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T -3 WLAH L ( vascular smooth muscle cells, VSMC) )
T A ) JK R R T AT B e I R L 7 A L R £ 248
TR ER BRI 2 — o O L5 D S I PRI 3R 5240 I A B Th
MeH—LHBERE T, faleERKETFREE (FHT
VSMC 324K, FHBUE 40 15 5 5 T B, & SFEUZ N3
(KB R E T AR 6 VMG B 40 3938 . A 3036 B 3 I 8 1 Vi
WLan Mg v A b £ AR S e e R EFME LR

1 mMEFFNMAMILES O MERR

1.1 MEFENMEIEE SR AEEL

B K 5 FEAE AL ( atherosclerosis, As) 7] 5 2 ¥F 22 /% 5 (1.0
LA 5 97 200 e o 97 1 30 ik A T B 5, AT 3¢ A e i PR
A B0 R A R P B ) T RIE, TR A 7T L R R ML 2 H AT AT
B A IR AL B SR 22, i ls PR E
LA TR B 0 A48 5 7 2 i % o L ep DA Ross! ! 32 HY 19 2
i — IR R 2E Y H RO AT 52 BBy P9 R A
M5 4% (T3 5 AT Re AR 1 20 AR) =& As T IR 46 3 R
A5, PO R I T RS B R O 9 I ) AR % BT R L K
Y TS B0 R R A — RV SR N, 580 R 4
I AR . BAARSRIN 9 N B 1) IR 5T iR ) . VSMLC i Mk 4 i
PSSR AH I T il P R 2 BRI VSMC 3 5 K iR
ARG, 55 As ARG ME A R, 2 vsMc 2
AT AR B b S BR RO A . VOMC ZE S FE i R oh R A i
GBI G R B AR . A B VSMC B ) P9 R 9T 7 I P
TR TR B R A B 5 — U T VMG 38 R A KR T
MR T, B3 SRAT 3 VOMC B K R85, [F i & R
VSMC. I8 43 WA K B PR 40 A A 25 o o 52 2 it IX] 1 S By vsMLC
TP R A0 IR G e 5 4 J 8 1 B 20 R AR BT, D VSMC
A BOE A3 & A

[MEE®/M] R, 5, 1964 4, WP KA A, I PR 25 # 5
B, B PR R SR R 2 0 LR 2 R R A
B A5, B3, 1959 R A, 2, WL F AR A S . AouEE, 5,
1953 A, 0 L 2 3 B8, LA AR B .

[ XERFRIREG] A

1.2 MEFFHMEMILESSMmE

M B 55 ) 1) 58 S v UL S o PR SR 1 I R AE . H
I 308 % ) P O et L % 9 S vy L S e A o B AR B AR
2y ok B o 5 JE R e I O A 4 R T R R . AT
AT 5T IR 4k A e L e K B TR I A e TS e UL
3G FE B R BTG BN . B Ab, L I VSMC & R 43
2 e A1 35 5T G o, S8 e R i B P B Y v DA K HE
it At AR . X AR A R e I B A R
FH) BRIy A W FRGE B R KR
VSMC i 43 54 8 e I8 A I IR B 7 o e B SRR Y, R AL
L v e SR R AL P9 S 400 R R T R i S A R
AR L NBh ik i R B EE AE 3 S VSMC A/ AR, T 4H iR
I T AT B AOAE A Ko ARl ) T 9 S5 78 28 A% 1 5
e DR Bt R J5 S8 P e L s N, T 48 ) o B A - 4 D K
INIEH, ATEAE VSMC (1) 38 B8 ( hyperplasia) 5 il X ( hypertro-
phy) , T 7E 4k A 1 v I e /s 30 JikCE BE S5 4 /), (R I f B 1
EREN VSMC IR FE A T, SR AT & 2 i T EH B AR R
I A 52 ik PR 4% o, TS 2 9 BRI O, Bl ik
MR AETT LA 3 B R T I S e

2 MEFENMAEEENMBEAIESEE

MG R A S B I AR IE L —, & — RAFE
AR REN SR AEFMT VOMC A5 G 7 I8 5
W, ZH RS 2RI LT, 4 573 B %
SeZ L R T, bR Sl R AR A IR T R B 22, 4k i e o R
T R T S SO L D R IR G &2, AT AL VSMC B 3 Tl 2k
5, ol RILEBE— R AR B . X AEKET VMR
TG I /N AR IR 2B K R T (platelet derived growth factor,
PDGF) « i £F 28 20 g A= K [K] 7 ( fibroblast growth factor, FGF) . -
¢ A= K KT ( epidermal growth factor, EGF) .\ JE S & A KA T
(insulirr like growth factor, IGF) . 140 il /- Z (interleukin, IL) «
P 7 # (endotheline, ET) Fl L% % 5K 2 (X angiotensin (€] Ang
@©) %5, EATZIATR R 5 P 2, o 40 i i) $E 5 R0 o A ke A
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BEEM . MAIME S B NI MR P IR 51 AR B S R R IE
MU RS S 4%, BRI AR £ 15 VSMC M H K15 5%
FBAEEEARENT LA
2.1 ZHFRFHEBHEEEE

