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[FEISFES] R541.4

4 6 97 2 B2 o R 4 o) 1) — P A R O T R,
XA H G A B, EBR TG W F F %
SN, NTT4ERFNLAR B 382 . 30K AR 8 AL ((ather
osclerosis, As) & ¥ & A 78 R 7Y B b B 55 1 By fik L L1 B ik B
WIE K AR T, DR B T3, JF fEA 21 WLAH L ( smooth
muscle cell, SMC) ] P9 I F 47 384 58 A FrAE, P 55184 )5 Ok g8 T
TE R e A A B AT 4 R R B . 72 ¥ Bud fE H, AR
W20 M T | B Bk BETE TR A R A A AR B RS Ty
M RE. ARECHAZEBRMEAE TGRS S T i
EANRI R TOI R, M As BRSNS R AR e .

1 FBkREEURARATEXER . FSESR
WEET

1.1 ps3 &R

N2 pS3 EREN T 17p13, &K 20 kb, & 11 MEE T,
HRIEW) p53 A 393 MR A, pS3 AT 24
TEF &P E 5 20 43Hh, 70 1 5 20 B ) 0 AT B O T R U A
RHEEME MBS AEEEMN FER pS3H— A EE
Diee AR A — Pl K 7, AE40 ALY G, HA I 0 40 B 5 R 26
DNA 58, i DNA 5244, pS3 4 IS 7E G, 1, 18
SEHEAM B, AR 5, W75 40 M T, 8 g i
FeAR . AR pS53 B Rk ok W LT Re, B H R e AR
A, e 4E e AT . i a o g, BFAE A ps53 it ik
F5 SMC 3L F A5 S U8 T A A B i ik et R 30 ik 5% B RS A )
BTN BETE R, FH W B BUA, ¥ pS3 AR B L SMC, (2
IR RIE p53, KIL pS3 i B R IE X SMC 34418 T6 & i, {H &)
AEfR BV TS, RN e 3] SMC 1T 25 P L, AN 17 9 20 P JiE
WS . X RE IR B KRR R 5 B L TR R R T
— R X 773" . Hayashi 25" ZE5F 50 cAMP % A 3= 3 ik
SMC 3858 R M A B, pS3.p2l JE R R IAH IR . I BE AR
[WFsBHA] 20020311 [f&EIBEA] 20020607
[PEHE®NT] Tl %, 1978 F 1 A A, IbRIN, £ 55
FEMZ LRI 228k, 55, 1973 4 10 A 4R, 146

N, BT ER i A . WA, &, 1934 8 1 A WA, 3,
LR I, 322N R & E S B R R R AL AR AT

[ SZERARIRED] A

“ B3 40 cilostazol FT ML E B ik SMC N cAMP B, J&
L) B AR RV A ) i s AR R AE K BT (platelet derived
growth factor, PDGF) 5| & [ IfiL & *F 1 L 41 Ml ( vascular SMC,
VSMC) 34 58 cilostazol if H IR ¥F b B 35 77 forskolin FI
cAMP ZEBIY) & {8 cAMP BEWS 1555 VSMC p53 & H IR 1%, ¥
AR DNA 24, TE AT PR BL IR cAMP K481
VORI As v VSMC 1558, T FE YT B B 1.
1.2 bek2 Rk

bek2 BT 18421, Z14K: 230 kb, & 3 AN BT, 4ihd 229
N BB Ao beb2 FKERM G H 2
AR TE TS, 46 bek2.beb XL 455 @R 40 i 8 1228, 45
bax-bekXs &5, D IERAEY R A As, BEHELY) VSMC 3 58 T 32
FRDR V8 Ik 0L R P B IR As IR BR Rl T S0 B I X
beb X FE A% BR( bk XODN) S AN RO IEREME RN, 4 A
JE VRS R, R BLIE S bek XODN 218175 (153 B 41 beb X &
1 R4 B R B 23 34 22, PR T2 52 405 T S X bk XODN 4 U3
ot 94 58 B R T LA A A BEL ok T P AR X A Ik O
MR R AL As f A8 7 — Mg B .
1.3 Fag/Fasl/ caspases LT SRR

