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#% I F-kB(nuclear factor-kappa-B, NF-«B) J& ] 1Z f# 7 T
W L Sl A B Y — Ah EE R A AR L e S 2 R A R R
MR B F R SR TP A R R AR AR SRS S A 2 A
BRI LR Ay T R T A R S A7 R 1 2
iK L TE MR 1) B 9% 25 | 98 RE S INE B R L 1) 2 4 R 4 5 5 T R
B AT TS A S 5 A R g N e R
YT NF-wB 76 f5 50 % b (9 2 A BF 58 NF-«eB A5 5
A% T FR A I AL 5 IR 0 T TR B BRI SR A A .

1 NF-«B HARK

NF-xB & Sen Fil Baltimore™ 7 1986 4 1 Ik W 24 B
I A0 v SR IR Ok L R RE S K R AR R 5 TR «B A
(5-GGG ACT TTC C-) 4 A I K R RKEH
MIRIL PR Z BB F-xB. Bl Rel 195 3 80E B F K
B AL FEM LS P 4 e th Rel/NF-«B A 5 {0 A
NE-kB1(p50/p105) .NF-kB2 (p52/p100) . RelA (p65) . c-Rel #l
RelB. ENTHY 3 R HFAEJ2 N R S B4 — > 1 27 300 2 E R
AR SE X I, FR Z 8 Rel 7] P8 X (Rel homology domain,
RHD) . Rel Al X427 3 A~y fE X B DNA 25 4 38, — % 4k
3 M€ {5 5 (nuclear translocation signal, NLS) X, 43 5l fft
75 DNA S G . Rk 5 NF«B Ml E A MHEIEM . Rel &
1B G 1] AT B R) U 5 5 R AR R Y NF-kB/Rel A
“RIEBEAARRMEG . MHAEA S AN, BR2H
NF-«B % H (p50/p65.p50/c-Rel, p65/c-Rel) & % 5% 4 1% 0 &
A8 p5O [R5 — RAR AN p52 [R5 B A DU 2 5 ) 410 1 14 52
B NF-«B & WY JE 2& th p50 8¢ p52 5 p65 W Ik 4L
5 T AR bR NF-«B p50 5 p65 — UK 455 7518 5-
GGG RNN YYC C-3. 1fif Rel/c-Rel K454 )7 51 0 5-
HGG ARN YYC C-3(H:\p HAU#% A.Caf T.R HIEK,Y K
WEIE) o ML S5 F DI RE AN A T P K Rel 40 IS —
FE A 4 K 1 & ¥ 91 (ankyrin repeat motif) i Aij {4 # 1
pl05 Fl pl00, % ATP K8 (1 & = B /K % AT A8 BB pso
il p52; 57— 2 p65(RelA) \RelB, c-Rel, 1% & i fk, H C
it o A — B2 AN 5 0% Ak 3 BE 38 (transcriptional activation
domain, TAD) , A 7 37 301G 5 5 5% Sty D g
2 NF-«B #1#) & H (inhibitory subunit of NF-«B,IkB)

LB J&— M 2 T i oA 36 kD ARG & A . 1 5~7
ME Rl EEAMEERMHMEADELFH C RumFH. 5
Rel./NF-«B 2 F1 17 RHD 23 52 5% B AR B.AE T 7T 48 35 NF-«B
PR 8 LA o AT A FG DA 7 5 6 W T =B 4 T 4t e 2
W H NGRAE SN, & A BRIz RN R EES
LB B fi i A2 PR AE . IkB A £ 8 &, 135 TBa. IcBB.
1kBy.1kBd . IkBe . IkBL Bcl-3 . p105 (NF-«kB D . p100 (NF-«B2) &
MAIL 4. R[EE RS2 (A= 90 2% S BE A [R] 4387 5 B9 TeBoc
55 NF-«B 855 %6 1E HAE R b (9 BN s 10087 5 89 LeBB il 7
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REFHMBERRI, Y TE 5 NF«B 4 & 5 AEAfEHE 5 NF-«B
W) ¥ G hif5 5 1P 9 I 8 BEBH 1E NF-«B 5 TkBa 45 4. X
B 5 R 2 SE R R R 1L TeBp 45 & 19 NF-«B BB AR 3+ B
EESETRAEDT . Xt LeBe YT AE . A 2 F A R 5 LeBR AH L L
PAE S s A 2 A R e M NF-«B 4 0% 77 16 5 B
T, Bel-3 1 IeBg & 1B 5 BB RR 0 19 B 5L . B AT 40
FAZ A L Bl 8] LA B S) 1 3 M 0 [/ 3R AR p50/p50 5
p52/p52 W NF-«B 35 1k . (H Al 4% 2 0 30 il 5k DNA 25 &
Hi™ . TeBo & NF-«B M EZEBEEH . EE5EH RelA fl o
Rel ) Rk BA = 26 M H7 10 5 oAl Rel 55 F K

