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[KHEIA] REFERELERSF,
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o )RBAEKAF, L lWRBEKEBTFT TR FHRFHHERL
N HRR A K E TR R A T L e I R A ] R R R R M A 3R T 4 B R AL S IR F F .

WFRGF LAY, EARBHEERARIAZAT, o RBEKRBFT AL DARBREKRED T X AROEATRLLE
. XFENFLPMRBRERATALSRGEM BFEAMRNREHRBHFRLGHEXRZET RZEH, UMY L
A LG Rk HAE ARG T A AR K S T L R A RBAF

[FETES] R363

/N AR AR K IR 5 A 36 I /R R A2 K TR T ( plateler
derived growth factor, PDGF) & Ifil /M BRI A2+ Al 7 32 4 ( plater
let-derived growth factor receptor, PDGFR) . PDGF A~ [A] i %%
F R T T b [R] YR Bl VR S 48 PDGF-AA . PDGF-BB. PDGF-
AB.PDGF-CC I PDGF-DD, EA11 5 = ML /MRIEE KK F%
& PDGFR-aa.PDGFR-aB I PDGFR-BB #5745 &% . PDGF H
Wic AL 45 & B 7 PDGFR [ e 3R B A RE R 45 M 10 1, 517
Tk ZRRIZ RS AR AR AR B R AL . WL 1k O T R AR
BNV Z BAT SH2 BB 5 2 FO0E 7 456 07 8, XLk
555 ISR IRBEULEE 3 B8 ( phosphatidylinositol 3 kinase,
PF3K) B2 43F Gib2 5 Sosl &K&W 1EH T Ras 1
AP BRSS9y Wi 5 B C( phospholipase CY, PLCY) + B & 2
LG Sre. FE R PR B FR BE SHP2 F1 RasGAP( —Ff GTP B ¥ 7% &=
F1) o BT T ) B b I TR VRIS, G Ak R 0 S I
TR HRRREE R . KEFT R, 8 S0k R
il 4L, atherosclerosis, As) BEH | ML R TE A J5 10 76 4K 2 fik i 2
Je M55 453 49 2 Ik A 284 ) IfL 5 R ] W 4% 2] PDGF & PDGFR &
. fEZ MBS, PDGF 8 PDGFR (%5 5 1 FH 77
e s py I A . X428 PDGF K PDGFR 5 7 As [
Joa I i K Bh Bk A% JE m i S AR

1 M/MRGREKEFSMMRREKEFZ 568
ZMEEETFT

FrA L /MRIR A R F KRR R & H — M AEKE T
GERIE, R A 8 A FEAR S M A R AR A, X 4
BRIETE R B Z R BR knot 2504, BT KR _Hi#ES 5
T RAKKIFE K. PDGF-CC A1 PDGF -DD B3 £ 4% i 2 bt = R
BRFE AN, A LT N-35 (K CUB 45 #9380 AL T -3 ) PDGF
SERIR, P4 H I A R AR X AR

|WFSEHA] 20080220 [f&EHEA] 20080516
[{EBE] WA, Mot 7iA, OF 77 o8 2 04 5 5 sl ik i
14, E-mail y venusroamer@ 163. com. BINIEZSEEHTE, #3%, il L
FOHE T, B GT 77 1 O v 25 B S S BB BKRE AL, Ermail Y snow @
zjtem. neto TRIGHE, %, LA I, TR T AR EREA
Rt