Fas J& T TNF R £ 8 R, BN BR&H —4> 80 M&
ERRHFET R X, AT 5 M5 A 48 # & 8 FADD.TRADD.
RIP Fl1 RAIDD #H &5 &, 7t caspases X &, 5| A2 40 M 8 1.
caspase 3 RMAA T M EEHAT 5T RE VSMC RiE Fas
Y, BS Fas M S AT HE R EE W RFEME RN
Fas HUR A Fas LAY Chan 251 7ERT 70 {2 A e IR 30 ik
B VSMC I R B, Fas BUR AL VSMC RIX Fas 73 T, H AW
4 55 M0 A 2 5 11 RIP, T Fas #K$05Y VSMC Jil 4 FADD Al
caspase 3. caspase 7 [ caspase-8 43 T K V-3 T B, FLIP fl ¢
IAP-1 7K B Tho FLIP 2 —Fh 0l & 5, BEPA BT caspase 8
M caspase- 10 ZE VG 1, AT HIHI AL 2. cIAP-1 & —FP
NF-KB F2 il (¥ 5 5] 7= ), AT BB LE caspase 7K L il 41 A
Too Fas /S AT AEHE caspase3 B 8 | 551 f BHL I, &0 A
AEBY caspaser 1+ caspase 6 K caspase 7 il 35 By BHL W o #5 Bl
A, Fas UBHE AN R FHRIE Fas 70 F 5B g, kT 32
T AR 5 E A RRIE K.
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Imanish % %] Fas LT T — € WAT R A5 SL50
F W], VSMC R A 7E 5 3 30 I P BRI B 2 AE A BRAIAE AR
3B Fas BUAER FasL BURK, 2T 5 A 16112 B b 24
A0 R4 IR T RS IE, AT 40 0 %) Fas/ FasL /15 f9 74
TR A 5t — B EE. TR, R VSMC H AL
FAE Fas 70 7, TN HRE R BRI T{E 570 7, W0 FADD.
caspase-3 %, [A|IIE & A MK K FLIP. 0 & 3 1]
7 CHX J&, o FLIP /K7 B, 5 18 122 5 2770 B A I [R] 4 6t
KR, 05 caspase8 Al 3 TG MER ARG (HARMWEF] bek2
PRI, BB RA MM LR, T2, X As 2 T
— RSB AR: c FLIP X VSMC 98 T-HE Bt o] A8 AT 3 — & 1F
I, T K I T Al VMG S T g .

Schneide S5X} K H 30 As Ak i #2 A 0L P9 B2 40 B
FIX FasL (G OLBEAT AL, KILTCR Fasl FE P R H 441, & /2
TREZE, S5 R LB A A MR Tk AR BT BAIACA, W
FasL 31k PRl A8 As b 80 40 A4 i, BR & Rl 7 o 1Y
SMC MR IR SRANE As S o W AU R — B R SE .
1.4 NF-kXB

B IR 7~ NI-KB o 50 20 i 9 T 2 PR 2 ik ) 32 22 4 ol A
T o NF-KB 7E )5 o 5 — # il I B £ KB &5 & i & 4, JF
AT ARTEMOIR A . TNFa 55 K 2R 4 & 7] 3 £ 5L 12 A2
FTHMES®E. JUATE S EERE NFLB i 33
B, G4k KB e, KB BERR AL, BERR LI KB 5 NF-XB 57
TR, NFKB F AL BN, E R AEE R R R IL. 2
TS5 @218 #5828 2 TRADD F1 FADD, 28 J5 H caspase
R LT 5 3 4 B R T P NF-KB V& A ) 0 4 i O T 2k
RT3 R i 52, 7T e 9 T 4 B 28016 10 B2 AL i (MinSOD)  cIAP2
AMEEE R A20. Obar 5509 3715 ¢ 7 Y #1 fil NF-XB 3R ik 2
TR TNF-o A1 A28 VMC (IR T, /7 — N E IR
T3 BE B, A L e 40 i R4 IKB-o B 1 (IKB- AN) , T3 A
R Z B0E NF-KB BT 75 B R A AE A7 e TKB- AN
o i A AR A Y TNF-a B 1L- 18 5 5 (1 NFXB iG 4k £
MR KB AN (40 E, TNFa B8 8 3% % SR T, i 1-18
MITE RN o caspase3 ZX R B %8 #5141 4 Z- DEVD-fink fi¢
G INFa 5 ST, B KBAN Mg ERETHS
TNF-a /1311 caspase-3 FH caspase2 ¥G k. 7R, IKB- AN i &
FRIE TRy F P 15 NF-KB Fl -1 caspaser 3. caspase-2 & M 1M
VS INFa K A veMe 17 X A ATIE R
I3 [ KB AN R IRIRTT As BUE T BB A

