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NF-xB £ iE= R i T P aI{EH

E

=y

CHTT R 274 LA 22 TR B, Bt 310058)

WE AT A% eSS FERPUREE 7 @ L E F 2AF R . 448 K B T «B (nuclear

factors kB, NF-xB)A& 5 4m e 4 K .
BB EER, — BAKINA ZNFIG 6 IT H e b2 —,

SACE R IER R E AR KRR, AL TIEBAEA. £
IS R B K I, NF-xB &0 £ IR K 09 v 98
P R AEE BAF R, A2 B BT & I NF-xB b4 T L BB TR A, 4\ i & A X & .

*+ NF-xB

JE I T R, b 7 5 @ AR R 6498, A BFIE G R4 T SR AR 3R AR IR

K27 e HF «B; V8T R

1 NF-xB Zi%

1986 4 Sen “STL AL A B MR A BL T — ﬁl HE

Héamdul | K FEE LRI 5R T «B P AR e 4 65

K AR RER S AR SR TR, DRI i 4 R i 3 s TR
*T‘ kB (nuclear factors kB, NF-xB). fWiZL3h44H i
1 NF-xB K %l RelA (p65). c-Rel. RelB. NF-
kB1 (p105)fll NF-xB2 (p100)ZH i, izﬁb%'tuﬁftéi
R A i 4 Rel [P 1X (Rel homology domain, RHD), H:
{04 DNA 25 v AR MR e 4 (5
(nuclear translocation signal, NLS)[X.. RelA. RelB
M c-Rel % C i &% 47 e 75 8 (transactivation
domain), HH1ni 4 Sery BRI U SEMR A K M2 2L
2. NF-xB1 (pl105)HI NE-xB2 (p100)z p50 1 p52
PR AT A4 B 11, C iy 75 1 8% 82 11 88 &7 51 (ankyrin repeat
motif, ARM), 11T LI ol 8 ATP 1928 1K g id fe 44
it A BCEA T pSO Fll p52.

AETERINF-kB UL BRAKTE AATAE, ELp5S0/Rel A
TR Z W IR . (RIS 4T R, NF-xB
'3 kB 401 5 T-(inhibitor of NF-kB, IKB)}F;E&:‘%%M:
pSO/RelA/IxB, VAT PE R TE R AF AL T e o
KRS IkBa. IxBB. IkBy M IkBS, ‘©111%H ARM
e RelA &5 1, 45 p50 1) NLS X, #ll#] NF-kB &
ARG SN R A e i R T R A B 2, IkB AL C
i PEST JT41, 1RG5 4y 7 4584 J it NF-xB &
DNA 45 &R EER . N E S RNX, 5A0
FRAGFNLZ AL 20, 705 T IkB PRI R R A i
YER . Bel-3 FIIKB ¢ A& IxB KRB R R 5, B
AT T4 A% P9, P T) LA SR Al VIFEGIEME)
& p50/p50 B, p52/p52 Fifil NF-xB &1k, AR 2 4

JMHE, DNA 255408054, (AT 22, H1 pl0s
A p100 g H ARM, KA] LA IxB F#f Lh6HE.
NF-kB 7546 75 2 IkB fif 2 5 NF-xB ik 35 in sk
BUAZ ST, W LAATE A . IxB %2 IxB #M(IxB
kinase, IKK) T, IKK 4Nk I 5 IKK o
IKKB Al AN W3 IKKy 21 %, TKK o ATTKKB 1 [H]
PEMEIE 52%, "EATI N 3 7 A7 30 D i D n] 4 IB
5E Ser O BEIRTL, 10 IkB FRMF P AR $EAE S 70 H|
B FERR, IKKIEAL, IkBREERAL T M A i g
&, NF-xB RO R A G AL, 15 «B RN TG
(5-GGGRNYYYCC-3', R AWM Y S msng, N A&
FLIR) & IR 4 28 DRI 2 S TR 29 IR Ik BAE R 232 34k
J5 1 B AR R TR B AR 0. NF-xB IG5 b8 A7 IKK |-
W B (NF-xB-inducing kinase, NIK)Xf IKK {51634 T
T, I NF-xB 15 582 2 %20 TR

