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Abstract

The nuclear factor transcription factor NF-kxB is a key transcription factor widely present in eukar-
yotes, participating in the regulation of various physiological and pathological processes such as
immune responses, inflammatory reactions, cell apoptosis, and tumorigenesis and development.
This article provides a systematic review of the structural characteristics, signaling pathways, and
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mechanistic roles of NF-xB in tumors and neurological disorders (particularly cerebral ischemia),
while also exploring therapeutic strategies targeting NF-xB and their clinical application prospects.
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1. 5]

NF-xB T 1986 4FHi Baltimore fl Rwianse 7E B 4l &KL, FILAES sk A « BEE R T 456
M4, HPREeREN « BEENSHEETH 10 MEEFRASG-GGGACTTTCC-3). € /2 H £ Fil &
(W1 p50+ p65+ c-Relv RelB. p52)2H i) — SRARFE SR -, 2 E A 2 IR S A 2 ) R B X0, Tz
GFAETEEY R R BRE T 56 E A B &5 TR, NSRS IER T Eb
RiBL R EAREEVER T, kB WML IEME, NF-«B #E ALK, I FrERERL, SENMESES
AR S e S« JORE SRS TR R R AR R R A T )1 ARG R B S A B VIR,
el FT A IR0 B AL S R T

2. NF-xB BG4 5 #ENL &
2.1. GEMIASE

NF-xB/Rel S5 {1 R R #B A — AN iy 4 4 Relhomologydomain (RHD)Z5 74 [X 35k, /& —~H1 300 M=
R Fe UK BETE AR S X, AL T2 B AR 0, A8 =ATIReX4k: DNA S50, = RO S b i
55, A5 515 DNA 454 = RALTE A% 52 7 - NF-xB/Rel KEHH 5 ALK -5 FhE ik A,
MUK NF-icBI (p50 S AT A p105). NF-kb2 (p52 K HFi44 p100). RELA (p65). RELB F1 REL (c-Rel),
TX G R T 8 7 38 R K PR A AR R HEF LA T il — SR A 285 A4 (15 H 1T 1 AR 2 RelB/RelB, RelB/RELA
A1 RelB/Rel —J&4Ak), RN NF-«B W&, 8% 40 M R — SRR U8 — R AK, A6 = Rk
R BNEE AR, RIE S RAOE W B R IR R 7). NF-KB FR IE T EA0MK A A7, p6S
J& T (FH NFKB1 EER )% O 2 —, fEET IrAmMILAft, J&T NF-KB X% ORER T, &
i 5 HARE T p50 (RelA) RelB- c-Rel Al p52 AN [FEHEFIL G T A [F B 4K, 40 P65/P59. p65/RelB-
p50/p65. p65/p52. p52/RelB & IR, p50/p65 Fli —RAKA Gt i WHIEEIEA, " DNA L
(19 kB AL i, AN R ) — SR AR B A E P RHE AN A 58 2 AH [E 1) DN A Z55 1541, Ja 3 A [R] A SE 26 R (1l 0k
IR RelB —RLEHIR(DD) K X H2k45H) &R, RelBDD K] T —F 5 H Al NF-kappaB — Z & A [T
W A2 23T 2 3 NG5 A0 o T A S 1) NF-xB SR A58 b W AT 37 38 1) G e Bk B (1 (Ig) 45 M 384 B T A
7 RelBDD H, W42 IGELAAME B B T RIS Ig Z5#438. X NF-kappaB — SRAKTE iR
FHEFRIEAE RelB HHRFFAAE, 1M Y300 7E RelBDD — KL b R IERMAE R, HLRIEELE RelB 4F
SRR AR AL, 2 BB TN R A, RS B IR AR e, A W] Reilid TE AR A 1) B 4
kA2 5E RelBDD [F1ifA, 55—, RelB 7EVER PSRN FIJE — Rk, BiSFR0E M RelB [
VR RARTT DLBE I B PR A#, TS p50 AT p52 JEFIR AR 1]. IBHE AT NF-KB Eifg