[ SCEK#RIRAD] A

PDGF K2 %E $11B 45 ( < 2 min) , 7E I3 M & E1R1K,
JrDA'e B 8 4 W B 55 4 WA 5 A M L RE 5 1) PDGER
&5, I AME S LR BN . PDGFR A A B 5 Fl T 3E,
J it PDGFR-aa. PDGFR-aB #1 PDGFR-B8 = i 5% fA 7 ' | i
R—MEBEREA ST, £ ZHE &R PIE 5 A%
BR[O 1) 5 M 3, T S2 AR B B P9 3 4 T B R R TR AR
e . PDGFR-aa fi 5 BT A 242 9 PDGF 43 ¥ ( PDGF-
AA .PDGF- BB.PDGF-AB.PDGF-CC 1 PDGF-DD) #H 4 &, PDG-
FRaB % & PDGF-AB 5 PDGF-BB, PDGFR-BB H % & PDGF-
BB. IT4EKF & ILHI WA PDGF 4> ¥ PDGFCC A1 PDGF - DD
7 544 PDGFR-aa A1 PDGFR-BB, ‘& 4/17E PDGFR-aa A1 PDG-
FR-BB 3 3% 3 X 40 IU 9 38 B 45 & PDGFR-oB "

2 MU/MRIRE K EF 5 I/MRFEE K EF 240
FiaFER

2.1 /MRS K E TR RIEMER

IR ZE K A7 ( PDGF) 8] 77 48 F 1 /MR, B8] BT
¥ W40 A ( smooth muscle cell, SMC) « W 40 A L35 3545 )5 H
P9 B2 41 endothelial cell, EC) =4, PDGF-A % — fi% i I
BN ARG BT B SMC A S A IR AR 1 (i
terleukirr 1, T0- 1) 338 A B 21 4 40 B 4 W, PDGF-B 8% U 3= 22
Hy B W4 g f1 EC 77 4E' . PDGF-AA . PDGF-AB fl PDGF-BB
Y4 5 K 0 R I P 3 LR 26 0 P B R AT AE 1R A, A8 i
#15 J5 6 h, PDGF MR A & AT 0 10~ 20 f5. PDGF-B %% Ak
K5 vsis RN R, 8 BC P RBEY, Bl
TN BB T R AR 5B ON L LA A AT A R, 3 1A
MBI T o PDGF-C BETE R AE N Z R AL R p K38, 1
U JR R B BRI OR S5 h B3R IA . PDGF-D % [ 3234 3% 4
JAR H R IE &K, & T A R 1& PDGFC F PDGFD Ky 4H 2R
o, BI4EAE PDGF-A #1 PDGF-B f3L ik |

/N 8 A K BT ( PDGF) 3 71 3 8 BB B & B (os
teopontin, OPN) MK E IS EMFEIEH . HBH# 4 &R OPN
K E 2 3Rk % PDGF ¥ K [ SMC iR EE . FILFER,
%% PDGF ¥ SMC th Rl it 22 2R iE L A 1/2(mr
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togen activated protein kinasel/2, MAPK1/2) F125 A ¥ A ( pro-
tein kinase A, PKA) /23055 OPN 35 3% 2 B 3N T —3F R F
R S 8 45 6 25 A ( cAMP response element binding, CREB) . 1%
JCHE AT 5 OPN J& 31 B9 A~ DhBE AL s B A7 T- 1403 &b B CRE
AL FI76 b AP-1 47 AR S &, P17 OPN 3R IE, 4% T 15
PDGF % K f) sMC iE#/EF
2.2 MMGREKEFZHMRIENER