2 NF-xB B =FiE{LIREZ

H Huﬁﬁﬁfc’% Y, NF-xB & #Lif ?F*Lhéﬂc
HH RIS A IKK AR 1, % GRS % 4!
i 2 (casem kinase 2, CK2)ﬁ9§(l§] 1)[74"0

% #1242 (the classical pathway) 19 JR A4 AH 43
“F4# 1 (pathogen associated molecular patterns, PAMPs)
AR R AR 15 1 A, i 5 R R SRR T 52 AR K

[Al-f-(tumor necrosis factor receptor associated factor,
TRAF) 2 TNFRSF1A A XL T B (TNFRSF1A-

Wk H#A: 2007-05-16 #5572 1181: 2007-07-24
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Classical pathway
PAMPs TNFo
[L-1 [L-6 [L-8

Alternative pathway

BAFF LTP cd40 1Y

Rechgror

Atypical pathway

TRAF2/5

® .
Degradation
Degradation RelB g

(ko)
+
G
{

g g o e

1 NF-xB JE LR = fhigEe

associated via death domain, TRADD) 2 F14H B /EH],
WA KT B (TGFR)- BUE M ES L(TAK IS
1L IKKo/TIKKBAKKY = R4k, T IxB SRR 10 F A%,
pSO/RelA K442 5y r, SRR 5 2 NF-xB 15 5 1l
BREOE . XA AR IKKP A% 2 EH

5% %14 12 (the alternative pathway) 1= 2 K ‘E4F B
A, S R TR AL pS2/RelB ERAA SN NF-
kB 4k, i TNFR ZKIEECAAT UK, B0, it
X -F B 5 5 B 41 il v AL Xl -7 (B cell activating factor of
the tumour necrosis factor family, BAFF). CD40 17
Wk 5% (Ilymphotoxin, LT) B %%, NIK %4k 5 £ 1
AL IKK o [RJJR 3R, A8 A4 82 H p100 [ C K
i FREAR IE B p52, A% 5 LK Rel B R LS U — R 4K,
KA GAL, 900 NF-xB iifth. HETENLE, £
XA AR S L IKK o T, TKKB A IKKY R
PER) 77 B Y .

JE #1732 4% (the atypical pathways) A2 JEAKHI IKK
FIEE % . (LIX MR IxBo MR AL 2 1l 1 CK2
PR dF AR AR TS AN R8s TR 18 ) NF-xB
WAL RN, G H AL TR 2~4 h JRIEBNE L EE ., AN
SR TR %542 15§ NF-xB 35 k.

TRAF FIEEK A XA S IKK MRS 1,
TRAF2. TRAF5 fil TRAF6 %5 % Ly {038 #% ¥ 1F

] AT, {HXF TRAF 7855 G AL & 42 v P AE - A AS
HHAf, 13 272 HED TRAF2 fl TRAFS 6] g5 559 0% 0%
1k i Ao,

3 NF-xB 5HEATEA

NF-xB | ZAFE T I DT, 2 S A,
I B R RIE RN L R SRR AL S 2 R
KR RIS . NF-xB 16 2 B0 8 1k A2 R e bk
&7 EEAEH, NF-xB 4L MENG M (constitutive
activity) MY S5 T kU FE 880 A A4, % ATk
HHOR . EASW. AW, i eAA T
LRSI . SRR g . BT
g AE/D Al Bl . O B . IR AU, ST
TESE, k7 25905 NE-xB IG AL BEMIHI 4 B AL T, 2
JIRT I PR Y6 7 P i 2 PR AR R GBI R 2, AN A
YRR TS P 2 th 2940155 5 0 1 M NF-xBiE 1k, HF
B AP AP T, DR HENF-kB 4 IA 500
T2 F, PR T I R —. K
TIBTST &5 B SR, 08 NE-xB 3 P v] LU G 2 Flis
SRR YE T BT A MK U T, R PR
L F IR PR 22 4 AP0 24 (1 AR FHATLIAF ST, A R ]
VEFR. MNECRESIIERE « M SR AA 5 th Lk 3 ik 41 ) NF-
KB i M T SE IR VA T IR, DR IA O S R AT NE-

