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Fas FC 4485 DX X6 DK B S0 Jok BR 8 40 0 i L 2 28 1) 52 i

By 4,

BRILER,  EMHT,

SREFHHA

(1. fRMr B R XA E IR A, #1dud IR 44200; 2. KX KFARER S AA, #1448 XL 430060)

[R8F] HEF, Fas ALR N oF T h,
BABEAR;, AKREAR
[ £

Verhoeff K4k 7 K iF 3 & ik,

wEHB;, e, S

A5 Fas BLAR R X K A F AR EBMG B & ERGF 0, FIEXKXFAHRRERGRE, ¥ 12 R

N H) bk R E RS9 SD K BB A P4 TR (n= 6) FA 3Dk N 4% F AdB gal; Fas BeAR4( n= 6) 3 30 Bk M 4% %
AdFas Bifk, R EBG 14 KRB, R AREERABTIM, £ &, #TERFNRHBEFZIN. &F KN, Fas Bk
B B3 e iAo e R AR AN R A AR, R MG E e NIEaR, M ARG/ SR ERRZ LR

BV o ERERT,Fas BAREA A Z G F THHER.
[FESES] R36

28 2 Ji N et AR Bl K RSO R ( percutaneous translu-
minal coronary angioplasty, PTCA) £ 57 % /- N1
IT 2 B RTIR YT 7O 4 A RN T, B AT BRI
OIROIE R R AERFFET R, BERJE 3~ 6 A
PR 2 R R IA 30% ~ 50%' 7, T E MR T
AT AL WFFER I, PTCA RJ5 M W % #5155 5
[ 0 45 > ¥ WL 40 MY ( vascular smooth muscle cell,
VSMC) K5 ™, 51 IR PTCA RJE F K
ERAERETHS . Hk, 0H VeMC 1 4E,
R ML A 2 1 B R TR PTCA R 5 B 1 &2
FIRTT . Fas BCAAR(Fas ligand, Fas L) 22 T-3E A,
AEBERAE VSMC P T2, 0l 40 1 ', A AL AE
KERIE) Ik ER AR5 Y b, W EE Fas L X 50 ik 1L
B JE L IS0, DARTY Fas L AE TR PT-
CA RJ5 F8E RAIE AT e RA BIEA .

I RS

1.1 #

pHCMVSPIA( 4 E1 X J7 5 6k [ 89 A 7% 5 2R
W E A E A, X T & A 6797 bp) f1 pM17( A
AmESERFELEFRAL KT, A2 TFHRE
H40.3kb) HFEEFEFHFRAEEFRLE
J&, pcDNA3-1Fas L & % F Walsh # % &, AdVE1C-
MVFas L(Ad-Fas L) #7 AAVEICMVB gal (Ad-B gal) 41

[Wks BEA] 20020723 [1&E HHEA] 20030421
[EEBN P, &, 1967 A, Widb & B WA, Bl 8%, 8l E
{RE I, WL 05 A, AR a0 075 I SE A ATE 0 S IR PR VR 97 - BROL AR,
53,1969 A, WdbE RN, RIRE I, EEm Ly A, EEM
O U IR SUE IR R E 7T . S MH, B, 1951 Rk, 1+, %
B, WL s R S, 222 FE O A NIRIT R 1 iR
Ho

[ XERFRIRAG] A

fi R & L 7E o R RE [E 2 P M B A [ B A & B 5 BT
B, 23 4T EEEEXRFRAEFHE
B, X-gal 1§ B Sigma A 8], #1 Fas L 2 H B ALK
FAE,SD EREAREEFREAFRFE¥IT
# i, 2. 0 F Fogarty 2k % 5 & ] B Baxter A ] .
1.2 1REBIFHE

1 SD A R, AR E 450 £50 g, B8 BRI 4T X B 1
F44(30 me/ kg) FREE, BUAT B IE F 47 0, S F8 Jik
VESAT I & 100 u/ kg, £ A2 B0 B k0 3 B A I
i % 3k %7 A PELUT ok, A S S B0 Bk AL AT B Bk AT T AR,
¥ 2.0F Fogarty R E AT B BN EFT LKL 1.5
em, LO. ImL &R T A2 E, k Bz 3 K LRIFE
M.
1.3 SCIS4

¥ 12 RF )k EH A H SD K REHN L A &
H: HEH(n=6): FAKAHELRKEH 1x10°
pfu/L 8 Ad-B gal 5 & E7E&; @as L 4 (n= 6): 53
FR Bk E A 1% 107 pfu/L B9 AdFas L H 5 £
E RAHEH IR ETEN, ERELEER
HAEF 20 min, I TSk, /M E K, K E
W, EATHMHE O, 4 REAFLAR, XA RAE
B B A .
1.4 EEFENE