ik
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pSO/RELA (p50/p65), ‘B i uHmiAN —REFH, HRNFRLEL LR NF-kB, HirfEgsa
DNA 751’8 GGGRNNYYCC (HH N ARERAT =L, Y AmEnE, R ONER), HJ «B fi7s5. RHD ) DNA
SEA XA, NIRRT S AR BT % X3, Bk RHD =ANIhAEX BAAk, C-Rel. RelA. RelB R
FEyIdfE RHD ALANE L&A RAAVER X ;P50 P52 () RHD PAANF 51t H &R & 42X (GRR). W)
HOMAGE S #EAESTH; RelB [ RHD MG A 2R P 5 X . fAE T FAX AV 40 2%
HHIRTEAE B — & AR F R-IkB (NF-KB) (131 2 4 (inhibitors of kB, TkB), BEAEE R B 4 M Al 41 g
RIXFER AR S REERE A « BEAN SR TR RTINS S, ZTFHH 10 ML IR RS-
GGGACTTTCC-3), KMMidr4 N kB, F#4E)\FI IkB &1, 41 pl00. pl05. IkBa. IkBA. 1xBy. IkBe. Bcl-
3 F IkB-R S5# 2 FE I E SR, B EEAEH R ERRK TS NF-«B/Rel & H4546F# RELA HH
TREFEREVIRES, TREFER EVIRZS I REL 8 FURJCVE T T — P JE R 100 e s, R4 kB EE A KR
RT3 C il & A — N R SF I IX I, A 6~8 MM R I EE R R T X, FMHEEA 33
ANRERIEE, BT %A S NF-KB 454, RHD XIRA 1% E M5 5 (NLS) S IkBa I H X
SEATERERY), EEWESIER T P65 1 NLS XU IET NF-KB #5101, IH5H R RE)E3)
Tk kB 57 5 45 A IR AT, BN NF-«B i B e M2 b 2R MOIRAS, B I N 35215 5k
R, fL4E 22 F IR BERR A ANZ FAAL 2, NF-«B TEAMKRAS S (W AER 7 425 7. RBER. 40w
oo EZGW T IR ER AR ) BB R R PR A B BERR AL M TTT 512 IxBa FERR, U ES
1) P50/P65 SRR B4R, 456 BISLAL R 5 31 X «B A7 s 1T #E AL R R IX, 1kBa. IkBB £
AL H] pSO/RelA Fil p50/c-Rel 7 4K, 1xBe X5 RelA I c-Rel HI5F AR KA EAER; Bel-
3 &5 p50 B p52 [ ARG & (2], IBo Rel 5L S A L BT — S5 AR il 2 R S 4,
& RelA 19534543 B RIEMHIThAES: (5 IkBa 5 P50 BY P52 [ [FVE — BAKRISE & AIIEABER G & A XL
M IR B EMI R B . XS T RelA C-Rel. RelB M5, xB 454 HUAL S AN 1kB-a L P50, P52 [ —
RARGE SR T K. Be-13 5 P50 Al P52 [ RV — RAAM EAE A TR L & SR AL, P50 Al
P52 HIRNE — SARAMUAKS NF-«B 115 A FH =R /E FIE e A2 E Al «B (%55, R4% 2 Fh 98 ik |
G B RN P AEIE S FE[3]. IeBa IxBy il IxBe /& NF-xB [J¥EFED, it iX Fp 6 s mLH], NF-«B HI3E
PE B A DS I [4] . 3B H AE 1 SRS , TR NF-KB 15 516 S BIC4E T kK 2 5 7)(KK1/IKKa.
IKK2/IKKp) A K AR AL 5 B 2 1 IKKY, kK EAYIED 1B 8 2 5%, 8T NF-«B {5 508 ik 7
(g, — AN WREALAY, BRI kB A, HPZ RIME AR, HLEA
SR H =AM 0 T FE A K 20 i R ML T 3 TK Ko (CHUK) R IKK 8 (IKBKB), LA K — /N5 W3 IKKy
(N NEMO), HH, IKKa fl IKKS BAEERE AL, G RYBiiit, 1M IKKy NEMO) 32 2
SRR, X AP 0 42 RIS 200 F B, VAL ML 2 B RR AL TKK TG DL K 4RI TKK
VR EAR IR AT B VR R T 3, I BERR ATV KK R HE . NIK (NF-kBinducing
kinase) (£ EBRZ{b IKK1 ) S176 #%F%), MEKK1, MEKK2, MEKK3 1 TAK1 (TGF-P-activating kiimsel),
FE R A B P R ISAL R IKK & SRR 1L TkBa (1B 306 25 1) 3548 HZ AL AR, AT 0% NF-KB 38
i I ANR AN
P50 Al RelA #5E.45 5 DNA 45 &AL, P50/RelA KR VE —RAKW AL 055 p TR EEE T «B
PIARERR 454, PS5O BARL «B A7 AT — 454 RelA M55 —P454, ARMEAQHEGSAF
I kB g5 &0 A & B IR, JF HAAEA R R AIER R, P50 eS8 % GC 741 «B fif