G, HsRBaUK RS
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%=1 NF-xB ZEE=Y5ATRN

NF-xB #25[5=4)

POt

BT TRAIL, DRS, p53, caspase-1

cIAP-1, cIAP-2, TRAF-1, TRAF-2, MnSOD, xIAP, A20, Bcl-2, Bel-xL, cyclin D1, survivin, COX-2

B R LA T T IR R0 A 2 DSt

NF-«B 408 1 A4 2 S8 Al a8 5 $E3E R 1)
FESESCILI(4 1). NFE-xB 540 RE LA T8 (3]
F(cIAP-1. cIAP-2)fl TRAF-1. TRAF-2 £iX,
AN MU 100, HeLa 41 28I y S48 B I,
NF-«B i% 1.7 L 40 i SOD 232 2022 fEHE T H A
MM T . NF-«B @it L i 8L ysiik
At (MnSOD) 1)k, $Wl i1 B- vE ¥y FF AL 5 L 1 i 2e
ML, R RN, TNFo %55 NF-
KB A, BB L IE PRI 1L caspase $1 I 771 X IAP Al
FEFRER FT A20 MR IE RAEHUI T E I, (L Eibggd 1Y) B
B8, AN, Bel-2. Bel-xL. I A (cyclin) D1.
179 # (survivin) 2 COX-2 %% NF-xB #I 3L [K] 1) (1) %
EWZY T HATIR N .

UTAF R, NF-kBAE H 2 0E 75 & 1) 988 H BT ke (1 1
FASZ BINATTOCEN0201, 71 Jifgeg 1) 5 W BB B, NF-
KB EPLR T IS TRAE T ¥ EAEH IS5 s 1 &
RS o Y A7 B0 D R T 3 g e i
FUPAEATY B 2245 1 b 40 o P R 57 ) TKKB A,
T kB ASfig B A 1 5 50 NF-xB 1S L 52 BR, fe & 51
JiPRg A AR A B, T AT S ST A TE R Mdr2
HEDRI 5B /N B BE 1 A JHE 28 I/ 16 1 8 T2 8 H 48 B,
5 kB 4l 1k TR R AR R H 41 i NF-xB J& 1L,
AEFH I M B (R B 1. Y34k, 76N F TNF-ou 4531
FUJG, TR b NE-xB A/ ] LA I (0 28 50 40 ™/
) TNFa i5 35tk . TNF-a [ AU524&(TNFR I )t
KM/, BEHKHU I BH AR S O 5 S I F Al e . (R
I, NF-kB &5 FUif T2 4F H, A3 40 i 5052 i L D8] 31
155 (genotoxic stress) 7 ECFI 40 M 17, (HLAEUE T
JHEE IR T . NF-xB K18 M 5 R R IE 1) T2 A 51
JEK, FERAMEINF-kB B35 PE v] LA R FiiBI5 o 20
95 R 1) i 98 I 1

4 NF-xB5{RATEH

FHE T IE RN, A NF-xB {1 98 = (14 FH
AWAFBIRNFE, O AT 9256 % WINF-xB A] LU i |- 9
TR TR A (R 1), BT T SE DR () 3 15 5 NF-«B
% % NF-xB2 (p100)2: 5 () {F s M A0 A8 1232 4%

Al TR0, s M IASER P AR TS S
BLAA(TNF-related apoptosis-inducing ligand, TRAIL)
AT LA I NF-xB i f6 FIAZET 524K 5 (death receptor
5, DRS5)#i%, %% MCF-7. HEK-293 41 fai&r=;
U20S FIMEF A2 R 408 % Pla el UV-C I
SHAb B 5, NF-xB i1k, T i Bel-xL. xIAP fi1 A20
FEHFSMMIET:; pl100 KISET- 45 IH(death
domain, DD) ] LAE#E TNFR 1 1 Fas S5 40125244, #
7% caspase & 12, AT,