3 «B # & (IkB kinase, IxkK)

LK 2 il LeB 3% 19 2804, kK B A9 — 4K
LR EEEEE AR (700 000) . F AL FE 4 R4l 4y, B
ELA AL 35 M A9 LKoo, IcKB AT 2 /4 4 BY 2 B IkKy/NEMO,
IKAP, IxKa HIXf 437 Bid Ky 85 000, fy 745 4~ K MR ok k41
B TeK B AR 43 F 5 i Ry 87 000, B 756 4> 44 3 2 4% 36 41 AL
LKoo Fl IcKB A9 R WEME 5 7090, T ATAY N 35 & A B 2 B X
Hse JRRBLEE » C o 0 A IR e - - 18 (HLHD 2549 35 . 76 S G
TIRE X . 1Ko F1 IeKB Z (0] 38 i 52 A IR hr B B 45 & fE — 2.
IeKy/NEMO £ #3503 . By 419 D& BRI A BAT o
BEUHE X A 1 AR S50 3, TeKy/NEMO G 3 5 46 25 #  5
LcKa KB 45 & i R AFEE Y . LeKa A1 LeKB b B i Th fig
P #2243 2L F B0 B 8 WS (mitogen actived pro-
tein kinase kinase, MAPKK) ## 1% 3 J¥ 5] (SxxxS) . #7 ¥ IkKp
WIEH 2 AMRR L ANAR . WK Z5 YK EXN TNF-a,
IL-1 f1 LPS {9 i » NF-«B ARGk . B TeKa BT 36 1A £ %
T2 [ RE 278 T TR - B A2 TNF-o M 1L-1 303% LK, B
KB TeKa 3R 52 M 42 % M 40 7 3005 NF-«B, NF-«B % ¥4
W HERM TR, IkKa 7] LL# IkBa b #) Ser32 F1 Ser36 Mg
A BT (9 & NF-«B RelB/p52 = Bk ; 7 1eKp A AL AT L Al
IkBa B Ser32 Al Ser36 i M2 1k . if fit i I«BR £ ¥ Serl9 Al
Ser23 @Rk BIE /2 RelA/p50 R, B M, TeKp #07E 5
B 2 A8 AL B R AL LK & A 1R 0 005 2 0 T M. IkKy
Sk VR A BT L S B A A O G A e, X T AR B IS
=L,

4 NF-«B 8%

NF-«B 198 B — A~ 52 2% 0 5 7 L 40 M0 78 0 EDIR S
T NF-«B 5 LB 45 & 4 5 5 15 2 8 7K (p50-p65-1cBa 8§ p50-
p65-TBR) » LA GG P M ¥ IR S AE 7 TAUM R b . 2440 a2
) NF-«B #4006 5000 3 M3 b NF-«B = K5 &4 1 1B
9 N ST X Ser32/36 B fb . MG S R BB P &H
FHEM B-TrCP R [ 45 &, A S 45 21,22 {7 f1 A PR 4% ik &
AZ R kB R BUE I % ATP KM 26 S 28 FEE /AR
I IR A A = B o fie B9 1RO L B2 BR M pS0 WL I B 1 fE
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N p65 WHE 1) DNA A7 &, T p50/p65 5 — Rk R I H
NF-«B & ¥ Gk 19 NF-«B NI 5 L R I . 5 «B
JZBEIGHE (5-GGG RNY YYC C-3,R SIS, Y Sy mgig , N 4T
AL G5 R AL SR Y

5 NF«BESEBEHNALMESIRE

R (19 08 AT 2R A A A0 L B —— MR RSB T
(tumor necrosis factor-a, TNF-o) L 44/ & 1(interleukin-1, IL-
1) 1% PE4 5% (reactive oxygen species, ROS) | i £ #% (lipopoly
saccharide, LPS) T 20 il Fl B 21 it 33 75 BT AL L 48 P46 BRI Al
R ST 5 A e A e B TR T - W i R R iR
B 1) S I RE TG NF-«B {5 558 #% . NF-«B {5 5 15 58 1% )8
T2 KBRS RS S Sl . AETORR R
NF-«B {5516 53l % E il i 3 fhakRim ik, b 2 ki &
LK ARAE 1, 55— 3 4 D) 5 s 2 P Bl 2 A kT

