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(P EARMBAE L ERRBEA, LT 100853)

|EET] HEFKB; HRETF; ARBHRRL

(& =]

HEF-KBRAT@EBARS FHXBEATZ - CAETHSELRALAXNEARNEZRAE.

RPN ML ERERB, ZEA T BAEETAERTAENSHmMN, 5RTHEAERELER R, AL
HAZE F-KB ML R LA IR BRI BT R AR KB FOERB—ZE,

[PEISFFES] R543.5

1% A F-¥B( nuclear factor-¥B) #& 1 5 21 il £ [K % ¢ 1) 9%
BETZ—, E25 7L 5 RIMERFAE 0 HF I KL H
. TR R I, £ BBk FEAE AL ( atherosclerosis, As) X
RAE- W TEBR INRARHAL, 257 KA R Wi AL
41l 2 smooth muscle cell, SMC) P9 JZ 41 2 endothelial cell, EC)
K E 2 I B % T-XB B3Rk, I BS54 IR B R 4
FEAL 20 4P AN 20 i 7 3R R o i 5 A ol R A DR [ TR
HRATFEZRT-B NS5, Bk, %FT7-KB F As AL
AR RR RiEE BEEAER.

1 #%EF-xB ERQREEWF

1.1 #%EAFxBEB

IHT-¥B B ABRAI LRI T B4, 5 aERE
114 kappa 3 FEZERIIG 38 71 B AL 456, Wis Bk E O
kappa 28 1 75 5%, Wi % o9 kB o IR T-KB R
7] 7 B A7[ p65 (Rel A) « Rel( rel) « Rel By p30. p32] B4
R IR B R T A, R R [R] (1) U B AS TE 45 A4 R TH B
BAE LM, BT R K4 300 %2 2 B4 i) 45
FIIE, N 22 Rel (1) [7] i 45 44 13 rel homology domain) o %
SR =X 1) B SR &R A% € A7 5 (e
clear locator sequence) , 1%L &, [ % 55 A& 1% K 7~ XB BUE 1
T, 2) DNA G54 X, HAE T BT S 5 0 D 4SR5
KIS SRR KB A7 SRR R 45 B 3) A7 T Rel [FJ VR 45 44 1 2
FEAR i K27 100 ML ) ZRAELIX, HIEHZRA 2 N
BTN R, AN TR A A R AR T g b,
Z BESRIF 7 A 1% DNA 25 &, 2 1 1 3 A8 [F) 5 18] 1) 6 3%
V2L T, #% K F-XB PA p50/p65 I 8 — AR TE A7 42,
e p65 5 DNA [ 5°-GGGPuNNPyPyCC— 3 & 51 K AT 1 S Al
P, A8 pSO/p65 fiE % T M B IE R A8 . A gk b,
T-KB J5 pSO/p65 I8 Bk,
1.2 xBiI&IZER

[TEEBEMT] #hK, @, 1974 A, P EARBNEF Ei 655k
LW A, HFF 7 oA S RE S, FH, 5, 1958 4,
rh N R AR o B B i TR AT B 0T 808 - A A R0

[ SCERFRIRAE] A

KB 14 & [ ( inhibitory KB, IKB) & #% K] 7~XB ¥ 3 & (4, B
A6 M, 7 B KB, B, v, €. 6 Al bet3. IKBs ) ARD X
(ankyrin repeat domain) % Ji — %% B 25 il 1) R A2 AR 45 49, B R
5 5 M M R % IR T~ KB R SE BR AR I, T 5 A 1 pso/
po5 Hif . M 1KBs 5 p65 W HLA7 45 A I fif p65 1) 4% (Bl #) Sk
A5, NTTTAE 5 DINA &5 45 11 SR (1) S0 225 18 1k 22 A R o, Sk R gt
) T R H T~ KB 558 DNA T X 4 s A,
1.3 #%EFxB #5EWL

