJKiE. INK B p38 | BHIT 8Y V) 114% S 8 3
BTG SRAE . 3PS ER TS U R IA, BRI T a-
actinJd 3 FHITESN . LR, FERFERXR VMCH, BT
773 SO M e AR R B AL, LRI RIS M A PK 2Rk % .

B 55 —J7H, MAPK B WA HES 5 A F VM C IR
AT RS . Y ananaka® Y MK M C R ARG R R SRR
o EGF R R I i ULA0 Mg R B F5 3 i R, EGR I
REAH™ EGF ( HB-EGF ). TGF-a. Epiregulin( ER) Al B-cek
ulin( BTC) UM A 745 & HZ M EGFRE , 8T VMCH
& R RV, X MR 32 ERK A p38M A PK 75 4% 38 B 1 B
WA B

Kavum a5 VB 72 8o, AR [E] VM C I A (g 4 5 R E 7
e MAPK MBI . WKY 1222 MC (A2 TR BT ) 1
WKY3M -22 [R5 INK A p38M A PK i B2 1k 75 4 2 2.
i ERK fi% 2h /£ WKY 122-2 40 Jiu K T WKY3M 22 41 ).
PO 2 G B B ) ) % ERK. INK A p38 & F (1 30 ] 7
PD98059. SP600125 Al SB202190 [T ik 35 , i PD980S59 () 411
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FIRCRXT WKY 122-2 MCHE KR m. 724051 s
3| SP600125F1 SB202190 I #1, T PD98059 ¥ H & M
PRI ER .. KPR AIERZ INK2 A p38 1k
), AN HH ERK, 3X 2 B SV C 57 58 o 28 /0 356 40 1 5 45 5 10
M A PK 3 3% Fr i 15 o
242 EBIEBLALEL AR RS REGHR VMCH
1EIF R Re (2 VM CIERE B 4F F, 12 B 3% [R] A 18 4% 1 7
MR DAL R VINLE M A 2 T o W ang %" 45 51 I B
REMEALEE 338 ( phosphoinositide 3-k mase PI3K ) 411 1 71 Al
M A PK #5467 58 & L, W orm annin ( PI3K #1175 ) GE ff i
S E B M -a-actin mRNA F1 K R IiE 25 2> 260 A
48% , B3 VM C T LR . MAPK #]7 PD980S9 fi
IERE RG] 52 , (HEAFEH M -a-actnff)/KF. 7E PDGF 5]
B VIMCESWE, RS M 1119% F 118% 1) M -a-
actinmRNA fIE A RIE. ZHAER, RS RYERF vMC
H AR PDGF 2 /E A i PBKE AN T, MR R &
Rt VM CITBME MAPK @I 5.

FEREFE VM C I PRE B K IH SR A Ca( protein kinase
C, PKC)¥5 M6k 55, 1 76 40 j A2 K V0 & I, 335 4 3% 5 4t P R
FSAMRS L FENES PKCafREH . ¥ PKCali
SN LRI, NZhE A RAE. HEfFENE
MBI . 48 MCALRBT PBKERE™.
243 F—BRKRIE% W — MR AR ( AM P) i B
R CHMLER VM C Y4 R BRI BH A 8 7 1 8 7% o K lemm
TR AMP R TS5 & 1 ( AMP response elan ent
binding protein CREB)7EA:E 1 fE K] VM C o & & =, T 7E
WM AR A D, TERE TR A &M T e
A PDGFJEMI#H A4 1%, CREBELZ 8/, H VM CIH5E
T03EE; (B 2Bk VM CER LR, CREB#E 0. R, E44AWH
RGN Ie N R R T KPR AM P s % B A 4k £F
VM C 434k % BRI BE W7 A K B4 .