2 MR AR | R AR A 56 43 F R X (PAMP) 5 472 48 14 400 Jifg
HWF5l &, Bk LPS &6 LBP(LPS 45 4 H H)-
CDU B S &9, R AW i LPS fif KI5 15 TLR4 455 3
B TLR4 1R A MG AL 72— Fh 43 85 11 MD2 (4§ B R 16 1k
i) TLR4 5 # 3k &% [ MyD88 (myeloid differentiation factor
88) 4k 4 MyD88 i 1t HFE I (death domain) Fi 5 11-1 {44
KL R/ AR 1 I BfF (IL-1R associated serine threonine
kinase, IRAK) 45 & . K W36 46 IRAK i 9 3R 58 X 7 52 74 A 56
Kl -F-6 (tumor necrosis factor receptor assoeiated factor 6,
TRAF-6) i fb 4 K B/ 7 B i 1 (TAK-D . MAPKK, NF-«B
7% 5 4 i (NF-kB inducing kinase, NIK) ; TNF i#% 7% NF-«B i},
B 18 TNF Z & (TNFRD 454, 7EB K AW X 5 TNFRI
5% FE T- 8 F 1 (tumor necrosis factor receptor associated
death domain protein, TRADD) . 5% {4k F§ & 14 (ribosome-inac-
tivating protein, RIP), TRAF-2 & 4=/, i 1§ NIK; i 1L-1
5 18 T 2R AL-TR S5 45+ 28 TL-1 32 (R AH G 2K 1 (interleu-
kin-1 receptor accessory protein, IL-1RACP) i#f — 4 i it IRAK
Fo TRAF-6, M\ T 380 3% NIK, 8 & 36 16 TeKa/IeKB/ 1Ky = %
A, B0 LB B R Ak AR A% L p5O/Rel A K A2 8% 5y o, 52 B pR 3k
SRELY NF-«B {55 8 B0E . fEX A B IeKp kK # F %
VB BE3E AR SR+ 43 T, 5 min BV AT NF-«B 14 35 P4 7K F
IRBEME , SFBERAE B R AAE B4 b, 20l o e BT
b p52/RelB Z R AA S NF-«B iF k. & i TNF 32 kK
i g IR BE R F R K B Al i 3% AL R .CD40 sl itk 2 2 R b 5§
MR 51 & » NIK i Ak J5 28 55 M 8 1 TeKo 7] P8 = R4k, 33 1 {0
B E p100 1y C K i R A B p52. i 2 5 Ml K th RelB JE
R R R A AL, LB NFB B G ik, (A EEN
S B R UL TeKa HTE TkKB A LKy JE 45 81 1 B9 7 238
Y. AR MR R AR R AR AR LK A S B X A R AR
TicBo Bl R A A2 8 i K p38 22 )53 1k & 1 Ul (MAPK) &
g ARG 11 (CK- 1D 4k, 3 b CK-11 4% 1kB-a & 2 i 24
iR A R 22 Z R I3 R AR 4 B R 3% B 1) C-K i (PEST)
Fr S BB AL  BERR AL 04 TcBa B S B AH R 1% 2 11 14 R A i <52 30
. JE LAY R ARG T AR X 0 T G 18 19 NF-«B 1 46 5267, il
WAL EL 2~4 h ERBNE R . AR ST S R RS
NF-«B &1k .

A 2 B NF-«B i b 42 —Fi 2 40 i 78 IR S 3¢ pervana-
date FJAL IR, TeBa M55 42 7 T R BR 5k A (Tyo) & AR AL
BERR LSS 1 LB 3 3 5 B i Tt UL -3 i (PT-3KO 78 19 ¥ 5&
p85 fY Sre [AR X 2 5 545 G 15 NF-«B I 85 10 I B A . M
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A NF-B EAAIAZ T 5 55 —Fif 00t B AR LRRL I L 2 200kt
S B i R A AP N R Rl S R R R DR A R
TcBB 114 313 {3 119 22 2 W2 JBd W R » M T A Bk JHC X p50/c-Rel R4
-
6 NF-«BRRRET