NF-«B A /E A A2 0 T8 15 S T, 406 NF-
KB iGH SEMR M R . /N NF-xB 20
5 2R 1 454 X (NF-kB essential modifier binding domain,
NBD) £ Ji ] LU B Hu 40 6] NF-xB 1136 P, AT B
(BT AR AP UMR ) A e 21 E ], R EKBM-541
Jurkat 40 M08 T2 S N R g5, T H AW H157 fiifé 46 e
PAT T HARE T 4R USRS b il b8 T 220, 07k B2
R LR HFNF-xB 35 S5, 1 5 BRIk 40 A (squamous
cell carcinoma, SCC)ffJ k£ Toftgard 45 [
AT /N BB AT b Ry R KSR 3h 1 AE L
2 P20 it ik TkB-SR, #7H) NF-xB & L. il xt
/ISR T KTHIAR (K B Bki2 B v vh PR A0 0 2 718 B
JRIE A R B R SCCo AN T NF-xB
AL S EUL B TNF-o0 L1, 2 8340#] NF-xB 151t
fReBE T R K MR HITE 8. % TNFR T 3
SR /IS B T [RDRE (PR, e G A it g8 ) 30 2 1 32
FI| B i 123-241,

5 mATIERSRATIER
51 EIWEZE
NE-kB 7 987 40 Ha 5 7 Fp 1 0 A F A% 3227
HKiE. T NF-xB & FREZHME TEBED,
[Kl k. NF-xB B2 P T 8 2 e M TN+
RAFHEY)AAE R RGN A2 . 3 R % & NF-xB
LI A0 A 55 22 O T A T AR ] LR AR S AT
ER LSS N, Rel A BE L3 M HI 40 2B .
TNF X} RelA™ B £F4E RF4H B FN 008 40 B A s o 1 40
MO EEAE R, 1 Rel A 40 g 205+ TNF 7% 5 (1) 40 i 224
FAAEIURS; ¥ Rel A B HT7E Rel A £F 4 FHAI i R IA,
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{EAHIAEIT L1 11, %] RelA 7E4IKPT TNF % 5 K4l
FEPE TR R R P i A Rel A I FLIRSE
41l it MCF7/ADR FI A2 {5 2500 40 il M14 R 30 HH 0 52 11
HARAET ., $ERNF-xB AL IX AP 4 i 2 R A3 1
PER . TR A, R0k Rel At [ A o] LAl
TX PR 240 JH ) 9 T 13281 o i3t B NF-xB (108 T2 473
TR A AT o TR A R ARG

IEA, R 25 41 2 52 IR NF-xB & L R HE AN [H]
Ve R BN 5. 7 HeLa 40 fuF, TNFo, it 1% 5 NF-
KB WG IR RY AM R FEBUE TR AL el LR
(pervanadate) f1 1L 55 AL & [RIAE AE 5 [ NF-xB 751k, 41
7T HeLe 41 UIH T2, FEMiL T A FRIFFILE,
& 22 1k & (hypericin) il L A AL E H 5 5 NF-xB 151k,
BB ph e SO E R B B C IR R
(staurosporine, ST)FJ LAiG{k NF-xB 5[4l g 58T -«
X ES A MR PC12 BRI &, 4 NF-xB f1 6- 35k %
(2 % (hydroxydopamine) i {4 &I 2 I8 T4, 1y e
TNFo iF5 FIE LRI BT TR, 1T 22289
MAEH, A PMA/ &1 %5 & (ionomycin) AL B, NF-
KB 151k LA Fas BUARRIUHR IS &1, 100 H HZEKA
G HE LRI U 172 2