RARRE, MAPK X &2 B A R VM C ¥ %E . DNA
AR A 2 A0 R S B 1, R A S ) A0 B9 e 3 T
. PDBK IS & B 48 5 40 i &% 1 A0 4 1b s 2 1 1 F,
AMPIER 4R VM C W48 R R bmidg. B A
W PBK A A BB B (Ak)BEM ERK 5 p38V A PK i %
ZIAFPFE A RE e T VIMCHIRIIA, HER, =B
1138 HAEF R 53R A0 50 R A R &1 58 7 5 15 18 B .

3 MEFBNBRRETEST

T MCIRER 2 B KA R BB A IR A&, VM C
0] R RS 8] A AR FE I 2 s o1, BB A G
— AR EM AR N VMC R & bR E, (H— 28
M C J3 3 3 1 1) 2 DR RN R 72 ) 2 6 4 2 o 1 R, X vt
A VM C B IR S I R B R KW H . B
M -a-actin M MHC. h1 78 1. M 22a. K3} ik 3852 ik B
HA (ACLP)HE AN E A YA &AM E VLA
e F PR AR 2, T L S R R AR LR M C R AL 1
PR T

31 FEN oflzmER

MBEORAZAM P EEFENSEREENED
i, LR R T 41 45 25, T8 BRI S 2R s AL sh P b 2 A 77
1 6PN 2, BRIz A4 T UL AR L 48
MR 2R, By BT YWLB) R (1, 55 40 DY o 2 4 A T UL
WAL, SN aWlBhE A . oA R, X T
BEL a-S-actin b2 T O LI a-C-actind A7 F 10L& 735 AL
B o-M -actin L&A F B G 1E PR UL a-v-actin U5,

a-M -actin & 4R IE T T LA SURO b3 38, R A&
ML B A AR R IE B MR =k
MIARRE, Z B AW AR ()04, WF kB
VMG H a-M -actin 72 40 fi o 2 AR 35 K08, 40 il B4R
e, R BRERMI AT IR, (2)MR 8, L+ kT R IR
PSR VMG H a-M -actin & 8 H %, 40K 5 K
YA RARDL, BT e I HE . A VIMC KRk B, 40
MLZ )T MG A 2 s 46 B R B 4, a-M -actin & 77
M 2 AR, RIEARE T, 2 VM CZ BB 31715
BN, R R BEAESTE. FIILERG)E N H1EE R
B, VMCEIUFERE H, a-M -actin [ & Bk >, JEALA R
WMBHE A (B-actn) & EWIN. BRLZELBLEE, IE i
JULEH M 22 1k 43 2 06 58, o -M -actin & & B8 0, 40 ik & B GE
HAOAWRE . a-M -actinZ VM CHI—ANFEoMbr .
32 BMEAR

BHFE I (osteopontin OPN) A 1983 4F H erring % it
MBEF RSB HE—FBEBROEED, 2 FEN 4 Da
2% 300N R LR E, E A ERR, Xy Trea -4
A 1gG y-A sp-SerW G5 M 8, 1 i X — X 15, OPN 7] 5 2 2
WS T REBRKOSEE, T RER KA MR,
I, OPN #N 2 el AR A L Fr &, HIEE VMG
OPN I & 75 Ay Fi Wi 45 28 710 1 & Al 26 7R 5 80 M) e 2 6 R 12,
B I I Y 3 R PR B IR, 3RS Bl R A A B
PRI G, A4ifiA & 1B IR IR FE R 7 a. PDGE,
bFGF. EGF. TGF-B, TL21H1 A ng@* fit ) 38 I & p 5z 40 Jifa A1
i LR L OPN P,
3 3 Epiregulin

Epiregulin & & 1k B #T EGF Z & H 5 J5 # & B I AR 5%
2 46k, AeAm F LM AN AR K, B S Hela R
FELMML A431 RIS 4 0 AS549. Takahashi® ™ iF# Epr
regulin N B0 A sfEI R F WG 1 VM CH BRI, 2 VaMC
A E B RS W .
34 PFTEAMNHEBHEXER M22a

WrEAORFEIHIUEE N HED, EEFEIA
LA ESEBRE AR ERNTSHKFEN, BT E
HERIER a-M-actnh MMHCAHBHEASEAEA—
B, ZEIR B .

