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(1. B & B —

IR BE, TR B S 45300352, 08T £ BRorbesh B EEBe iz At g B 453002)

BE: SIKOBREREIL (AS) 2 T ECRPRINRTSL AR 7 SE RS P 3R o AS A0S B ST H 240 2 e S i i A%
PH7-kB (NF-kB) Jt— i RAE S 5 ) B EAZ R RN 7, 255 AS L SRR EFE ST SOV i Hh 1) 22 B DA 413
5 AS K A NEIRBESERG 1 R VIASG o il 0 NF-«B % S o %, JETTRH 1F AS BEJE , D2 i 46 1 0 i 2 2R

45, g AS S INREAE Y6 Y 7 B AT R B
KER: BN T-«B; Sk HAE 1L ; SUPERAEAL
HESES: R743.1

B k3K AE B AL ( atherosclerosis , AS) J&: i F* IfiL 4
P B 15405 S B H P S R S N M , e R
TKAEFEAY ¥ 7 5L . 4% F--kB (nuclear factor-kB,
NF-kB) J&—Fh S M i e IR 7, HomT L5 R ) 2
PR B T19 kB (75454, S 2 it fh 73
Ik, 25 L2 g i B4R B A2 . NF-«B
GBI g 2 AS BB S AL, 8005 J5 9 NF-kB
I I AS SRS Bt AR AR L L B 5 AS
a7, ] s 7 22 A A 96400 39 114 98 R 2 I 3k i o
WRIEHE WEANE . A K NF-kB 5 AS K 2 PE
FBCRITIE S8 HEAT 4504, 9 AS J% o i A 3 14
IGRIZIHIR—MES T

1 NF-«B g9 =451

NF-xB /& 1986 4£ Sen 25" 2 Yk MR 24 B ik 2
AN AR R B, R 5 e IR «
FERL A3 5 1 kB P8 R AR RS B M 44
NF-B 15 F 2y Rel 85 805 8001 A4 18, 761 3,
A, NF-xB A 5 Ff Rel 8 1 515 1 : NF-
kB1(pS0 FIHHTIK pl0S)  NF-kB2 (pS2 Hl i {4
pl00) . c-Rel, RelA ( p65) F1 RelB, RelA ., c-Rel #l
RelB & A N i Rel 6] 5 [X (rel homology domain,
RHD) Fi1 C ¥ 2 238 7% 285 #4 38, ( transactivation do-
main, TD) , 7 RHD [ C KA 1 A% E AL X 55
(nuclear-localization sequence,NLS) , 1 55 5 DNA 28
A R B A, T TD 5 A S A A G
p30 1 pS2 HA RHD ik = TD, [H i, pSO F pS2
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[ 58— SRAA T A BB UG 5 R 2 o, TR AR Sy —
5 ¥ A7 A, 72 20 P 3E & B LAHCHT R pl105 Fi
p100 L XAFTE

NF-kB X FR2h DNA 254 A7, & i ik 5 F
WA AR 2 PG TR =R Ak, b
Jetl R I H A i 3 EEAE TR 2 B pS0 Fl p65S 14
B SRR S NF-kB “RIR I FEAE TG 34T 2 Fib
(1)NF-kB Bk 5#1%#|%E 4 kB (inhibitor of kB,
IkB) 454 ; (2) NF-kB k5 DNA 454,

IkB J& NF-«B {4 il 2 5, 32 2E4F A& K NF-
kB IAER” TEAN A BT b o 4 4l b T R A B
NF-kB 5 IkB Z54, LGS LR = R K59 (pS0-
p65-1kB) 3 BE A ZEAIML RN o 2452 2 Fh o
I, TS 46 L AR A L 40 TR R 22 A (lipopolysac-
charide , LPS)  Jif ¥y 28 7€ K F+-a ( tumor necrosis fac-
tor-a, TNF-o ) | [ 21l fifd 4> Z&-1B (interleukin-18, IL-
1B) M &AM ECSE , Y T s TkB B 2 5 )
(IkB kinase complex, IkK) , IkK X {#15 1kB 4 T #
FRALANZ R AL, NF-«B R ok . ARl b 3 Bl
HATR] NF-kB 3645 3 M5 515 T . (1) &t
BRI E N kK ZRIEE A9, kK
JEH 3 A AL, Ho IkKa F1 IkKB S22 4~ H
A B TSP , TeKey S 387 L, 16 AR 1K
1 IkB 156 32 F 36 fi 2 AR IRk, &t — &
G Dl A% G NF-«B™, FEUL R eh 2 A
e BB R OIkB B IR 1L 5 Xk 268 2K
FRRESE , i NF-«B )\ = RIKE 5 Y R, 2
% 1 pSO A% & AL 15 5 F p65 DNA 255 £ i ; @QNF-
kB PR 7 BN AZ N, IF 5 R S «B A R A
G BT T RE R B R G (2) 5K IRAR
£ NF-kB 5 S35 Al IkKa B97EFH R, RelB/p100 —
RO TN Rel/pS2 8K, PTG NF-kB2,
15 1E ) NF-xB2 155 RelB \NIK 41 & &9, #E A %)
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AN HIAZ AR T NF-kB BER 955 5%, (3) ALY
IkBa BRI 1 NF-kB {5 -51% i 4e : MR iR 2
W p38 I e AR 1 % 8 2 ( casein kinase 2,CK2) ,
CK2 F144 TkBo 73 W R AL , S 3 30 IkBa B AR AN
NF-«kB ZRAIKBEI, NF-kB 5% S5 i 4 0 s
T2 RN 55 G235 B 110 3 sh X, X 7%
SARNE AT A o WS I NF-«B 7] LU
S R R RGE, R Rk R
s NF-kB (15 50 SOV iR G HESE , A Hsk
PR SOREO0 NF-wB B 4E Qb i 1 — 4 24
FLH g ( pyrrolidine dithiocarbamat , PDTC) | & — & it
R (N acetyleysteine, NAC) 85 IkBa kK H %
ESLE