22 R IENE AP R &R (mitogen activated protein kinas-
es, MAPKs) j& — 41 2 F 7 T 40 N B 2 2 B A o5 & R
SRR AL BE A7 R B B, MAPKs E B i = A KRR A
R AAME 5 1 T E B (extracelluar regulated kinases,
ERKs) , N ¥ % 46 5 [ 8 B8 ( ¢ jun amino-terminal kinase/ stress
activated protein kinases, JNK/SAPKs). & [ & & ¥ &
(p38MAPK) F ERKs/BMK1 ( big mitogerr activated protein ki
nase) o JNK Fll p38MAPK FZ A § M (a0 b2 AL 8
Z AR R B M 45) SOM . T ERKs B A S A K R Fa 4
LRI T 55 2 140 4 389 52 875 R ERK1/2( ERK/ pad™™ |
ERK,/p42"™™) 2 5 5 T (¥ MAPK K iE& 5, =& MAPK 4% 5@
PR EE A gk RO 41, 2 A K A S A
WTE SN i B B i85 . ERK/2 15 5 4 /2 1 2 AN lF 4
R 8 & 45, 045 RaF 1 ( MAPKKK) . MEK ( MAPK/ERK ki
nase) WU 5§ ERK1/2 UL A% BE 1k S6 s (poo™) ", X —
B R G R X B AME 5 R AR AR OBV S B g AR, AT LA

& SZIRER Z R BB ( receptor tyrosin kinase, RTK) fl G & A

B2 R A5 SR 2 NG S IR NN, BN E 5%
SHCEEH . ERKs & AT i 4% % 7 1l 3 3% KT My EIK-
1 R AL, (35 DNA 45 &0t R A B3 . KER 401 VeMC
WERE B A 225y Z4 0 B B R At 423 ERK 8 4%, Hoh B KA
F A& ERKs HI 58S 77, HoBs 1o v] i 85 (13 C( protein ki
nase C, PKC) FTH /v, A (5~ i L3 58 . 4 3 0F 52 R B0 L
BBk R Ol MAPK B & R B VaMC 5, K5 S
WA Ang @ AT,R™ Ras (PI3)/PKG-¢~ MEK ~ ERK;,
p70S60K ~ VSMC #5a'* ¥ . A FRATE K BB AR & T
A2 77 LY 83583 TT % VSMC ERK , J H TP AN W 45 4iF, 4
—MHIELA )G 10 min L, /& LY83583 #E 41 5 77 A iR
APA BT HTEL, S AHTES 245 120 min HE B, /2 1Y83583 il
W VSMC B T8 ERK , WOIE K1 B 2. JF A\ LY83583 Hil
VSMC 26155 97 W70 B8 44k 4 FRK BE9G I8 7. E MR T 51
3BT BR PR T 90a A Cyclophilin A /& 3= Z ) ERK #0%
B,
2.2 HWifBEE C- EHMEE C B

I AP LA i 52 26 K TR 7 B4 B IR B, P s
BEAEHE C (phospholipase C, PLC), Ji 2 7K fift 20 ffd JEE o /g —
TR W A B LB (PIP, ) , A5 2 FHE RIS BT 1,
4,5 =B WLEE (1Ps) A1, 2 — Wk 3 H b ( diacylglycerol,
DAG) . IP; A {2 38t 40 0 P9 i 77 Ca™ BAORE T, 486 0 40 1 P9 (1
Ca™ W, I Mt — W RBIR, 5 A PR At i 2 Wi 46 S o
I DAG A ¥ PKC, J5 # Rl {f 2K P9 5 T G X &
1 m iR Ak, M ek VSMC 3447 .
2.3 Sre- FAK @&