WGt TG BT F & Verhoeff K %k 77 A
BEREHR(AKRBEAFERE) R e, 2R FiTEMN
Bl & 2 AT PN 2 7 B T AR (intimal area, TA) % & A2
(lumen area, LA). 4 # 77 f& (internal elastic lamina,
IEL) T A7\ #h 3 77 B (external elastic lamina, EEL) &
T ERNET R A BT R .
1.5 StZESHh
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Bl ts %57, AERA ¢« hBHTHITES
#r o

2 g R

Fas L ZH I THIAR L 715577 IS ThI AR 38 B S8 KT % Rt
4, WBETHIAR S A RS AR 5 A a7 S T AR 2 LU BH 2 /)
TXTREA, T Fas L 2H P4 38 7 5 1 AR 5 0] HE4H A LG
THHEZR (K 1, Table 1) .

1. Fas BUAXTRERG R M EE LR

i tr Fas [l 20 o B ZH

PRETE A (mm?) 0.032+0.005>  0.10020.015
JETEAR (mm?) 0. 842 0. 070 0. 662 0. 042
Po 3 B TR (mm?) 0. 724 %0. 075 0. 624 0. 052
S ST RETE A (mm?) 1.02110.065°  0.882%0.072
IA/EEL [HAA L 0. 032 %0. 003* 0. 127 0. 021

a: P< 0.05, b: P< 0.001, 5XfHB4L L%,

3 1T ie

M F 0 = B2 2 55 B ik s A s A AR I A P 8k
AT ENLE, P INE ARG, &
T 4 AMAHE AR BB B, RIS 1k 0 M 3R U o
¥ T R IV VLAH B 38 B, B S A2 2 T
VSMC 8 58 2 3 3 (R AR AL

AR I TH B A S 2 A L R S R & A
5177 S BT R ) TR AR P X038 e L, PTCA R 5 I =
WEEREER KA TR R A EEERH. HATAA
FERRAEAAN & — AN X BREE 4014 B B0 P JBE 3 48 1y it
FE, T LA — St R 3 45 5 R pAy i 484 A P B TR F
TR I T ) 4 S LG R I A a8k i AR n
T 50 P AR P L P 8 L R A I T AR i 2 BT B
R G ACIE R E e Pl K= i Ee e Y ) = e e el O (=
HHTC e 18, {H 2 i M TN PTCA R J5 2 75 F ok
A H T P IR A R I R 3 A S IR A Bl ke
1, A E PSS A Fr 51 2 . I8 45345 5 K
HE—RINERMAEY S RN EEMEEER, K& T
AR T I 25 0 O =5 28, T 51 A2 3 ik i A [R) A B
g = PTCA Ja #6405 [X 8 4 A o 2 T R ) e 28
FEXF PR BT A R AR L, BRI AT A8 AN Y B8R
TH A ) I A8 B, L S AR I A A A A 1 s T AR
AN A 3 T AR B RRARG

Fas L 2[R %% YL A] H 25 240 I 5 4% i, IX P 5 vk
2 H O IME RGERIT N H & 2 105 2 R B
A, F Y B BRI 1 A B AR, B 2

LA, WS DNA, K2 36 kbp, Z=H =W 18 &
XN E-E4 FLI-LS, ZZAL A #5409 DNA J
BUR, AL 3 kbp; @34 2 i=y; (9] 3% JL B4 T 40 i,
IR A A, PRI S (> 90% ), HAH
XFRE; MUK DNA fE N, A5 16 3 DNA
&, A51ETE 3= DNA RAZ, MR B 1E v 34k I %
JeR B B Fb . XET0045 5 0 P9 B 4 A~ LA
975 5 P A LA R B oy, X2 | T A S IR L
T M A% 3 AR DNA &l 3 1 1 LAt A 11 43 4
WEE . H 3 AR R R IE N R, BHE N T~ 14
K, 28 KIGIH K, MIRe2TE EAMERMLS R, &
2, AR SN S Fas L L6 #% Ju 2 — Fp 58 4 248
WG B R 7, RIE R R R R B .
AHF TR 5 BRI, Fas L W48 Ind6 495 1f 55 f) s
TR ARFA A 5 77 RS TR Y, 980 52 4 T 10 PN R TET AR,
LA RS T Y A0 g Js T A 2 Bt B S Y BROR
Fas T i 3EA 26 1 1005 28 28, 46 02 8 i 5 VSMC 1Y)
WML RS  TE . Fas L AT{E VSMC P8 T,
I IIE R B 5E, AT 51 RS 2 M E 2, Fas
L Xt I3 26 AR F A B 96 PTCA AR S5 F 8k 48 1) 52
RIGIT 3R T8 I8 12, EXF A8 PTCA AR 1 H Bk
A T TR A2, AR 50 BT 3 7N 11 256 [ 8 1 S 56 )
) PTCA A U PR AE B 45 SO L P 0 2 I B2 TR
TBITHRAE T 28 1 SR

[ &3 3Rk
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