MMEH T Sk R

TREW
Giriz F E#1

o

%

mE FRAMmp AR @B FES@mn D kS
HRAHRERAT L, LARBHRLERT,
Edmpp  FAN M5 AL w2 hbdRchin
AT EEH5mA . 25 THERLGH AL, K
AL FEEKEF —AR. AFEFRAARE
HREABZTAFTHESwBpAT, mpACLA LR
AT EERE, SAHARAL TACHR L, ‘
X mpp BT WMARHBARMA; WEHF,
AA; Edmpp

ML A A LRI FE TR A A 1S S A IE A
WHARECEAHAROER BRESHE
(apoptosis). 4 Hl 4 T th # £ J¥ ¥ 40 M 5% 1= (pro-
grammed cell death), RAMBEEIFL IRV FEIE
F,ERETFHEIRIE, RARER KNGS RRZE
RERENKE —HESN E—SATHXERMN
WETHRATLRE. ARMNTY RO LEERRS, B
AERACIERRTRARA.

- FE BBk BB L BE SR 4B A P, P9 BE 48 IR (endothe-
lial cell, EC) .- #§ WL 4 2 (smooth muscle cell, SMC) .
ERAREKEARREESER CLR. BEX LI
BB HE ARk FZHRECHREZELHT.

MAEHTHLE A T MERBRHBARI R LR

R OA i B R SR A TR R S P Cath iR
Fhi B Ca® R B ST » 0 BR P9 YD B AT DNA,

K%

FEFHLTH, LM 310009

ZHMA 190 bp ERMBITHRTI . FAEE R K ES
7% (DNA Ladder) . 48 il B 32 555 E (1 BRSO, M4
4, B R ARG, AR B RCRR N MR E R

HRWCEAERES FRENH. SHERS
STHUHESE. X B, AR S5 S aE 0 30S
SR B R SR AR, SRR REE Y RE. £
LU c-mye bel-2 55 P53, BHEFHRME. XIER
7= 00 160 #0 AH EL 0 P T L9 5 S R R A AR FE TR 5
RENEE. HRA-DOEREREGRENE -
AN R BHERE, TEIRATENEA KR
R A0 R A R . 7E Bl BKORE 40 MY, 4 D O T RSB AL A
HH AR E 72 &P MR E A ZAOERE. AR
THHREESEETCALER EREREERNR
BT RS R Bl [E] Ca™ 9 3188 FI1 40 M3 7, S A 1
B ELEREREFRAE, SGESHESH
1) B A L0 AR S BLiREE

H BT » 3k 546 B B 4k BESR o 40 i T i R 1 OR
BT . kSR Es R B AL BRI % B IR B (oxidized low
density lipoprotein, F 4B LDL) ®] & S @R M T,
fid S 3R 7€ ] F-a (tumor necrosis factor-alpha, TNF-a)
HSHEHRE FIE &MY & FhAs B 41 A5 b e o] i
R AGA R 4 i R 0 A K W B (heat shock
protein, HSP)#Y H B 3 (A0 7/ i & M7 40 ™4 EC
F, MR EIE AR T E A R AL E LDL
e, BN EARE S ERLE AR
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BF . NOFEREAMENERFLTESHEN
.

1 ARERAT

NESAREOWETLENE ROEFENTE
ER.ECHESESEZEHN. 3R EC HENRKE
HEARER,EECHE - EXFTFTRENL.

HAHBEATRLEX EC AN RGRE., Bk
B eSS EMBMRIE, MR EMLELE
MEIRECHMS, MEHREFZXTHRRE, ZTER
Sk HEk. FEEFRAEELGIALTFEER
HREARMNE. IERSBMAKRARWECHAR
BHARRE AR NERENEESSONEK
HARMT.

BREKETFE SHFMA -FHE HHEKRE
F B RIRTER T o FHT5[# EC W7, Mk 4
KETLAG, bt o7 9 8 40 B A K B F 07 U Al D s
HEHEES ECHNT, TEAXEE GO~G1 A
M, RGBS SRR EETMIES EC WL, it N s
BASIEMEC T WA U ERNEREAESAR
A B R S C T

BRI LG EC BT BEBE bcl-2 BHIF™ . HiE
BEU.OHARNMR Y AEMATCTAT bcl-2 TR
W, HFWT SE e TRIEY e e
B SBR A K B 7T S B0 EC XTI 8URYE . 5 X
—ENIEEREFN ECHATHHEEREXRR
HANTERE A20 9 REAXBE bcl-2 5 bel-z IR
BxRS,

HEAREC T W MBUREEREES KRBT
AR AARSAERS FEENFES. ERZER
MEERMER T ALY EC T MHTERES
EAR B A, ARREEEN o BHRRER
KEEESEREEY Y EC M MT- T BSF S 19 4
B, R LB R X AR R A L X B8 EC
ABEEARSHEEA ZEW.