VAR, R T-XB VS AL 53 0 Bl . 2 AP gt A
SA N T-¥B, BB 5 KBs IR &9, CLAER LR
AT AR . R Z 3 &G E R R, 4 %
IR RYEER . BEBEZ I T-xB M IR 2, BLHE RL%
AN RS 22 0 R B A B R 2 R A R T &, AT
BOE AR T~ KB BOHLEL S AR HT R o R [R5 Ak R R AT
i IxB % KB & H IMBEBERR AL, BEER LIV KB # 2 R4, E—
SR O AR, (% R T~ KB A% BT KB 1kBs &2 A 4
i B H SR IR L AT T AN AZ, S5 A0 BL I PO EE DR 45 5 0 S B 1A
. {H IKBs 7E 4 PR ARG R IE & 6, RNz 5
B 7~ KB 454, M0 % Bl - KB 1KBs & & W) I 7% B Ak 4% (R 1~
KB ML 454 1) DNAKB 7 25 B RLES, IR B0 46 A T4 2%,
SR R - KB V& AL 5 R VE R IR, S8 8% R T-XB E
— MR TR A R R R TR .

2 #%[ETF-¥B X ERNBKHAERE L AER

AR REREAL( As) & —Fh SOAE- AR PR . IR T
KB J I 1 4% 5 20 RG B < 8 4 I 1 240 PR 4% B A0 40 i 4 2k
JR R A AR I RE A SR 1 22 R BE R O e 3%, 2 500 Bt 19
A R A R FE o Brand %' A B BKOE B R AE B 4 B 7 i
( electrophoretic mobility shift assays , EMSA) ilE 5£ #% [A -7~ KB LA
EWHITE XAEAE T As AZAL, IF His At % R 7~ XB 7K FAE
RAHLHEE T EREHL. ZHAEHT ML N«
p6SMAb R FEREPUAR, B 5B p65 I KB &5 & 7 5. 24 KB
MAZ R F~KB — T 43 5 J5 o p6SMAD (1111 5 & 1 4 5 58 .
Lt RAE R 7-XB 4 BERE o p6SMAD R3] 3 A4
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As I NI AR BN KBS A (1) 23 52 W0 82 B0, 4 4 vk 184 JEL 1)
P — e BRI 34 A9 T e P 2 FT DL 9% A 1) % [ T~ KB, 17 IE
HJG As KA BB KR WG4 B RZ IR 7~ KB 3X 835 AL B %
HT-kBFET S5 As IR KA KRN SMC.EC. % —5
W 41 i A0 T 9K B 40 e
2.1 #%BETF-xB 5K MA

M8 A B2 4 EC) 2 As R i A2 o 5 o 1 WO 1 41
Jf1, 3f H EC B %08 0 1 A 45 4% X 7~ KB 7E A B B s I8 T
F10 95 A3 — e [ A4 4 P9 AL 61 SR 5 R o A LR LR R
I, As FLHTRT b e R AR, 7 N R 50 A8 B 3 4540 1R 15 0
T A E R R KB . FERE IR A R, 2 R
S RS B 2 T 02208 32 B R - KB (R, AT R
HUAL Bt 2 F~1 (endothelial cell adhesion molecule-1, ELAM-1) .
2 () ARG B 2 7= 1 (intracellular adhesion molecule-1, ICAM-1)
ML 400 MY RG Bt 4 F~1 (vascular cell adhesion molecule 1,
VCAMF 1) o 35 39 B WF 703 B If P Y 2 4RUS, VCAM- 1.
ELAM- 1 )2 15 B4 5 2 4k 1% K 7~ KB WG A6 5 A4 H B, T Tk
(A7~ KB (#3546 7T A3 VCAM-1 R 3E . ftk, &%
T-KB @ WA SR 4y TR R, 25 7 R4 IR
H5ERMANRE, ZE KB iR As RIS Z
o PN B 4 0 I T RE B A% 41 S 4k 2] B 1 (monocyte che
motactic protein, MCP-1), 5 Z 51 40 i 7] 955 8 38 Az a4k . 1
i MCP- 1 35 [R] (22 326 [7) B 32 0% IR F-%B (A" . IRl
KU, EC 7= A 1 — EAL A ( nitric oxide, NO) A 45 il 4 14 2 [K
FER LA o AR BRI EE B NO I MCP-1 ) 3% 3% Rt 55 #%
DRl F-KB (3G 1, ATRE & NO I As RAE M E EHLH 2 —17 .
Ik, MIERT: 53 IRE KRG 1E B IEMH KA
FoE BEY N & 2B AR I A, I e AR e b R A R B
TR RMEE L I R TR AW, K401
CAP= 2R A0 R, W0 TR0 R SMC A JH A il 38 5T
JB B, AT AR R L I S 4T 4k, T B 2 R0E,
51 & — R 5™ E ARG R . Bk R, S
[AF~KB A figid it B A L EC MK FR&, 25
TRHmERELE.
2.2 ¥%ET-xB 5FFALHA