2 FMRKSHFERE LR AAEE TR E =

2.1 #HWMEE

ML BT RE 5 S2 e A B R . BT E BRiL B LR
s X SR E I AT WL, ELJEPZE 1 13 BBk As BRESAE A
WEFEXS 5, B2 G 5 2H 2R Ak 2 J D o oK S b 12 B AR A 0 97
T2 R EUA B AR L 7R AR T A D) L 77 1) T i X ek P9 12 4
M BT 3o, R BRI R /7 BE 5 R Wi 1 P B 40 1L A
T2, FF HAT AR PSR L AR T B — A R E e R
2.2 —8 K&

P AMIE P — %04k U nitric oxide, NO) 1 F T 4§ &0 g vy 4
M wip33 & RIS 22, 15 40 A 8 45 R T Gy B T 4R U
Moeslinger 250 P PR A 755 B — S A A A B (INOS) VS
P, R I AR 2 B A K 1/ BB R 4H i NO & s 10
Hl, JE R E AN A . INOS EAM KRB EREENE
AR 1% 6k 2K DNA v B A 920> 150 B BR 3% 02 38 A0 I
ANO N SR TI A 45 R . INOS IR IE T B A AT B 1k
MEREARSE O ERELEBRENEE. X5 N
A% 5 Fas/FasL /13 (09 A e R 3h Bk As B = 98k B 40 i Fo 5
WML T K As BT G, 53— J5THI, M iNOS F=AE 113 4/
WRMT R BRI AL, 5 As #BH K. Fi L, iNOS
fE As JBAL B3k R i AT R i B A €1
2.3 HKEATF

I BE R I SMC ) Py B3 7% Bk 3 448 4 2 As T R
A EEFEE. BN VSMC BB, # ANk
UM, B E BRR R S B R, 5 As RAL M. As
FLHA, VSMC 38 58 5 7 1 R i i i VAMC 30 i o B 1
TR AT B o VSMC ¥ T 0 i e B B A e . WA A
As BEHR) VSMC( pVSMC) St 1 T 47 16 P 72 BB, W it 5 &
FEAE KR~ 1(IGF- 1) 1IR3 1E I AN AT AT R BL. TE#R I H
Bl i 2 B0, A0 IR N & R SMC AR, A pVSMC & 7R <
25% K FIGF-1 4542 K< 20% I IGF-1 24k RIEZ . pVSMC
RIEFE W & K T IGF-1 45 4 58 (A (IGFBP) K IGF-1 281l
¥y, HNEE pVSMC [ IGF- 1R ik /K~ b A A, o= 2 7EBE
A% IX ., BkIAA, A pVSMC X T 8 7R P 78 8k
e, —ERRE B R Y IGF 1R Rk HLE, IGF-1 /i S 194
IS S-S ZH LK IGFBP 4y £ 4 %1,

JHF 4 o 988 I8 M A2 K IR F ( hepatoma derived growth factor,
HDGF) e WA RS & EKRNTHRERN—NRA, mEE
TIRIGHIE BN - il B B 5T UESE, MG E 5 8~ 24 h /5,
SMC A1k HDGF mRNA, 7E34AE ) SMC H R R 2. SN
PEAN YIS E HDGF () 3 2 3504 ik 0% 01 18 19 0 SMC & & 3
DNA & . TERFFRI SMC 4% P19 K AR R 32 ) Bk SMC K
R ARA A A B4R 1T IR 2 3h Ik kA8 X 3 1K) SMC Py B B/
SR BN Ik P Bz G FS BT P9 RS HR K SMIC P ¥ AT AR I B R SR
HDGF. fiH, 7E A3 As i) SMC 1, HDGF 5 38 58 41 Jifd #% $7t
JF 3L [FIA74E, 3278 HDGF 7T g4 B F 45 sMc A K™,