CSre REM I MK EABBZ —, S 5EEKE TN

' N- 7K % myristoylation ¥ %; Sre [8] Y& X 3 2 FiI 3(SH2 Al
SH3) ; W He X 1 Cuf JE AL X 3. Berk BC 1 Marrero MB
S ARAE Ang VSMC £ 2 min, A1 f# & Sre 75 14380 2
~ 35 IR Sre Y PLC-r BEER 1k, BT Sre B 5 FEHTUIAATT
&40 Ang @RI/E ™™ . FAK (focal adhesion kinase) #&
—/~ 25 kDa R EKEFE 2 &Y, BAINFELGL T v-Sre 1938 IE )
YR 4> B ok . FAK B/b SH2 B SH3 X3, R e Hof
AEBALE TK FHALL, {8 7] 7R HY RTK 3% #, 3 397,407,576 1
577 ML ER R R T R AE BRI . FAK 7E VSMC T 7% A1 386 7 ik
FEdREBEAE . AR IR0 VIMC, Ang ORI H) 3 FAK 1%
RIRBERL 1L, Src BY Csc( Srckinase) 255 FAK A8 BR 10 i 72,
WHRRIER— N2 RE AWV, J& & BB 45 & A (paxillin
A1 p130cas) «GTP B§ (SOS H dynarnin) PA K 28 8 1 PLG-r 4H
o
2.4 JAK/STAT &2

JAK( Janus kinase)/STAT ( signal transducers and activators of
transcription) A=A~ [F] T MAPK ¥ 575 — 2% 3 % S 38 i % 1 15
RS %, JAK K R WAL A JAK JAK,  JAK; F1 TyK,,
STAT % & (1% A # STAT, ~ STATs. &L JAK/TyK 7l 8 %
SR T MR SIT B A BB R L, J5 38 BN A% IF 5 SIE 7
f( sis-inducein factor element) %5 &, 5307 H- 11 4 K B & 3
R #5% . THE(IFN) \Ang OFT— 64 K K 7 7] 3@ 1 52tk
Fi% R PN VAL B JAK B . SR6 = K Ang @ JIFN-a f1
TFIN- v 8 30 00 P i UL 40 L JAK, T TyK, V54 & STAT 13
BRI ™! o Seki 251 3T FH g5 A AK B0 R I 1 T S R B
153 L8 N B2 S5, JAKs/ STAT's 7 I 87 BE 57 A P4 SR Hp IR 3T R
A MTESG JE 58 2.5 RITUR, 1E58 7 Rk =i, 14 R &
TR, IR EE AT, Z6K3RIL, 87 JAK/STAT & 28
S5 MERENES.

3 MEFEMAAETERNEE EE

3.1 cmyc.cfosscjun Fl ¢ sis B H

cmye.cfos.cjun il o sis FE P 2 — 4L HAG AL 8 1) 5
JEHRER o omye FEEXTA0 LT A XNEAEH, £ LR
FAER RBUYIE RS, BRI T . 20T UL LI
AR E, AR 20 T T B T PDGE &8 A KR T, JE A
T VSMC A emye £iEIE 2, 2 45 Y T E M H] cmye
(AT ] VSMC HI3E A o o fos & — AR B R R R
e Go 4032 3 A4 K A 7 B 22 ZYR 15 5 1, o fos 3 DR BRI
ik, HIER W2 5 o 88 A 00 R 4%, A OR SR 3 PR 3%
K, FTEA cfos BT RIS WA AE % 28 = A5 . WF FUIESK
N VSMC 7E 52 B4 KN 1 R N ML (%5 3, "H- i s
WEAZ TR IS o fos mRNA 15 2 IEMK, HAF athronmr
bin BRI B KR o B T AR ORI P B R Ah, 4 i
FEPEVIR (40 Ang @) \ZIW( 10 al SZAREENT) K& — e HUE 7
(B ) S RE (R B cfos mRNA JJ3RIE. csis 25K 3 2L
TR I Go/ Gy R IE, FLRIET= M) 42 28 kDa HE H, FX
P28, 5 PDGF (1 B #EAH R . 7E M8 P 5 4 I B i i L Bk
AL e VIMC o iZ R R 338 7= 1) o0 ik B 40 i Ak, L AR 2%
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N5 PDGF M [H] o e jun 35 P45 72 41 A o 77 16 1 — A SRR 2
DRl o 9 ot A 1 I R ML Rk T3 it 22 R TR AL R R iR 12 i
3 VSMC H cfos Fl ¢ jun FEH KL, 278 cjun 5 VSMC E
BRI FR R EREHEETY .
3.2 bck2 EEF bax EH