As T AE TR B 2 v, SMC AT AW 46 2% B ] B R B B
e As IR AER R . ARERK SMC B & A 4E4n
JERERR P, 205 2 PG 7E AOAZ R 1~ KB #EHRE IR, 404 A% = I 24
P A 4 R 4 5 4 o 9 o SR B R AT
TEBEIRAS N A 40 I3 Al . Bourcier 251" [T F2 45 L, A 1L
TEREFRIN SMC B4 K 7~ KB [ 2R A S M, IF B i /MR IR 1
AR AT DA R 7~ KB ER R AR K - B 3 220G IR 2, AL
TS SMC AR 35 19 580G V5 5 6 ML 385 5% 7% 1K) SMC 473 £ B2 &6 4
BRAE (% 7-XB V& M, J5 & T RE R AR K T B A 4 -
6 (interlukir 6, 1r6) H 45 45 J; b ab, 5 28 T 4 M40 i 5
T EURA L2553 2L D8 1 8 J AT B3 In SMC A% 1R 7~ KB HY
T, I A DR I 1 BT IKBB Y RF SR BT, T
WEFCUESE, #% K7~ KB (K)#GE & SMC i b LM 3835 . i
F il KB A B 5 R H 7~ KB XURE SE R R R T

TRER TR SMC, W] W S 4] FL G 58, $R 7 1% 8] 7~ XB W] 2 R
K PTCA A J& FBAE 3 (6 T FLE A5
2.3 ¥%ETF-xB 5EREZHA

ER4iiiZ 5 As KAEKRRBIN AR, BAIRNT 45
PUE R Th e, TG bR 0 E BERUR A E R . Bl
WIS AL KA DR 7~ KB ] 1 428 G R AR AT 15 43 T A0 40 B IR T 1)
FE R RIE, G i J8 PR FE R F~a( tumor necrosis factora, TNF-q) .
-1, 6, 8- 2H 2 [Al 7 ( tissue factor, TF) 1 ICAM-1, TNF-a.IL-1
Aes 4EFFI% R T~ KB IR3E AL, 2 — Fh IR SOSHLH]; TF 3G 7
AT AR B F R B A B 25 B A AR A (oxir
dized low density lipoprotein, ox-LDL) %5 HH$% 77 () 5 A% 41 M 05
B 7-KB, 5 FHLEE A 1178 Rik. XER N o LDL 7 5
K7~ KB G ALJG, TKBa /K- 76 52 87 (42 B2 T e 5 HE B AR 58
SHAEFTE. 5 IR, oo LDL K #5557 (140 i 7T LARK 1k JIg
% B 1) IBa (131 6, H IR A7 KB i 46 JTNF-a A1 I0- 1B
FE R R IE 0] o X B8R IR IR R T~ KB J& ox LDL fig 3
As RAERBIE TG 2 —"™ o B W40 i itk B g o,
BT A% R 7~ KB #0H & [ IBa MR A R, #% K 7-XB R4
Mg B IR . X — BT AR T B T-xB 15
FEALFFMF T A2 JORE(TNF-a T~ 1) 335 0 41 B o e 0 3 1)
I W F-¥B S S0 TE SRR
2.4 ZEAFBETHE

%R 5~ KB JE AL A T 40 B S & 5 R0 B IR S B,
As AR AL T 40 v WL RS, (E45 S 55 T sMe
EmEgni gk o RIS, T 40 HHR KT I A%
H-F~KB 2 0T R REX™

3 &RIE

H B8] 1~ KB MR FR) e S IR 1 LA P S8 R AR B 9 22
NFRAER) As TR H5E EEAE A . IRABIE IR — & 2% i 12
RGAEN As TR R A I & v B A PR A S AR R ML A A
T HARANAST As.
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