S IR, P50 [ kS MNCI 2 E 8 T(5° -GGGGAT TCC-3)HI45 & it B A A 4,
iMixFF GC & &K «B A7 5°-GGGACT T TCC-3’HIsE A MIA W GC 74 & &M sEMF1. BFTER
I RelA JUAGHEHE 5, HBEGI A T-HR5E 5 GC & EAHXTEUK R DNA JFHI45 G, B Fak P FhEE A 251638040,
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FiAth NF-«B/Rel FIE A WAFAER e 5 HA A F LR s «B A 456 MR B H 456 5 1 okt
AFRESFIER . RelA/C-Rel 5 B-TIREN B AL AU 2w B SR A I B e i Skt sm 205 SEH,
1M RelA/C-Rel 5 HIV ] xB A7 s 45 G AR 555 HIGIR BRI 75 S 7 s id . SEERUESE NF-«B/Rel 2 5 £k
ZHF MY, 2L U SO R AL R AR T SMERMEA. 41
MR 7 AR T BRI KR P TIX S NF-xB I I JE R e & B 1 B 3 e os 1 E# R
FHSLI «B AL AL AT PABGE NF-«B 11555 5 38 ST B4t o3 J LR : Forh B S 20 1 7= ) iR 2 B (LPS):
T4 75 B0 B A0 NS S SRR R (HIV) A T 40 E s 3 LIE(HT LV-1), FT-RF¥, H202 LAy
SRS, BR T A A RO A, — A Rl 52 st b 200 A P9 SISO 4 4t e BRI T PR
EVIRSY o NF-xB iR AL H S SR R AR R, Btk T 259, esiast. K&k, i
LR [4]. A SR W] NF-xB/Rel WEAEAAEK . RE T 5 R 436 5 RIIEH . NF-
kB AR B MA NS A RHE, W FEARF MY G4k NF-«B BA AFSEA 3R KT 20 (1 Peak
RGN AT, SYERIPIRER 3 NF-«B fEANERE T 5H 8 FX4E, SHEEER
HEAT 2 A7 545 6 ; NF-xB AR IS5 G005 08 i R AE G «B A7 IS RN, AR B {74,
NF-xB 764 N ER A b BAARR ISR 7 56 1, AP 4 B TR 20 45 5 KR AE 5 ) L P B 5L TR PO SR 5]
FLIR, TNF-o /ER—Fhom AL 28 QAR 1, ] i1 G A 98 i s 7 DA SRR e ME AR AE T . TNF-a
B2 SEZ F NF-kappaB ~RIKMIE N B 147, 45 RelA/pS0 Al RelB/p50. {HAE, 5 RelA #/%, RelB it
NG LA S, TNF-a I8 6455 /N BV AG BEAT4E 4B () DNA 254, RelB ¥ DNA 4563 152 31| HAth %
BLEI 4%, TNF-o {2 RelA 5 RelB fEMZ NS5 A, H TNF-a %53 RelA/RelB R ~RIEA LS
kappaB fi 5, RelAser-276 IR I HH TNF 248 EFE15 T, X RelA/RelB A YIHIIE A% b J5 1] RelB
DNA 4552 RHE, 1 ser-276 Ht = Rel A BERALIIE L T, TNF-a 32 22 1 Py % NF-kappaB i
IR FIRIE, W Bel-xL, HFES i3 2457 RelB #Hi], RelA 7E#1] RelB Xt TNF-a [ N o R IEH
HEPAIEEH[6]. RelA TEAN AL IR IR SEIR F-a BILAMRIBISE 5 2 R4 ZBHG . ZBEALIY Lys310 1]
RRIEM—ATa, HTESESAEEREMBNEAR, MZEAZEI RelA B FIFHERT LTI,
RelA LA RERAAEZ AL, BFEHZER(Lys) 122, 123, 218, 221 1310, 5 (R EAE 7%
HF—— LBt % B p300/CREB 45 £ 8 FH (CBP) AT p/CAF, fULF-7£ RelA £ K LB AL APl % B 24E A
RelA (AL miRy 7t WAL RE NF-«B EEMNAEY =BG LU FER: Lys218 #1 221 1 LMk 28 i
RelA Xt xB #8551 [f) DNA £5436M177, 4815 RelA 58 & M IxBa (12025 ; 17 RelA 7F Lys122 1 123
AT C BEAG U ) LA TG s Lys310 1 B4 AT DNA G54 80 1B 228, (55358 9 e 2 2 1)
NF-«B (5 IEFE T, Lys310 402 RelA KA C BRI AR, #3045 Lys310 A kG
RIRLAH BRI Ok, 2 B NF-xB 3540 & R AEVEAN IR 7 1R IL, X ATRE 2l Set-9
K7, #Eifi5IK Lys314-315 FIH 5405 RelA FI8 A B ARSI . Sirtuin 1 (SIRTHfENIITZRAE A
fit  BEAGEE, WIIEPEPERL 2 E1E Lys310, MIMTHIH] RelA22 Mg, FEHLIE g WM AR 15 S 1w
ZRRRPEDR NS4 BRI, SR, RelA ZTHALLE fixi i I3 (8] NF-xB A5 2845 4% H (4 F AT AS B
[8].
2.2. M5 EZBBTRIRE