BT 40 B R R R # (AN ), NF-xB i1k
i 41 B f1 AR 35 1 0C R 21 NF-xB 7E 1 /E
KA. lhn, 77 HeLa 4 furh, c-Rel i 1A F 4 nf LA
¥ H TNF-o 537 L 8 Oy #1464 Hy0,, #PLH
TNF-o i 340 I8 725 (H2 /5 B H T H,0, AR &
W, RAFHEFAUMIT, 7 5Pl 20 R o] 5 A
FEIERT, M c-Rel Rk AKCFHIBE ks o S HTiE T
ARV TR A [ R B0,
5.2 FHHIRRE

F AT 1 NF-xB 760 0O E A kiR o
P b R Rt LA T RS

(O N AR i 428 5 i A 4 NF-xB
LA FHUUL R IA, (HA—SEhe s oL T
RelAZ\‘ﬁwi?;T’u’T%&%%iB’J?H'r'f 1 H3RAS T
SEMITNRE. BRI, MR AN B 8 K 15 T NF-
kB VAL R E fE 55 S 0 AL A B 1 HDACGs 7=/,
JE R RelA-HDACs KG9 4Fe kigte . BRI
X PR A IS H T Rel S5 Hopt i 53 A1 47 A 418,
HZ /0] DL 5E 5T NE-xB AT A HiE T3
FIEMEA IR 7, T H 0T LLE AR T

()49 HE R K i 34242 . Rocha Z5P2A ki
JERIX NF-xB 1[5 4l B i T3 72 0 A (00 3 ke

THSEMAENT . NF-xB AE R4 E 3G 175 4 iy
PRV SR, o et B6 ) o] LA 73 1 G 290 W o 9] B e R 8 1
SRR B RN AR RN YR AL 1, B m%w
T8 L A R (R S TR BIOHT Rell S0 1 b3 MR
AHAL N TR KA H NF-xB (15 605 k. i,
Ve Bk (K] p53 i 5 AL 6] ) 4 s dili AL - CBP/p300,
I NE-kB B 550G P, 3 L A ARF 18 i i iR
1k RelA Fi e A7 05, A RelA-HDACT & 4014k, 4
NF-«B 4G sgig k. DAth, 70 M 5 B8 A4 8 p53 fil
(B ARF “5:-4 Jik R 0 e M ) NF-xeB %514, ZE 40
e P A R 320 L A 09t 56 DR 5 AR 1 38 o, &
NF-«B f40 7 F B 52055, 3X I NF-xB &I Bt
CAER, JRAR I I Bk e

6 /I

NF-kB 108 17 A X AE F A5 A I8 () F B
FAIT AL T H AW IR . /58T NF-xB 21
AT FIEPURE TR TR, ISR AN 25, )i
DRI 28, VA0 IS P b RO R B A e S RV S 2
BT M. NI, St NF-xB 350 A - A [F) 45
F BIHLHI 70 B AEAS R S Ol 4007 NF-xB #54t
Bt 5| 2 AN [R) i SR A5t S 49 0ok B, ot
NF-xB 7 U E R AR 78, AICHEE#IIA L
NE-kB (PO E A G B H Y 3mSR, m B4 4 s
s A JI 988 Y6 37 AR5 At 3 903 15 A FPD I Igd T 4 1t
PEE 3 .
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Anti-apoptotic and Pro-apoptotic Roles of NF-xB in Cancer

Meng Li, Ji-Cheng Li*
(Institute of Cell Biology, Zhejiang University, Hangzhou 310058, China)

Abstract Apoptosis plays an important role in both dynamic balance of cells and homeostasis of body.
nuclear factors kB (NF-kB) has been shown to be intimately not only involved in the gene regulation such as cell
proliferation, differentiation and inflammation, but also participated in the generation, development and metastasis of
tumors. Thus, NF-kB has been considered as a target for cancer therapy. The recent works indicate the important
role of NF-xB in inflammation-induced cancer, and also approve that activating pro-apoptosis of NF-xB inhibit
tumourigenesis. Cognizing the different roles of NF-kB in generation of tumors can provide basic theoretics of
cancer therapy.

Key words NF-xB; apoptosis; cancer
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