55 5P PDCFR 1A e Al sMe 2™ . BARR
[ ] PDGFR £ #IEE 5 70 7 L 2 RAR /N, (HEAT 8 Zh RE
HETAFE RS 70 ZE R IR K. R E 10 2 A4 28 4%
45, PDGFR £k '™ . {# e A #30 bk + PDGFR 1€ %A,
RAE LA T AR G 85 4 R B As 1 BT BR i 08 . i
R VZ JE ) B AT 4E 20 i, PDGFR-a 1 263k 7K LU 1E & 2 ik B
UMM Y A . PDGFR-B F ik B 2 7kt 2 i oRg B
DARAE 2 —11 FE B o M R AT E R P e R A B R
F R AT 4 4n M 6wt . PDGFR-B 78 53495 F1 08 1 48 0 1 1%
£ J 20 A I BE G B R R ORSE . I IRAG S 2 B, BT R
Wi PDGIFR-B RIA TGN 5 £5 72 44, $2 7% PDGF [ I
BRI T BE A ) 2 B R @ 1k PDGFR-B sSEIL K'Y . EEH 1S
LT, M40 B 52—l AR 35 M R (4o PDGF %5 4= KR F)
W EAERG, B8 552 NPT R B 52 R DL 4E Fr
S, X AR B — Bl B RS AL . REDIRE T,
LRI HLHIBE T, A2 T 52 AR B 3 Rk 52 1 4t B x4
AR PR U P, AT 51 S AR A R B R . TR, Uk
/b B 4| PDGFR [1)3R 32, AT R i 40 U A% P 486t PDGF 11 2% [
Rk, AR FWAEYER . Witz 2A, PDGFR-a
H1 PDGFR-B (W32 15 7K 7 #5 i & [ 1K, 85 PDGF 45 & A
JB, 48 A5 5 N BE E AR s M R 31 A R 4 i S,
PDGFR-B RiA yik /b, I H R & & 15 25 4 i FF 10 4 Jin £ A
U@t LT RN R Sh bk PDGFR-B 93k, RE 0 1 i &
V-8 LA i (vascular smooth muscle cell, VSMC) 344, I8 As
IR

3 M/MRGREKEF/ I MRIEE KB FZ 555,
BRI HERE 1L

3.1 FIFKHREEATIRNER — M EEER

I8 5 PR B8 11 Rokitansky 75 1844 4F 42 i, Duguid 7£ 20
g 40 FRVFIR . BfERE T — ANk, IR A A
BLH 43 F EORE DA K P18 ILAT 45 R As BEER A =B,
P 22 il K] 2K T e R ] LR AR TR L 7 [ 2B 2 ok R R
L 95 A 2 0 A U 2 4 Ak % O A R SRS SRR R As R R
LR B 32 B A, B B /IS ARCR BRI I /N R A i A
ML A5 R F 3800 A L 45 &, TEBE LR A7 7 i e . BEBR i
ML /INAR J2 52 5 4 14 P9 FE G B3 L A 9 o A DR T T
Ko PIEFEE (Pselectin) & BUE B LN BIREBE 5 F, 5
AL & 5 SHENE 2 B R K FE

I/ INKR R A5 P B s A K R 7 4 PDGEY™ 3 3% SMC
R ST 4 A ) A R R L, T X 4 R B R £ 4k 4
U 3 ] F . As 0 BIR A R, PDGEF i il b

VSMC FR IE B W48 35 20 1n) & B3R 20 % 6 9 ol v I 1) Py
R . RBE S A0 G RS 4 T RE B AR, 43
Y55 K & PDGF REMJ5, 5 %2 1k 45 & {2 36 R i B0 A% 41 B K
Bt 2 B A B VMG 3 B8 IE B % 4 P b 22 R e A, ik —
R DG R

3.2 FIBKRMEREADIRAMER —RERERBEER

B TR T AT R 8 Y Virchow 1856 SE 4R o L 37 Hh (0116 5 13
I H (low density lipoprotein, LDL) 7K 3% w5 0 1fn 45 B 7
AR E e R R B E As K EEEAT .

fi% % P fI6 5K (1 (LDL) 7T #¢ EC.SMC % B 4/ B 4 Jfa
AFTE 3V 4 28 7 AR B T Bk T A B O A
LDL( oxidized LDL, oxLDL), {31 As {E F 3 5%. X o LDL BX
] #7516 4T P 3 08 K 324K ( scavenger receptor) 45 A VR K
As I DR AR —— SR A, SCRT I VIMC 38 8 A T A i
TR, FEUE /MR AR A R o B Ak, As BEBR AL iR A
(lipid oxygenase, LOX) ¥4 1l il 5 31 % ( prostacyclin, PGL) J&
Ao i PGT, AR SRA J1 1 M /MR R EMFI Y &
JB, 34 ] A UL ] P S A il i T B, 40 i P I I S K A
R EC = A 21 2R A 2t B 1 U A T IR 0 40 (tissue plast
minogen activator, tPA), 3 INZF 4k 33 S Ve, $0a /R B
AN EC B KR F .