ZLiRfR: IKK/IkB B#: H TNF-o. IL-1 25805 IKK 1. IKK2 I NEMO 4R IKK B4, {3
R AL IBa I SR R A2 AR, FART S, IkBa A1) Ser32 M Ser36 1 & Himeik, b5 4%
SCFATICP 2 ZiEHIE ML Rz 7k, w&MIT 268 HABH KRR, HEMB pS0/p6s BN,
[FIT, IKK & RERERR AL RelA [ Ser536 Arpi, 35 HFLFIG 1t . WOE I NF-«B ¥%iz £400% N 5, K Rel
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[FIEIX P H 456 B 5 3 F X 1) DNA 256307 1812 3 25 557 848 TNF-a (MR S8R+
a)~ LPS(EZ ¥H). IL-18 (A AN R-15)%; HPUSFEEL TNFR1/2. TCR. BCR. TLR/IL-1R %52k
A3 IKK &) RelA BERRALI G 4% K A7 1E RelA MR MIFE AL AL, mdEE 51 ) 42 RelA
BERR A mG A AR D Re,  1X 28 SRR VR R IR 5 AN SIS vh nT B oy T8 g 0ok R0 ) AR 9] %4 BUE
1 EiEOEES aAE:. © SEESETEE(ROS): BREE S 02 9% 52 4B (PHD)fEFR AT KK i,
1M SOD1. Gpx1 SEPrA BT RIATTHIH] NF-«B Hiifn: @ 2%AERF: IL-18. TNF. TWEAK %
B I AH RS2 AR IKK/NF-«B @8 @) BiRBISZ k. TLR2/4. CD36 iR B4 14640 5% 7 1 J5 & NF-
kB; @ MAFVEFEEYE: SR RIEIE NMDA/mGIuR 324505 NF-xB £ 538 i ;