2.4 [BEIEE

M J As BE R HR 1) (5 6 40 L A 3R K0 5 (1) B [ 92 ( free
cholesterol, FC) , JG & M4l &5 M v S E R 4m i o8 1=, (H L A
AL i R B BT AT K B FC N B R 20 i AN
caspase 3 JEFEVEINHI I L R0 &, A 9L AT LA BH W7 T2 Kk AR,
PR H A caspases KRS 5. Fas B FasL £ K R4 1) /)
B A0 A FC S AR T Bom B B R, 1 FC F S
FA) T A 7 G A0 R R T T A B FasL HUARBHMT . FC $R kx40
MR Fas 4> T 21K B S, B A8 51BN A BT AR M
1 FasL RIAMZ . HATHZ KDL AR B X, BF AR —
B HE T FC RIRM A ER I Fas BRIG E W4 (1L K& Fasl)
TEMINGRIA Fas T EWRAI S KR TR 1. 4RER,
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FC faR I WAL b FC =S8R B4 5 2 T, Bk
N AETE A BT FasL, PUARFENT . LA, FC AT LLIE FasL
BIFIE, WS FC 78R B W A i Kk 4 Fas 5 RI40
P SR, £E T 7 MR K 3L A S P VSMC T TR
S IR N, A AH [ S SR AL P BE A ) vSMC 14, B S 3
PT80S o 7 T 5 R T 8 A
Fdfl 771, 25- 3 35 R ] 2 2 0 1 A B 5 5 5 7, B R IR I AR
B = A 3 T % SR TR R AT BE AN ), 77 As R
R AR 5H SRR, SRR R %X 5 ke
Ja, BT IEE B, IR KRB VOMC TR B s, 42
IRTESLSCIG R th e E T E B R R 2R R . X
— WAL Ry 2 NS00 45 R TG
2.5 SHBRREZEERER

AL YA 25 1 )15 4K 11 (oxidized LDL, oxLDL) & As K4
R AR — RO A e R T, B A B RE A i SMC B AR i
PRAT M LA K 4n B s m A T R B E AR A . BRI
FRIEFEE L )2 oxLDL M+ 5 - 1 B A & 12, Kataoka
LI H =R o LDL 5 S35 97 19 4 L3 ik SMC T ox
LDL 38 315 52 fu 4 5 18 955 0 85 1 Tl e e L 0 2 46 3 A
ox-LDL 3Z4%-1( lectinlike ox-LDL receptor 1, LOX-1) FIR X, It
LOX- 1 B35 A BEL W 40 i 3 3 LOX- 1 BB ox- LDL, M T #11 ox-
LDL 5 S (048 £ 5h ik SMC F 1. X FhHi 44 85 30 ] Bax/ Bek 2
LBl n . i H, 7548 P As BEERI 5 B8 10 2 X 35, 1LOX- 1
5 Bax e L RIFEEN . UM IAN, ox LDL A i@ 1T LOX-1 915
Bax/Bck2 LISk % S 40 M VA T2 Okura 251 R 31 ox- LDL 1]
BANEEFRA N IR B Bk VSMC 9 Bax %Kik, EHCE A EF)
Jhik 3 50 Bk % 5 Fk 1R B 19T As BEBR ) VSMC Hh AT L Bax f %
RSP, AR H 2. B As BTER Y, VSMC
HRIE BAX A, HIF RGBT Heermeier 257 HF 5t
A4 ox- LDL @ i ) il NF-KB 3 P4 F HE 5 02 5L R A20 1958
2, WA A LS P R 40 %o 0 T TR 8 T8 hn Uk o 3 T g
A& B ox LDL 25 /803 3 ¥ B AR BERR IR 51 AT 1o 53 — 4R 5%
A, ox- LDL 55 A 4 ML 7 T ELHE TNF- ¥ A Jun SEE 1
Eih. FONEER R, S BN IR A o LDL [F B REME IS
th— R AFE RN E 516 TR E, #7210 LDL Afk
B AAE 51 SR P IR BEA .

Foe e m As A4 T 00 R R AR B S R IRIE S
T L BE AHORE B or o/ 4T At P A B AT R AR AR AR B PR3, SRR
F s 40 B A S sl bk VAMC T . R K 40 i 43 9 R A
BT S S As b SMC R T . B4h, —FE K b
31 ANEE AR -1 Som e 21 N E IR R
I RZ - 1 SR SR AR VMG $E B 98 AT B AE As TFIE
IR T — 0 7T

Z LR, SFHHEWBLSAFENGESESERREL
PR T AR CIE N, & FEAMAT: . 75 As RAERES, %
Fl IR AR LSS Bk, 2 B 2% A X 4%, S [ R 4T A 348 i 5 0
Too PRI FE BT 5 ML 3 — 2D 13, AR 2 BT IE As
B —E RS R R RUE 2 RIE T T B
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