2 NF-kB 5 AS )X %

AS JE—A~H1 2 H R T 2080 kg RE AR M A A
AR B AR o Ehy 20 A S A8 1 ARE S A2 AS
T AN & R B B AT . NF-kB AE 4l i 5 2 Y
e SRV R, S 22 R R R ) 2 R g A DG B B 56
FRINEY] . NF-kB 7EA4E BRI N 938005 A2 5 8] 3L
A G A NN R I T BRSS9
TN SE T AR o YA S B 2 R (A
AL AR SO HE AR ) I, ] LAYE 4k NF-
kB, fiff HCMAAZ B 5 A% 2] Al i A%, O 5 8 5L R g 3l F
W kB LRSS, BTS2 R Ak R TR AR
PRIk (4 TNFIL-6 1L-10 5%) . BP9 R, 2
55 AS BEHUIE il 4 vh R S I AH DGR 2
NF-«kB By #0357 NF-«B 835, i 1 NF-kB/IkB
fE S IR L SR 23k o i, N B AN
Ak -1 (monocyte chemo tactic protein-1,MCP-1) 3
IR 2 4> NF-kB 25 G 07 50, X 2 L 78 4
MCP-1 3k e AR HT, i MCP-1 7] fig fiff #A%
YA ) B2 R A BR AT 2, J5 Bl AS JE i, Brand
41100 8 B B Yk 3 #% 43 BT (electrophoretic mobility
shift assay, EMSA){IE5E, 75 AS 528 A0 A 15 AL NF-
B, H LA 5 A8 21 20 i KO- BH 8 & F o AR 41
21, Wilson 4 FI 1% NF-kB (14 p65 . 2417
FATERERUARXT DGR B AS BRI T e H 4k
ORI, IS 1) NF-xB f77E T AS BEer, Hix
FEVRTEATRE B0 S0 B TP IG PR B g, X A ) —
Jr A UL TG AR NF-kB 5 5k R AL B B oy 1 %
i S0 5 DA DG, FEAT B Al BE PR e L R
AS B AL R 3 AN BRSO BUN | £F 4 B B
JSCHH AR AR AL BE ST U SR 32 5 SR i I 4
-7 LAH M ( vascular smooth muscle cell, VSMC)
TEREFNIG SR, BN B )5, v A2l 21 E B He A
WRESEHUE I, I & 8 AS, AS i — 20 ki, 5L
R JO B, VTl 2 Sy 3 0 i U R B o A i, £ A R A

L BE R E R L AN I NF-kB 235K
A ATRERCAIZWT AS R &) S S e BE S AR PE Y
— AURFE AR 8 AE 7R e R Bl ik bR A A Ok B
NF-kB S 2235 T i A A Ak 7 bR 20 Jhk iy s X 3k, 3
FLHIAE TR AN, L PN 1) % Tk i R i TR
5, HEM NF-«B 25 T 56 R o ik ok R A Ak i 42 =
RIR AR NF-kB SR 20 ok o R 5 A 2 O
I w2 ] AP 5 0 26 R 22 iy , (L2 T 351 B0y ok o A
e A BXE K A A 8 5% Wi B AF 52 475 4k 162 26 B B,
HIE AR ST S kA A o8 X5 G2 a 8 R /00 . H ARG
Y SEIRESE , NF-kB 1] A2 3 251 30 ok 6 6 £ Bt B
HITE R, H- T BB B AR 8 . NF-kB 7K F- 3R SR
PN E W N T e X R T 2 YL L O A U Y <
Il RIS F B, VT 225 W) HA B NR Rk, o7 LAkss:
N EZ A M D BE , 4EFF BREH AR E P, FEAIG AS R A%,
T AARS S A B, IEFP 254 ] DL VSMC K Py
R A0 M B4 TcBa, 304 NF-xBF 38005 , 2 10 400 o
VSMC # 5 , $2 7% 3% 7] RE 2 Ho X Ht AS (978 I #L
#11"  NF-kB xF AS 1978 B A& 8 0 BA 1347 1
o W), Beg 2 KB, B2 RelA 37 8037 () K L
TENE TG FE T 32 S R o T4 M R T, R
A RelA [y NF-«B — & 0] DLAR B 40 g A 52 9
T2 KRTE AS JE Bt i, VSMC B384 ] T 47
PRSI AR A , T NF-«B A ST /EH , BB 15 S
ZR P T F )RR, W0 Bel-2 FGRL 5 (eI T
I 145 AT/ VSMC FET:

3 NF-xB 52MMERRNKER

AS Je HBEH BTV 12 a1 i 4 96 T ok 1 e <7
FER 2, T NF-xB 75 AS BB & R S BE e A
SEPEP R R EAE . 76 AN ASBE A Sl i e
RERY R TLAS /N, 2T S0 34 49 8 4 78 28 A €1
BRSNS BR , K BUIAZE)S 6 h, NF-«B
VRN IT 4R34 22,48 h ik w54 B 45 7 K, NF-
kB 4 5 U4 5 8 1 0 3 0 A e — B0, W] NF-«B
Z: 5 Rk 1L 09 S8 AE V. WA BFSE & B0, NF-«B
3 3k b 9 40 i 0 28k B -1 B R T A S B
Fi e 00 L 3 - VR i % G e 1. [X. 4
FESZIE . NF-kB filh % (149 15 e 1L I 48 9 52 o7 2 —
AR T B, 24 NF-xB BTE IS, BB 3k i
2 54808 O I R -, 4 TL-1  1L-6 . TNF | 48 5E K2
[il5%srvS R WS @R i o= e X [ ) i S R e 1
R YR T4 £ L, NF-«B 306 7T LA
S p63 .c-Myc FEPH gk, SR ZMMET . B
Wi NF-kB {9155 4% Sl i ol f0 il NF-«B ) DNA 4%
AIEMENIRT AS B i 2ot A 58 2L 15 50 7
Carroll 2510 vesi 5 FHLAS NF-kB 114 385005 K 14 97 A
Hh gl ke ZE JE KR, ZE LIRS TR R B, ASERT 1 h iR
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FoOEE S N T -<B TS BRARERE AL S IAE ST R B S i g

Jr S5 HERE G 24 h T IR I 35 BE 46 /N T L
TOLL #£ 5214 ( Toll-like receptor, TLR ) BB ME
TR IR 153 495 19 G 8 I 28 P R 5 2 AR, O TL-1
ZARER 5L, T B RS R, S AN RS S
BRI 5 A ML, 175 1kB FEAR , NF-kB % A
R, SR Bh e N %, NF-«B & TLR i (5 514
S R AX 4L, TLR-NF-kB 3 550 28 1 1 A= 422 3
AESE PRI P T & R . P UL, 7S NF-«B
WGBS | A LR RE A B A BRI RE . Caso
20 L B, R Bk Z TLR-2 3% TLR4 1fi 2k 7%
NF-«B 7K REAR A K B 55 1 A 2R R L 45, A K T
TR B A T REIK R s 4. [RlA, NF-kB
AT DA 22 Pl R Mg e i P9 3 S ™ A Y R R R T
I, 4 TNF-o | IL-18 45, BHWT NF-kB (915 5 5% 538
PEECHNH] NF-kB 1) DNA 454 755 M0 %5t A i ke 1, 34
M AR YER . (BB A DR, NF-«B
PO U X R AR R E . NF-kB 1975
AR AT LAiFS 5l 2 DG PR T R AR A R, R
Je . W NF-kB fEH XM R G A SR —
5 TR 1t P LA I B S R L, o X e 22 2R
BRI FH 3 55— 5 T, NF-kB. 1) 3800 412 {6 e Jo 40
JHL 530 S L PR S — 4B AL R B o TS R
MARE, BIHAMEHET, B2, NF-«B -4
BILH e AN ] st [i] B3 %o m AR f 22 28 48 A F AL
WHERFFE

4 ZHiBEMEE

NF-kB Ay —Ff B 2 ) R 5 S R 1, FE 98 35 AL
PRI S e MR AP S e b R A B 2R . HA
NF-kB 7o LA 000 28 AU 19 2% L g <5
T2 BRAES AS KoM IkAEsE
W E D . Al LUE & M, SME L NF-«B 13
IRXE T AS BT B K J B S R A 1 HA R B
X o NF-kB X[ AS 2 il A 58 HA BCE 1 1T,
TERI K AN TRI ], LRk — 7 i LA E , 2k
— A WFSE NF-«B 5 AS FIZVE IR AIAE 2 7] B4
A7 BT W i 45 e L B FE e (g e 39, S s —
AR AS SPEIRAESE R AR HLTR L2 1 R B 36
ST IR B
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