& IRA: KHT NIK B, BEER1k p100, M1 T8 p52, 5 RelB B RN . IKKa Je# NIK
(NF-kBinducing kinase)iiif, IKKa BEERAL I TALFE p100 (p52 HIRTAE), A pAVE B 4E RelB/p52 A
. H3Z{RMFE: LTpR. BAFFR. RANK (receptor activator for nuclear factor kappaB). TNFR2. Fnl4 Fl
CD40R, X PSS A IKK2 A NEMO FvE R . @42t n] s NF-kB B4 MU0E &1,
T 1) NF-KB ] 85 2 Rl 4 T 1, E3EFE A8 & i) IkBex & H 456 1% I NF-KB I Ho 4 H 21 i
Ji. teAh, A20 F1 CYLD (NF-KB 15 538 i ) 67 1 15 8 )t n] DA NF-kB & PE[10] .

2.3. FZHNALE

NF-«B .3 73858 importine V.8 A5 1E N 4H A , AN [F] — J 4405 importine MV ) i i 1 A7 16 2 7
XS AR R SOk e tE . 2, BHEAZHURERBRIEEF I NF-«B 414, £ importina
TG ERERE FEAE . B B A AN, DL G F R 5 B TNF-a I N 1A
JEE NF-«B 5 (45O 45 RN, NF-«B H 45 importina 7> T4 A4 A ZE R, HEp RAK
HRABN T EE. RS, ps52 AW EHIESS S importina3. a4 a5 A a6; c-Rel NIELT .5 7% E AL
55 (NLSs)45 & importinaS. a6 il o7, RelB HAT X5 BURE R R/ 202 & 10 NLS, %7503 RelB 5
importina5 Al a6 454, MIMHESHE AR 540, H p52/RelB R — S K%M N\ 584 H RelB 1 NLS £
T p52 [ NLS A/ F p52/p65 FIE —RIERIZHA . @4 B FRFEFEEE C(PKC)s 7% NF-
kB B EEHE RelA/p65, +& NF-kappaB 15 5l B E AN ML P AL IB D 2551, M B 22 T MR Rt
T a (TNF-alpha)ii, TkappaBalpha. RelB Fll p100/p52 %% RelA/p65 #EFE R LAK# PKCo I 3K IA L
. PKCdelta #E [ ZHf1%, /£ %5 T TNF-a J5 5 RelA/p65 T E 4. PKCdelta K3 E /2 RelA/p65
FRL T L 7 o PKCdelta 307 RelA/p65, 3L & #7145 IkappaBalpha H1 p100/p52 £ P9 HIHEHE K5 5)) 1
o R E LIRS BoR, PKCdelta fHIH] 5% TNF-a [ H NF-kappaB J§ 14 & & 0 55 2 A Aok .

2.4.NF-xB EEHEFANLEEWNR

NF-«B {E N ML (175 P B s R, AR 40 BRAEAS [RIRIBAAE FH R NF-«B (118428 0 28 [ FC P F e
RS ATE, NF-KB 7EREAEF AT N BEG AN GRAE, RG2S E A0 2 B 5
PR AL, 7E TNF-o H13 HeLa 40 H30E NF-«B i@ H, 266 /NMEUEFI 318 AN ¥ NF-«B 13 K 4
L, oA 50%A1 90% 1) 5 K ZE 14 B A1 11F) ChIP Peak 700 & 48 BRI AEZS #iL 1) 1B 47 £ A4 (Motifs), NF-xB
DR~ PR AIR 22 B 5 DR EL A A R R 5 3 7 e S P, A [0 28 28 4 o vy 88 e 28 VT 4 AN [ P B A () P B S [R]
7E TNF-o J¥C T ) HeLa 401 K EF K (13600) AT 5 NF-«B 454, X L8R b A 4.3% (584) 2 [H
g2 B R Y. 1E NF-«B I REHE P BRI, A 2267 A NF-«B BHEERIER, 2k HE S 1R
JEFI 4% 1667 A~ NF-xB HIZHEFELR, B 70 X NF-xB #LEE K47 GO LIREF KEGG 7 #T KB, NF-xB /&
FEIE . AHMLPA T, Jak-STAT. A HE R 55 2 Fh o BLIE I AN R SR SL A FRC I R 7, o N AR e R
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DR, S5 NRER, Far, B, SaMHaRRiE, 2R, O %E
SR RAE, HF HRA RN S 5 Z M iE R A, VF 290 I AR 25 0T LABOE NF-«B 1558
P, YL NF-xB & — MR G A AORE TR . 1M B, NF-«B 220 ARt f2 oy, 3%
A 608 4~ NF-«B I [K 2 5 3 & Fhai AU A2 7 i R AL s R rgom Pl EZMEM, o
PR AR R, 755 7 8 AL H m] LA YE NF-xB R (R4 2 FiE /2 N @3, miRNAs 23 FRIE
ek Ja AP IR T, NF-xB 356 576 /> miRNA #EE:H, JH 6 T miR-125b-1-3p, miR-1286. miR-502-
5p. miR-1276. miR-219-1-3p F1 miR-30b-3p ] 16 MFEIEF A 1% S0 2 R 3Rk, M IEHE WA
Jf 5% ) (A0 TNFa, LPS 253% 5, M5 o) NF-«B #2805, HEANG0IAZ, 5 Rt & 4 DNA 571,
AT 4 B IR (O 4 B A 4D 2 R 5 miRNA £ FIRIE, B 7034 18 H 738 & 43 R (ChIP-Seq 1 miRNA-
Seq)ff HeLa 47t 45 14 4~ TNFa % 3 NF-«B ¥ miRNA, 3£ ChIP-qPCR F1 qPCR i AR7E
TNFa 13 ) HeLa 1 HepG2 A4 s, iz H miRanda. miRwal Il DIANA-microT-CDS = #1143t [
T H miRNA (1) 576 ANEIELR, KFix 243K [H] 5 LR 85 1 1€ 19 TNFa 75 5 HeLa 411 Hh i) 22 57 3208 5 R A
Eei, %5 H 6 > NF-xB #£ miRNA, 35 miR-125b-1-3p, miR-1286. miR-502-5p. miR-1276. miR-219-
1-3p A1 miR-30b-3p 25, #JE miR-125b-1-3p Al miR-1276 7E HeLa A1 HepG2 4 fifd 7] %} CASP9 Al BMP2
FERFIA AT IR . i DAVID JAF0 2R ThRERIERE, K I BMP2 g &1 R AHG, CASP9 12 Al
B PRI Kt A5, H RTDRE M ANTE 281 miR-1276 nJ fgilit HALEL [ BMP2 fl CASP9 E K74 2
TR PR Ips AN b R AEAE ), miR125b-1 [ 1 7€ HeLa Al HepG2 40 5% TNFa % 5305 1) NF-«B ()
FEhh, IBTE LPS. IL-15 i HUBCYL RIS 025 22 Fi 200 IR 2000 00 22 Ah 2R AL 6 SLAL A i - 52 NF-xB 1)1
¥, miR125b-1 Fifl NF-«B JE4bilf & A TNFAIP3 [I3Rik, MIMAELNM N TR T —15 5 845 0] %,
miR125b-1 AIHE AN NF-xB S ) “f5 5 L8 F 07 . miRNA-520c-3p mimics A 5 35 PR 3 2 ik i &7
VLA AL (HASMCs)H RelA/p65 mRN Fl g R IE, PRI RelA/p65(S536)HIFIL,  [FII 984y
H' RelA/p65 (1) 7 &, miRNA-520c-3p J@d Fl 7 X HE:45 & RelA/p65 3°-UTR 7 &1 2, Htkiji# RelA/p65
J& HASMCs H' miRNA-520c-3p HIEEIER[11]. miRNAs H 55 R85 LS R 5 R E, #A8
[ 4 fefgg A A A, miRNAs BE AT AE S0 S R aTAE A #0614, miRNAs AR e a7 48
=