LR LDL $ 3 k4 EC FET- M HLEE FEBF 52
i, #{k B LDL AT S5 EC BT, AT SR E  EC
& bel-2 W FIBRAL, 37 B M A Ca® ik B 7+ B[R
§ EC 1204,

MAEANBEBEGECHEMATRERE X
E,RSHDMEHFEAERYERE. R EC 476
HIEE SMC T, Flm. EXRMBENKSERE
RS, REERT SMC T WAL XBRTE

HH PR R EEEME Lk SMC BT,

2 FRNARMNAEAT

THNERCMOMEHERZHRBHBFLHEE
FHERFILEZ —. A8 HRERENIKEHELIE L
RS, SMC BB THREL . SREH
SMC ¥(EA B, (Rt T REMHER SR B T 4E
BRIV R AT (B7E S B 3 RGE #E L B
AT AR E X AR NS AS KR
#9 SMC LA B A B9 3Bk HERE (L BE Sk &) SMC # 5 2
FH-HARIEHE SMC WS HOE R BB X

BHFSMCHEMERAEZ M BEFHIHE FR
MR ELE - FEERRERESH. SHEEEL
HsREMAMA T hEERG TRERNEEH R
HRME F B SMC HI RS HE. M 7-THE,
BRI F-« REAM A E-18 LAEHESF SMC N
o0, BRYE 4T 4 B 40 M A K A F (basic fibroblast
growth factor, bFGF)T] LA 4 3 {2 ik £ Ff B AU 44 4
B 474 24, f0 B Y B 4 bFGF S W B M4 T8 &
SMC W=, A EC —# . g L) SR , RERILFE K&
FHRFEERNFHTHES SMC M., BRLHLE
B9 SMC AT 1Y SCHRR#GE . F4LR LDL % SMC #93%
AV B EIR AN GE, KibIK R IR
ER 54 LDL SEMI M SMC A ), T EBHIKE T
WS WM, ESBRIEAR TR 30 min (IR RAH
B SMC 1=, 7 RE 30 R {3 a & B SMC ¥
e

T AL (SMO AT MR R — 1 i
B RS St SMC M ILERT & T, H4 8]
BelE & R K -1 BRI/ R TR AR K B BT R
Wi, BREEBEBEAKE T MOLMREERE
THEFROMSIKEEELMHDRE L SEE HE
R E M R E TR A SR R L S R R X
W3,

W SMC HT-MiF 2 BB =4 581 EC T H
B SMC BT REHE c-myc R RBFTREEH,
c-myc FRRBTRE(E i SMC B MM LE, AR
FEAKEH. cnyc BEAMBITERERTTIEE
B, EESERBE. Rii,c-myc BEFH SMC HIZE
S P53 R, MERERIENE cmyc BRH
FETT S TSR T B bcl-2 B33 B R A BT,

SRR SMC HE- MBI Bz EL . HEL R
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SMC HT-RE A Sk B R E M BV KIER /. K
MREEMD, S PRE R - R EF E Y (remodeling) 5
SMC MW TR E . EAUEREELERP LT
B X SMC 9 125 BT o8 B8 1h BE B 6
N5 R . 7S IKE R B B P, SMC -
WA SR E R B, S R LB b
TIMEESR. AW, IEHELERY YRR DR
FEAR AU R SO g MU R S A R T BOE HEE AL R
WA ER R SMC RN S REERR
EA—EW.

3 EmdEmRN AT

B ok 38 B B b 545 o Yy A A L L 5 R LI K
A, ERWARAEHIE T SHRA MR EE KA
Fg Rl FE R IR G R R B L A 7 E A B A
EHEER. XWHESYNEERET EmMAE
LR R E T K,

A &bz 38 E B R L B LDL A LS| /b B A0
APl E g s, T ERE S AT BEE R
SR A TORRE : DNA MR KA, FEEME,
MERAMAWERAREEERISELERER Y
LDL,ZRRHE FH L. EHHEHEREEN T
FALF BT R, BE R B R B KO B RE AL A A
eRUOH R K 2 B E S BRI B b T, HL AR T
ATBRUMHERARAERABREN LR, BB
FARFGREELEFRLFHERE X,

ARSI IRR R ALTE SR P, B W4 R IR R A
L FENAREORARER RENT . FHRE
AR A AN s AR R . 7R AR BB SR SRR S P
RATREY.

B E A R YR L £ 3 B R RE AL BE BB R
HEAMEHEEENEE. ALEREATRRE
WE A ST T L X AR L W B AL iR R, B
i R E L E AR E AR ENEE. B
] HE RS BRI K (EF A 2 3 D kb 9 E R
MRS MBI R R A&,

P BZ 40 B CECO A W 38 35 12 3 Bk 48 o 1 490 £ (X
—PNEFHE, NSREEAREQNRLERE LK
B T# EC WU RAIE S GEERT RN
R AR —F R MR, XA MR
LR e SMC TR A E F R , B 93X 7T REHI 58
TREE K R 6 20 KOS B 1 4b BT 3 DA 17 3 03K £ BEBR I 3
B UM AS . Han S5 084 Bl bk 3 4 R840 B2 AE ¥ th

WK KB FE AR ST T UK ERERT
SMC BT, B I HE SMC M H T IBE KRBT
MEHERALEMB D REREFELRBNEER
2o T FEL Lk v T etk B T A 488 Ok ah Bk O B2 BB AL 15
QMR SRR SBKRIE A (PTCA) EE# 3
KRB (RS), EEERM N SMC QRN T %1
Rt POREAO B L HEW SMC T R E R SREHA
fry B R, K] O T3 5 0 2 R 4 7 3 K 388 i SMIC #9
W LAB B B R,
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