NF-«cB 1 S 45 I8 15 6, 465 20 A P 89 B 45 19 T 7K P 1) 38
R p65 M R BEER AL R W . A P R S IR Y y E
P I (D IE R B Y AR 15 NF-«B A 5AE
T JIE S A58 A 28 RE S I 0 R Y E 2 AL R, 4 i 48 9 A B TNF-
o IL-1,ROT F LPS % J& NF-«B %5 57 . NF-«B 154k 5 X gE 3%
588 B DR S AN GR L ik — P95 A NF-«cBs 4 )t RelA B it
LicBar 1) 92 A4 F1 R AR B0 S J2 8 S ) NF-«B &2 5 ¥ 11—
A TE BRI s NF-«B 3 4k 8 458 09 1 3% 808 8 i IE X
Bho (2) 97 5 b 8 T M P NF-«B 3% L 5 1 % & A TkBa.
IkBg . MAIL,pl05 & [N #% s g ik LD, F I NF-«B &t
93 4h NF-«B ] #0006 H B E 50 F il mds, & 38
NF-«cB 35 P4l =7 5 Mg 4h LPS . TNF-o %5 [F] b a] fill 380 28 o 40
J P TL-101L-13 {97746, J5 F il NF-«B i93% 1. 7EHLIAR
WL IE VBB et 2 B U AR R B R AT . NE-«B 3935 oIk
SBRYT HHW 7.
7 NF-«BHJEWFI)EE
7.1 AMMIEFHFIA T RE Y NF-«B 25 Z 4 E . ©
215 40 3 5 A0 R MG 7 A AR NF-«B 8 LeK 3 [H 5 B
INBREITFSE Tt — B IE SE I p65 &Y 1eKB Bk = /0 B, i1 T ad
FE ST SN RAE IR B85 12, 5~14. 5 KIE T 1 LeKa BR
Z /B R B A AR T R A 2 ™ RN . NF-«B
Xof 2 i Y T R A K LA e 1 e R T LA O T kR
ol A 9 o, NF-«B Al B 3 L g T3 i -1 (TAP-1D
Bel-2 . caspase-3,A20 %547 I8 T 3k P 1% 3¢ 35 1 & 4 BT 08 T 1
AR ST LA 0 T R 1 5k B Fas, FasL,
DR4.DR5 S5 2 8 7= 28 11 1 2 25 2 4 g 4 = . B 3R 2
0 30 5 5 U T IR T AN M g 28 AR R ofl 38 R 2R R A A )
KA . Chen 45 fF 5% % B, NF-«B W #4371 b 25 B # & A
20 B A T POl e R VR L 2 p65 (RelA) o B IR B, &
AR PR TR 5 2 o Rel 22083 i D)4k 8 6 T R AR
7.2 SPEPTT NF-«B 75 40 i S 2 b e s 4R L 2 e e 4
it ) i fy = R Y g 0 L W A A L R R AR A
TR DA 1 i 2 B A ) R L 3 L HE 2 5 I S R A e e 5
T 40 i 1 35 ok 72 5 7] BF NF-eB 76 38 45 14 W S 8 Pt & 56
YLOHBHE T RERED K#RE EHEREREANE
o NF-B 375 4 [0 410 ) SR ER NF-wcB ARk P 5 Boms 32 i
Yy RE AT I 1 55 40 TR 3G BR AR 000 A pso Bl = /0N UK 41 T4 i
R 8 01 T KA % i 58 B BR 1 5 Btk IR
7.3 JOERIE NF-«B UG J5 6 40 M H 7 32 55 3 A
20 A, G 5 T A T — B B T S RE B A B A M AR A R
NF-«B 75 i #8 3% [ 12 4 B 35 200 43 Fh . 3% 26 3 X 40, 65 40 it 1A
F (GCSF ,GM-CSF , TNF-o . IFN-8,IL-18,IL-2 , IL-3  IL-6 4§) .
e AL (TL-8) | B W Al i 48 4E 2 11 (MIP)-1a, B B 43 F
[E ¥ $E 2 40 it 18] %6 Fff 4> 7 1 Cintercellular adhesion molecule,
ICAM-) .1l B N Kz 40 M 26 B 43 T 1 (vascular cell adhesion
molecule, VCAM-1) % ], f 3 Z I B[ 5 3 Bl — AL R &
(inducile nitric oxide synthase,iNOS) .} 4 {1k 2 (cyclooxyge-
nase-2, COX-2) WAl A2 5581 AE R P+ DR 41 il B W 4 il 45
Y& il ¥ [F T (grannlocyte macrophage colony stimulating fac-
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tor, GM-CSF) %7 41 it £ 7% 1 3% [ T (grannlocyte colony stim-
ulating factor, G-CSF) . 5 W 20 e 4E 7% #1 3% X T (macrophage
colony stimulating factor, M-CSD) & ] fu & Z K . @ tE W 45
(C RV D 552 TeBa 220, 0] Il NF-eB 35 K & i
I B PR R IR L DT A S8 A 5 A AR AL RN G BE . ] NF-«B
WAL B IR F A R 0 R R RIE B EEA .
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