3. NF-«xB FEH bR P ) E L £ X RPR1ER

NF-«B @ VA5 AR SRS R, 7R a3 e . I/ A i AR 28 56 78 S i rh R 35 571
YEF, A CHIBARA ChIP-Seq FIFEFE F HiAR % ® TNFa 7 3105 HUE 0 HeLa H 1) NF-«xB #EHE A,
KB 20 NEBEER B E EAE KEGG AU AE(S ‘51l 4% (Pathways in cancer)™, FEHILH 16 MMHEIERI Y E 4
FEAE/NAR MO filides P2 MBI ARPE (e . R AN . R AN 4 B e S E A O¢ KEGG &4 H 1, H
B CLAR I 20 A3 DRI W7 9 fE AH G ) NF-xB #EJE K, 1 CYCS, MITF, FZDI1. FZDS8 Fl PIASI %53
A, Hodb 5 AL RN TNFa 5 510 NF-«B SERE R, 5940, W90 KL NF-«B 4% = ARG St Eg 1
B[R 2RI A2 e 4 M AR it B AL R SEAAFAE Z —, 7F TNFa %55 5 541 HeLa [f) NF-xB ¥JE [ o,
Zihh =2 PR (Tricarboxylic Acid, TCA)JEHH 4 AN EEBFAEEKI(IDH1. IDH3A.ACO2 Hl SUCLA2)H % K]
XA G S E BB NF-«B 45416, IESE NF-xB A4 345 Ax ek, i EmME By i
iE, NF-xB 254G Wi Se & 1VF 2 KB 45 G AL i Al B2 2R LT 42 81 NF-«B 45 5544 (motif) ] DNA 741,
NF-kB 45 & iX WL, AL ifix e ], NF-xB & A7 mRNA F1E [ 5 KSF L) 4B 1DHI,
IDH3A F1 AC02 ZE R IFRIE, 1M7E mRNA KV il SUCLA2 R FIRIE, HAKCEER BN EAF
/¥, IDHLIDH3A.ACO02 il SUCLA2 #% %% N TNFa %5 3 1) NF-xB #3E[K . NF-KB 75 1% 1 2 RE40 g
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JESLR NBPF HR#EH K/ER], NBPF FGEERE gt 8 BEAH R AR AR HEAL i LR i, 76
% i1 TNFa fll¥ 1) HeLa 20N, NBPF ZE: R A 5L R X & K B 4R 2 5 50 NF-«B &5 &0, 454
W5 V2 kB A1, NBPF Z%IE KA 4 1A TNFa 53 1) NF-«B #E5E [N, 7£ NBPF & 4741 I
HA WM E MLE 5471, ZHE/E HeLa. HepG2 & ECal09 4% HIAZ & E b i K LIS 7041,
NBPF 5 i 3 K L A7 40 i #% 2 A 25 A RRAE, NBPF K IRE A M N oG B A KL s 5 7
STAT1/STAT3B [¥] DNA 25-& &5 #4380, tH It R B 40 i % 4 () NBPF A RefE — e FE B E B AR ThRe,
TNFo 73 NF-«xB #E[H NBPF FEEK, HImidr) s AR NBPF KEE H Al AEy DNA 456 BUH K[
Fl12].