PDGF 55 PDGFR 45 & J5 {8 SMC IT# K& VSMC 3 58 1
ARG A B 18 5 R SE ALY, (3 B AR I W 40 R R VSMC
P B R T R A A L, DA R AR SMC JIH ] B A Al A1 25 T
H& &5 H 52 4 ( low- density lipoprotein receptor, LDLR) 1A % 2 /iy
SRIEFRPTAR I As B .

3.3 FIBKRMHREADIRMRE NS I/MRIEE KEF

AR R, As 1 AR W B RO — il 980 I B R 47
PSRN BEHR A R R B BN bk Y K T R 2 RS 4 1 — &R 4
HAREAR A B AU As B B2 4, 2% B
Fo TEMBEHETE R, EH BER SMC % % £ 4 6
JBE, BN B NE A% O A JEORE 4H R . PDGF-A A1 PDGF-B 2 5 B
B el b RN w W I E A I R R AR A b B
W2 5 MBIEER, 51 A 2R . 052 240 MG H 2 T W
O 4 A 9, T 0 A N RV A R i 4 B R Y R A —
A B i, A B B 0 T 4L TR, T AN FRE 1 B R B
ANFe s B HAT 5w 0 B 5 B DR 0 A 4T R A O A
B B FE B E R VSMC A4 BLIR, &) T2, (R4 As Mtk
TR, 51 R Bt R s o 28 . BBt R W, e R
E b= 4 I8 F] {F PDGFR-B &1 f1iZ & 1k, X A1 A2 44 i PDG-
FR-BAET As IR £ & 4045 X, J5 &6 %+ PDGF f3 BR
U AN R IR EE T B, 25 AT 4 I 1) A Fe s BE L
i,

4 EFm/pMRIEEKEFS m/MRESE K EF 5

R BKRHEERE L AT REIRITIR R

4.1 ETFI/ESE KE TR BGEEBELTREETER
FH PDGF J1 13 #0141 PDGF 3% 14 it 2. 35 # ki) SMC ZE4A Y

BIER . W PDGF-A 44 78 44 41 B 40 1) H: Al — 26 28 K K]
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TWMERNRAgEARAEKFE T HUFE T LEEKR O
P IR VSMC B2 2 EE Y . BRIl B 25 % B AR K RE B
2 BRAR A 74 1% h PDGF-A 1 mRNA 7K, ] B8 i s b
PDGF T #h] SMC 3458 . FE & RIEM w3 JEITER AT iR &
FK G N B A% 40 i HH PDGF-A Fi1 PDGF-B [ mRNA 7K °F,
KIFEN 7 ¢ 7782 4 JH J5, 5 4% 40 i+ 7] 1 45 PDGF-A . PDGF-B
FEAZ 40 B #& 4L & A 1( monocyte chemotactic proteirr 1, MCP-
1) i) mRNA RiE TR,

4.2 EFI/NURERKETFZENSIBKEHEE LT G587

BE
4.2.1 SRR AKE T ARES £ BR B A ) R o

B e A5 — A B Th K /N 4 T T S R U A o R, AT K
PDGFR-aa F1 PDGFR- BB % 2 B2 PG 4 v 40 1A HH, i B &
#i1) PDGF-AA 1 PDGFBB 5| 2 3 58, i& 410 PDGF 175 1)
A% 30 SMC H MAPK A9 B RR AL 2! . 50 mg/ (kg=d) f
I % JE Re i R sh k3844 14 d J5 B9 SMC 358, Wb ik
MR s SMC B P L BR AR R BN T2 A
WEE AN 7, B ] HE PDGFR-B 125 il s 2 2 A 1
FRAL'S P, ikvb ¥ R 4 PDGF #4035 19 PDGFR. {5 5 % S 115
165 55 5 0E K T 3(signal transducer and activator of tran-
scription, STAT3) \PKB/Akt- f 4ME 5 1 15 B EE 2( extracellular
signak regulated kinase, Frk2) B #01#l1EH, M H & X} PDGFR-
B S I VA FO 400 1) 4 P B SRR, AR AP D B SRR 67 157
Axitinib /& — PR A 5 B8 10 /1N 43 1 % 20 R B g 52 14 BEL 1 71,
BB R0 4 F 3B R P P R AR K B F 244 1/2/3(vas
cular endothelial growth factor receptor, VEGFR1/2/3) Fl =l 7 45
2L A8 M HT PDGFR-B A1 T-40 M [ 7 3244 (o ki) TG 117, R
AU/ AG1295 F PDGFR F I £ PE 015 1, J1-T 68 58 4 40 il
Erk1/2 HIBEERAL, (B H,0, Z8UK 1K) p38 MAPK v 1 76 #l
A,