bek2 3[R A 0 40 i R T, 0 3 40 M A 5 A0 4 L g
EZMMTERBRAEKE 7R KAEMFET . A EKFH bek2
Sof 40t 2E A7 R R 0D R N 0 . LML A B
bek2 5 emye FLAEHS, 4NH IG5 FFINEA . F AT B AR B
it (1 i 28 % S K B VSMC, W] VSMC (1) bek2 mRNA &
Tk, WA XA T 0 VSMC (IS TE 2 BIH0H] . FIRE R TR
I P Bz 45495 2 JEL S 48% W N R 2 38 T, 48 7R bek2 TE 3
Jk AR5 )5 1) VOMC ) B4 58 b e B4R A . bax 42 beb2 5
WRE AR R, (B EAEH S beb2 M, AT LR . bax i
FEFRIE T LAFE BT beb2 00 V8 T 1046 I, P93 P14 I R RE 4
PEAN ) A FER AT, RIEMIE AR E A @
T BE ERK1/2 1 3 32 48 ( Lectinlike ox-LDL receptor1) i 5
A E Bk VSMC I T2, LOX-1 557 [ 1 7R f B I8 LOX-1 4
51 48 i S A MG 25 T A A B, T R L R R R Rk
R BayBek2 WA . T H LOX-1 1% i5 5 Bax £ A 2K3)
i 6 R R A B R ik AL AH — B XU HT LOX- 1 Al i
¥ Bay/Bek2 FLAH K-S VEMC JE T2, X 2651 HLHI T Bt &
BBk RE BT (R A A A R e o
3.3 ras BEEA

ras Fi K A2 — P (30 41 e 184 5 00 ER L IR . e R 2
4>F 8N 21 kDa [ Ras FE F1(P21), J& T 8R4k 1 GTP By
FiR, R MAHBEREESHSEA HfkS G EAM
. HETCMIEMA T Ras 55 AN MIAMEC 1 & — 2R K
R, ‘e A4S AR B 52 A 45 &, 5 52 1k i 5 T 170 7% 0 1R 2R 1
WA, {558 1T Ras B AR B4 M ™ A2 3 5 N-ras]
JROSUSEE % R o BR ZE B3 4% 3 bk S 51 & 19 2 bFGF 5 S 10
VSMC 158 .DNA & i ras mRNA ik K HE£IE =4 P21 &
FBAEIMHEER™ . X AEERIEIT B KR G Bk E R T
BREMUMIHRE.
3.4 p53 Fple EH

p33 DR 5 f 2 (1 — P U0yRs L 1R, W LA 1 40 Al fr
Ak, BRRBSMREEZYIML. B NN T4 R
TR EF AT ps3 SE A 5 NTT BT VSMC & HRHERR, IR S
pl6 HEFIX . BT P21 B AT 8 ps3 S, B
W p53 FEFELE I T P16 & 31 40 Mo (¥ 36 48 . i o AR A
p53 LR B Z X FhiE FE ™ o Hsieh 25" Sl il it 5 7t 1A
ANEEFRION VIMC 55 pS3 R R IEXT VSMC 134 58 i Wi
HIER, (HHAZ 51 VSMC T FT 2.
3.5 BEREKETFERA

R 4 K A F (transforming growth factor-B, TGF-B1) 2 [A]
MThEe R B . KRB E AR TCFBL W\ vyt — A2 T hg
WA, AT ] VSMC (5 . TGFB1 7] £F 41 il 4+
AT p27.pl15 K AN A JE M 2R (1 263 AT {66 200 P 40 1A BFL 3
ERERASSYME ARXH AREKENRESETxX. b

BT R 3 5 ik S N TGEF-B1 % B 8L, 38 45 19 5 ik
J&, TGF-B1 mRNA KA N, F A7 51 2 40 i [7) 55 5 75 3h bk B2
(R BRI o Song 251 WL 52 ) A5 FE45 105 37 75 22 S 5 ik
M B2 JGE 3~ 7 K H TGF-B1 mRNA f 3274 Lb st B8 4H 88 4n 2~ 3
%, MLE 14 K J5 50 R4 TE 22 31, UaWI7E P9 R 46149 1) 2 A By
B TGF-B1 R R IEXT VOMC (1386 5 AT Stk — @ R

4 DI E T2 E B 4 ARG 5E B9 R R 1 SR T R

HLAAR P9 A7 E P8 Y5 14 V5 P 42 J5 6ot 4 B i 384 4 R 25 B R 1
WA . IRENIER NP As (1R T 52 2 A ATk
22 (5 . HALHI AT B 32 B AR 90 i A R R VeMC
W BE R K.