SM 22a A& 75 H R BR R 7 3k B2 o TR L O A R
JULAH i R TE B — P WUR R A, S — RS S T A A
A, BN N EEESAH VMCHRIA.



CN 43-1262 /R FE kgL 44 & 20084FE % 1655 1131

921

4

N2

i A 1 LS A 3 T B BTL AR R A2 %, B 35 TR R Rt A%

R EARR, 4] VM C 3R i Rk . B BB A 7538
MU T HES 5 T PR 05 IRAE 2 T I A7 B 1 11 2 23
M CRBYAE B WAL W1 B L A s R AT e R 5 B
HEMEM. MCRMEHRE —EGTRE, €5 MR KDL H
MrERER RS2 E MCHREIRE. Hit, &6 M
JUIA SRR ST R E W RE S E R

(&% 3CHk |

(1]

[2]

[4]

[5]

Lo]

7]

[8]

91

[ 10]

[11]

[12]

[13]

Mak W, Majesky = Developmental basis of vascular smooth muscle diver
sity [ J.  Artertoscler Thranb Vasc Biol 2007 27 (6): 1 248-258
Bochaton-PiallatM -I, Gabbiani G, PepperM S P lasm mogen activator
expression I rat arterial snooth muscle cells depends on their phenotype
and s modulated by cytokmes [ J]. Circ Res 1998 82 (10): 1 086-
093

SataM, SamraA, Kunisato A, etal
ale into vascular cells that participate in the pathogenesis of atherosclerosis
[J]. NatMed 2002 8 (4): 403-409

SataM.

H an atopoietic stam cells differentr

Role of circulating vascular progenilors in angiogenesis vascular
healing and pulonary hypertension lessons fran aninalmodels [ J].
Arterioscler Thranb Vasc Biol 2006 26 (5): 1 008-014

Caplice NM, Bunch T] Staboerger PG, et al
human coronary atherosclerosis can originate fran cells adn nistered atmar

Proc Natl Acad Sci USA, 2003 100 ( 8): 4

Smooth muscle cells in

row transplantation [ J].
754-759

Bentzon JK, W eile C, Sondergaard CS et al
erosclerosis originate fram the local vessel wall and not circulating progenitor

Arterioscler Thranb Vasc Biol 2006

Smooth muscle cells in ath-

cells in A pok knockoutm ice [ J].
26 (12): 2 696-702
Benizon JF, Smooth muscle cells

Sondergaard C§ Kassem M, et al

healing atherosclerotic plaque disruptions are of local not blood

Circulation, 2007 116 (18): 2

origin in
apolipoprotein E knockoutm ice [ J].
053-061.

Frid MG, Moiseeva EP, Stenmark KR.
smooth muscle cell populations exist in the adult and developing bovine puk
CircRes 1994 75 (4): 669-681
H eterogeneity of smooth muscle cell

Arterioscler Thranb

M ultiple phenotypically distinct

monary arterialmedia in vivo [ J].
HaoH, RoprazP, VermV,
populations culured fran pig coronary artery [ J].
Vasc Biol 2002 22 (7): 1093-099

Rauscher FM, Goldschm dtClemont P] Davis BH, Aghng pro-
Circulation, 2003 108

et al

etal
genitor cell exhaustion and atherosclerosis [ J].
(4): 457-463

EAEZE, M, R,
e AR TS [ ]).
RaviKarra Sreekanth Veanullapalli Chumm ing D ong

KBRS e UL L A A/ TR 1) e Y
¥ BBk AR &, 2008 16 (4): 268-272

etal  Molecular
evidence for arterial repair i atherosclerosis [ J]. Proc Nail Acad Sci
USA, 2005 102 (46): 16 789-794
Wang D, Chang PS Wang Z etal

sion by myocard

A ctivation of cardiac gene expres-

a transcriptional cofactor for semm response factor

[ 14]

[15]

[ 16]

[17]

[ 18]