Ak, 253 8 VAR B 25 35 K R 0 PDGFR-B fl 2k i
A KR 7 524 epithelial growth factor receptor, EGFR) i 2 1t.,
FH 1= PDGF 3% 57 4 K IR T epithelial growth factor, EGF) K15
S S, BK PF3K/AKT  Erk A ¢ jun 2 3 5K Ut 33 B ( Jun N
terminal Kinase, JNK) 7KF™ . SZ46 KB 1~ 25 mmol/L 3 7%
RN AR # ) PDCF 51 42 (1) VSMC 34 58 3T 7% 1 i Ji
B A A K, BLIE PDGF 3] AL A) VOMC ULBh & A4 2L E 4,
%53 PDGF 15 51£ 5, FH 1L PDGF 5 PDGFR &&1" .
4.2.2 s RIBAERKEF ARG R K o E M I A PDG-
FR-B 1 Je SCEEA% H % 32 2 2 7 40 i A% p9 38 3ot BH 1 mRNA 5K
LT A 1 B mRNA ) 40 B A% 41 5 7% 25 1 B M 1 5 i 56
KA, THERT As a7 . g R, A
PDGFR-B [ X FE M H R Ae M 1 SMC 3T RUHT 8 I A 28 BR,
B o5 SMC 458 TE/E Y™ o omyc 8 3£ A PDGFR-B %
B —AAE T AEKY, RE PDCFR-B B3 T4 &
TERCUR AL 2 1 F CCAAT &b MRS R+ Y 25 V)%, 1M
cmyc WL AT Y 19 B A C Y02, U6k 55 1% 5 % X
T Y BRI, i PDCFR-B Rk,

p22phox F: K& NAD(P)H &AL BE W H 5. 7EA

VSMC 1, I & %5k 2 ©F1 PDGF-AA ) 344 3% 11 36 P 48 (re
active oxygen species, ROS) >R ¥F T £ ¥ p22phox [ NAD(P) H
S4LHE, T PDGFR ] 4% ROS Wk e 1k A1 5™ o WF 70 s,
i ] p22phox W A HLAK 8] p22phox 2 X A% B2 BEBH IE PDGF- AA
512 ROS A= ™, A AT 8] 322 4016 PDGFR-a (35 145

5 RESRE

16 As K JERLFE B, B4 50 EC 380 B /NI P92 R Y
HiZ B WS4 & A %A SMC B RUCK 5 PDGF, Hil3# SMC Ak
T S A 1 AR R 3G B, 0 SR A% W A PR R L 1S 5 O N
TR, EM4IHIE & 5 W oc LDL, T2 i sk 4n i, ik —
SPRI VSMC 386 58 K ) P4 ST B8, S 300 I /s AR A I A T
B IIL/NBR Sz 52 TR B0 PN R AT R B 1 o B A i A R}
JERR As BEERUSY Bk, @ 3E % PDGF 5 PDGFR #I1F H
PR RELFRIA, LUK 5 PDGF 1 B 7T B /2 As HIVR T 7 ik
Z o HFAl{E A F PDGF ) & 20 IR B e 410 ik 57 © 72 B4R
MR, R LUEREREARMAEIEN As B EEFIT .
I H R AT AR R & Rl B 4] PDGF Al PDGFR 3% M 10/ 9 7
TG PR AW B ORI, S As BIIR YT ERAL T BT RE A HT 5
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