4.1 —S LA (nitric oxide, NO)

I P9 5 &7 3K IR 7 NO BRAE 3K 18 41, 38 B A (R4 1
RS BT ML /N ASORY B SR B AT VSMC 345, 241 NO 2
HH NO A B 1 1 RS 2R T A il R 34 [ 28 40 4m A 6 R
TR SRR A T T NO A R IR ML 1R ST R
ZEREIR: MEFR R As BT I3 P B0 B IS IR Y B
B R SR LA N L G R NO YR R R R Y . Bk
SR A8 P9 B2 I AR AR RS 9% B VSMC 2634 ET-1 B 58 389 1, NO
BEERIEIE A, PR BREE R Py R, A I ok %
P9 B2 o B (1 AR AP L, T L P 55 B 2 B RTRR OGS S L
20 L A 0 ) 2 A P R R MR R NO, R T A S
JULEH Ff 38 B T B R AR . A2 AR I AR R Al
AL R A I HI Y & BT, LS R R A AR, AR
PR L 4 2 R i 40 ) As 7 48 ok A2 e I B RE () o P i
ARG LS A E S HENRE. RREBIESA
NO A i B 4H FL PR Re A 2068 I7 3040 As. NO #1 if & 17 o L
21 P 384 5 0 L 1) T 5 H R YT 4 A 4 R 4 A O ) DR
B R RN 0980 6 TR ) 08 5%

4.2 %455 & & F 8 K BK ( calcitonin gene-related peptide,
CGRP)

e 5 2 5 DRI RH 6 Tk A P U6 i o 428 A AR L P PR 905 4 B
SR LB M. A K, B SE U R L CGRP 5 1
VSMC 385 AEH « CGRP AT #1181 v I oK B DA & A
KRN TR VSMC (3858 . 18T CGRP X A VSMC 1 5 52
Wi (A 7T 26 BT CGRP ] 3 5k #1061 J&) B9 2 (1 D E (B &, 4
VSMC 3 1EF Go/ Gy 341 B 1) 400 1o JA 391 1y R A2 o 26 55 K R
(4 £ B K 7 & BN PE CGRP R it i i3 Py 12 5 2,
O] P B ) T T T 977 1 0 o R PR R, RN AR B e
KRB IR B AR S5 B 1 R S MBS % . CGRP #1
VSMC FEHLH] 528 NO /5 VSMC N 1) cAMP F =, 381 52
WALHEL AT DNA & A <5 . AR ifs S % ST A
et — B .

4.3 $AFIFRAK 2 ( natriuretic peptide, NP)

BRI R B R A4S =M R B3 R P29 A B ANP) B 7Y
(BNP) 5 C B (CNP) . H Al &I CNP 5 3% Z1 | ¥ GMP 4=
B, 4] VSMC 7 DNA & 3R I 4 189 4 . %3 #R38 CNP 7T
TR A5 557 (0 VOMC A Ko 3K R AR 3 BLAE 5 300 A
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# P21V IR BN A B S5 P16™ I, 4l B A 1k T Gy
W1, I B CNP 76K e N B30 405 I8 A 8 IR 1 3R A 38, 2 2%
MEFENBER TR . S — RS W R T M
BRI R Bk 2R 507 S I A 45 440 1) 8 ) oK T 5 IfL % 5K 3 PR B2 0 o

5 &1

P JULZH 0 884 4 R v L P As R AR R R 1) BB ER
T, AR M R G R — AN E R .
B AR R R B BE B2 40 0 R, 4K TR O 2 2
KT 4 R 7 B VSMC AH R 524K, T 51215 5 72 VSMC
JISR B A% 2 8] ) 5 3, M < 2 DR 2R A 388 i, AT VSMC
KEWRH. ARANESEISA-REROINK RS, £F5
T 18] A AEAE SO TG, I T XA % R Rk, £
o pg LRI E 11 VSMC FOSS 7 A T R EEAEH . Kt
AT 988 kDR B0 7 e 3 s B R ) 48 ] 47 Sx 10 B ML A 9 5 )
A& As i ML (0 AR AL A 5 E A . S e T T
— 77 TH] L TECAE i 7 - B0 K 3R 51 VIMC 8951 508
A 52 2 R R 2R 38 DL R EATT 2 T AR 2R 5% 2 93— 7 I 3k
BRI U IR 1R 5k ML OR 7 ( 23 THL L, DT
KA VMC S 58 AN 534k (035 24 32 i B iR 1K 8 3k A
5 VSMC 1) 2 BT B K A 5% B B 2 W) B A L 52, 9 7 P 22
BE 35 AR IR 4% VSMC S5 R I7 O ML R G 4T T R FE it
AN RRREEITAE 20 A TS WA T R, A
5k [R] PR 1) 5 PR A 228 IR V6 7 ML B 05 7E 21 48 BE 5
e
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