[ 19]

[ 20]

[21]

[22]

[ 23]

[24]

[25]

[26]

[27]

[28]

[29]

(et

[J]. Cell 2001 105 (7): 851 - 862

OwensGK. M olecular control of vascu lar smooth muscle cells differen tia-
tion and phenotypic plasticity [ J]. 2007 283
174-191

House S] PotierM arie Bisaillon Jonathan The non-excitable
snooth muscle caleim signaling and phenotypic sw itching durng vascular
disease [ J].  PflugersArch, 2008 456 (5): 769-785

TR, T, BE. MEFRE UL R R G 515
BRMESER N TR [J].  FEsmkmEE, 2006 14
(8): 645-648

Chang DF, BelaguliNS Jiang Chang etal LM -only protein CRP2
sw ilched on smooth muscle gene activity in adult cardiac myocytes [ J].

PNAS, 2007 104 (1): 157-162

M K insey TA, Zhang CL, O lson EN.
ulator of cell division
Sci 2002 27 (1):

M ano T,

N ovartis Found Symp,

et al

MEF2 a calcium-dependent reg-
differentiation and death | J]. Trends Biochen
40-47.

Luo 7, M alendow icz SI, Reversal of GA-TA-6 down-

regulation pranotes smooth muscle differentiation and inhibits intimal hy-

Circ Res 1999 84

el al

perplasia in balloon-injured racarotid artery [ J].
(6): 647-654
Su B, Miwa § GreggH,

muscle cell differentiation | J].

et al Redox regulation of vascular snooth
CircRes 2001 89 (1): 39-46
Viedt G, Sotdl, KriegerBraueH 1 etal

gen-activated protein kinases in anooth muscle cells by angiotensin Il in-

D ifferential activation ofm ito-
volvement of p22phox and reactiveoxygen species | J]. Arterioscler
Thranb Vasc Biol 2000 20 (4): 940-948

Tock J van PuttenV, Stenmark KR, et al Induction of M -alpha-actin
expression by mechanical strain i adult vascular snooth muscle cells is
mediated through activation of INK and p38 MAP kinase [ J].
2003 301 (4): 1 116-121

Yananaka Y, HayashiK, KanurasakiT, etal

Biochen
Biophys Res Canmun,
EGF fam ily ligand de-
pendent phenotypicmodulation of sn ooth muscle cells through EGF2 recep-
tor [ J.  Biochan Biophys Res Canmun, 2001 281 (2): 373-377.
KavumaMM, Khachigian IM. ERK, NK, and p3®AP kmases dif
ferentially regulate proliferation and m kration of phenotypically distmct
smooth muscle cell subtypes [ JI.  J Cell Biochen, 2003 89 (2): 289-
300

W ang CC, Gurevich I Dramm B.
cle cell phenotype and m igration via distinct signaling patways [ J].  Di-
abetes 2003 52 (10): 2 562-569

Ohkawa Y, HayashiK, Sobue K. Caleneurinm ediated patway n-
volved i the differentiated phenotype of snooth muscle cells [ J].  Bio-
chan Bigphys Res Canmun, 2003 301 (1): 78-83

Klenm D] W atson PA, FridMG,
ing protein content is anolecular detem nant of smooth muscle cell prolifer
ation and m igration [ J].  J Biol Chan, 2001 276 (49): 46 132-141
SpeerMY, M Kee MD, Guldberg RE, et al

teopontin gene enhances vascular calcification of matrk gla protem-defr

Insulin affects vascular smooth mus-

etal  AMP response elamentb nd-

Ihactivation of the os-

cientm ice evidence for osteopontin as an mducble mhibitor of vascular
JExpMed 2002 196 (8): 1 047-055
TakahashiM, HayashiK, YoshidaK, etal Epiregulin as amajor auto-
crine/paracrine factor released fran ERK and p3@IAPK -activated vascular
2003 108 (20): 2 524-529

calcification m vivo [ J].

smooth muscle cells | J]. Circulation,

#IH)