TEZ Tl P8 o NF-xB W S000 , (EHEm Mo s . Id0JE T omR 2 5 . EMkER . FLIYVE.
25 H s PRI E] NF-xB WA A B R B HE . S000 #3802 Uk 25 e (kA DI NF-xB
p65 Ser536 BEIR A (p-Ser536)7E M A ML IR AR R FRIL,  DURAE R B (AAV) NE A AAV-vector
(AAV-h TERT-EGFP)J5i KL . AAV-p65/S536A (Rel A/p65 Ser536 TR A BiRE J8 AR 44) BRI AT AAV-p65/S536D
(Rel A/p65 Ser536 HEALLARFR 1k 2844 kL, £ HCC 4H i faf J8 /) BB i3 S AAV-vector. AAV-p65/S536A
M AAV-p65/S536D JiikiL, FENMH: B P RE KIS AVV-vector. AAV-p65/S536A F1 AAV-p65/S536D
JF KL, £ Huh7 A1 SK-HEP-1 4, HL% 4% sh-p65S TR 25 Br N R YE p65 [T, PR 4% vector. p65/S536A
H1 p65/S536D JFH EL A4 R ZH il NF-,B p65 ik, K HCC HLREAT p-Ser536 (2% 540 T
SR (MIRR ZEFRFE) . TNM 23 BRI R 2 30) A DG, 5 HCC B3 HIAEA7 3 IEAR DG, TNMITDH &3 (fi
IR I ) H 23 p-Ser536 HIRIE B EMC TS5 HL, AN R TR, HT Rel A/p65 Ser536 MLk
FEfG, p65/S536A ZHfih e (1) 38 JE AN T 47 7% I 25 v T MR R ZH . BT Rel A/p65 Ser536 ARANBEIR AL,
p65/S536D ZH [ IRg {1 FE AN i 5 B8 5 A T D e BB AL s AR AR SR 4 SR BoR, SR IR L, Rk
p65/S536A Fll p65/S536D JF kLA HCC 4 NF-«xB p65 %Kik # Fifl. 5id %k p65/S536A ) HCC 4
JEb A, i 9k p65/S536D FE 5k 25 M40 M A8 5 L S AL FNIR 28, BHLF NF-«B #5547, R PCNA.Ki67.
Snail F1 MMP9 [ERIAFI 7 - (AL AL(EMT), 168 RelA/p65 Ser536 BEERAL AT LAIH] HCC H45H A1
¥, JEiLFHWE NF-«B ¥4, T PCNA. Ki67. Snail A1 MMP9 223 A4 EMT Sk S 40 1] fir 83 40 i
MGG S 5 7 13]. A3 KL p6S 1EDET a4 SR RA B T IR B B A9, HS55 1R
TR (P <0.05). TNM 23 #I(P <0.05)Z >, TNM ZrHik 1. IV #1. BIEIRE T3. T4 A e
SERERS A NF-KB (R IA/KT B &5, R VEGF 1EA—Fh 5 B8 8 A2 sk 55 7, fE 5L a4l
FOR A BT S T IR 2, MMP-9 1E oy — g ik s 4 iR S B A i, fETE T R SR
KPS TR R R AL, AITER Y NF-KB 10366 VEGF 80 MMP-9 (138354775 B 2 A 1,
VEGF 5{ MMP-9 A]§&/& NF-KB FIHEIELE, {H H JHLa0 A BHAA[14], NF-KB {5 51 Sl i K0S 76 B
. S, DU SR Th IESE . NF-«B BIHE TR TS R S R . BB . B, R
it e AN LR (1) R AR o R HIH B A B SRAN ] NF-xB R30S v] LS 3508 40 i g K R T2 [15]
B MEER], MEARIEE T o (TNF-a)if5 51 NF-kappaB #3% Al #% Honokiol (ZN5)T-8 AHE)FEWT,
Honokiol 3@t #lI#I FH TNFa H¥ i85 NF-kappaB ##7 IkappaBa FIBEERIL MR, 6] IKKs ]
NF-kappaB i, F£AF B R0 NF-«B-DNA {145 6% K35 BT E ] o honokiol #0E U M 35miEl e v
RN TE H B TNF-a 307 137 TkappaB SABF(IKK)NE M, X EeyE I T 2 UTiE R IKK. 7F HeLa 4
NF-kappaB &K #i #1578 S R BHR & R4, honokiol #fil] T B TNF-a FI I 7L = BERIE, LK NIK (NF-
kappaB 5 Sif). B4 IKKbeta. #4335 1 () IKKalpha Al IKKbeta (Bl p65 V.3 ) () I i % e Al 54 fr
F LI 5 6 R BEZEI5 . Honokiol & AEIH NF-kappaB H p65 V3 (4% 5 A Ak R 1k, FLAAHLHIAPE. RT-
PCR £ i27~, Honokiol R NF-xpaB 4 (1 4 5 M EUE S F 7=, @+ MMP-9. TNF-a. IL-8.
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ICAM-1 #1 MCP-1 [2].

TR TSGR B b, W FE R0 HH 5 ¢ 330 NF-kappaB #% % A0 1) Bl Ao SEERIESE,
p38 HIIEAL T 5] & NF-kappaB 1) FFBEER 1L, {2 f# NF-kappaB ) p65 YEJ:A/E G M ik BRI R, MLl
ARAR AT LI G o p38 #4175 SB239063 4bFEGERH 11 TkappaB a [ I R Ak K I8 0 i 4% 4 p6s 1 5 L,
) Bt AT S5 PR 128 [ Bel2 (NF-kappaB [I#EHE R 2 —) [ 2R7ETE 3 pBel2ser87 MR L. MPTP Ab#
(17705 B 2R SR A A% R p6s Y didng, Y a6 X e iR A 3G, i — 2P R B NF-kappaB ] BETE IH &A%
HORFEER . SIS —80002, IR A& B I R SR R AE T e, SCRA R H B, MPTP
AHE S p38 /31 NF-kappaB X384 141514k, UEBA T p38/NF-kappaB 15 51 B 757598 A o AL S 3t g
HHER . R, R p38 AR s B T ORGP0 B AR TP AR IS AR 2 7T, IR FE[16].

FERR RAEREFE T, SRR TS R R AE S 4 22 16 /N, 5 2 P4 0 NF-«B i PR IR s 1
I, B i B AN AR NF-xB V& M 2 1838 HRF SR N . B FL 3R, T&%%ﬂ%%ﬁﬁh%%%&x&%
TH DNA 2 SEOZIX A2 oL TR B0, T SCRREUN 75 414 70 NF-«B BUS 10 % A M ORI 1
F17].

- IL.\—F| 'ﬁ E

NF-«B VENEL R JOE - SHMAAE OB AL, (£ LA R GRm I E R/t
RN BRIRZS S 20 S BRI D RE RS HEVR T 4R B TR RE . RRWIE FE REiE— 20 [ AN [R] — 24k
FEIRBLRAE T N B S22, TF AR EE s ke e AR, 255 ZHGRTT 50, 30 NF-«B #L1H)
BT TR RE AL .
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