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[Abstract] Nuclear transcription factor Kappa B (NF-kB) is involved in a variety of signaling
pathways, including inducing cell inhibition of apoptosis, promoting cell proliferation, invasion,
metastasis, and promoting tumor cell angiogenesis, which are closely related to carcinogenesis. This

review is intended to provide an overview of the progress in the study of NF-kB signaling pathways in

non-small cell lung cancer and esophageal squamous cell carcinoma of common malignancies in thoracic

surgery.
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Non-small cell lung cancer;

Esophageal

(non-small cell lung cancer, NSCLC) & & & # Ik 41
9% (esophageal squamous cell carcinoma, ESCC)M &
KR HLE A R IR AT R

— NF«BEZRHEFEHRKEAER LA

NF-«BZh BaM/&LTHXEF, L&
My NF«B U REBXFED R+, B A
RHD (rel homology domain) W 8 #% =& & 7 &
(nuclear localization signal, NLS)# IxB #& #k . #
AW NF-«BES#% AR P . Rkl E T,
AKBEFRBEEIBECNELEENZTREE SRR
IKKo IKKB #1 NF-«B & % # % #| (NF-«B essential
modulator, NEMO) ., # & ft #y IKK, % 5| & IKKg
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BB R 50 5 . kB 89 #2533 NF-«Bp50 /
REL-A R Z R &% L. x5l #£ NF-«B # X H &
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kB ik 2,k F £ K HF % 1K (epidermal growth
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factor receptor , EGFR) B 4 % % 8% /& %1 £ NF-«B
VAL O A TR AR

= \NF-«B 5 5 & % iy} & % 12

I BEPFRE.RFRXK) ZHRE, KE
R TNF-oNF«B it . %K 5 TNFo &4 )5,
TR E A F %KAM KB F 2CTNF receptor
associated factor 2, TRAF2) % H & & % B &7 £
T.IKK 5 TNF %tk # % B F 1 (TNF receptor
associated factor 1, TNRF1) % & 5 7= £ # ® 1t
Z . l-kB BBt 5 Lys21 Lys22 & 44 4,5 &
IkBiRA, B NF«BEZEMREF HEH K, H
A EMBEE AT A TN ERRE R,
Rz ZRAHEREEHF KT EZ T UR
3% 4 B (telomerase) By & ik, 3 B BE 48 & p65 &
W LA B NF-«B R # o TNF 89 1F . 1L-6 Fn
INFR A ZERINBABRT LR, &
AR A A p62 & B (sequestosome 1,p62) T # NF-
kB ¥ & E kA A . L5 TRAF6 £ & R4t W8 4
MF W NF-«Bi#t —FHE HEREFoAMm 2 A
% B F 2 (nuclear factor erythroid 2-related factor
2,NFE2L2) # & 1% 3 B 8 oy %

2. BRUFRB - HEREAREMLER
8, A KK # T NF-«B i# % % 8 (NF-kB-inducing
kinase,NIK; 45 5 4 MAP3K14) th #% 7% . # K& 7
mINFR&EW —XARATHE. AFHREEFZR
(lymphotoxin , LT) , TNFSF11 (receptor activator
of NF-kB Ligand, RANKL),CD40 # & (CD40L)
A TNF K ik ) B 40 i 7% b B F (B cell activating
factor of the TNF family, BAFF; 1 # %
TNFSF13B)"7,
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REL-B #n ¢ REL #y % # «B & &L gy £,
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NN il =R A R R | RN N N
RS RO, AT AT B Bb R R 2R A AR, 4T
B 8UE P £ Z 8y IKK / NF-«B & #i M 2% 5 oy 3
FE A Wi,

W NF-«B fz 5 & % 5§ i &

l. NF«BE 5@ % ERBH X Z. BRIW
RATRER L ARECUEM BT EEHRARRFRE
H— W TR E Y ERE L RER
& 2 A BL R BT E MR B B9 ¥ 6L, 2 9 NSCLC 5
BERBNERT 2., WEFTEHRFEZI L, L
HEERWE A mERE AR 5B MEXEM
NF-«kBi#iE#H %, NFuB#EaEZEAKE T %
R (EGFR) &% & A oy i i P A2 3| x 4 1% A, i &
EGFR J& % B % ¥ % 1 . 3% #% /& NF-«B # % , 5t &
i IL-6 % SR M E AR,

2. NF«B £ 5 % 5 NSCLC B # %Z. Yang
S0V 1 52 3 A NSCLC ¥ 3F 52 #% 7% NF-«B 5 &
WEEA N LA K E G, R E NSCLC ¥
K. kA L, EEW Y E L AW H NF-B £
E@ %G L4 4 NSCLC W ¥ &k, B NHF R XA
3t Binl 704 NF-«B By s B b, kW KK T
N-cad \MPP-9 # & F, 4 7 NSCLC #y % # Fn 3
7. Yodkeeree & Gao &S % 52 % I, NF-«B
B BRI A KT RESE T NSCLC 8y f %
AR, BANFHRAA LM E £ R EHT @ b T
NF-«Bf & & % (% # 7 integrinfl, MMP2, MMP9
Bt 5 FiH 7 TWISTL.ZEB2 #2 SNAIL2
A X, Slotta £ B 1t & W, £ IKKB 8 X 5 M
AT B E K, TKK A 5 8 1B % B 1 #
I EZR T IKK 24 4 #h & IKKB 4 b T 3,
BHRETARAT-FTELANAL., REAFRELK
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A Z IKKe #1 IKKB B A 2 48 s F TNF-o A
Sy s e M, X & W TIKKe fr IKKR # 2
TNF-o« 5 5 # S b F i B £,
NF-«kBESREL TR E THD T RERN
A BLE RS I AR R TR, A
ANRF#HER T IKKe REE B W EH KL FH
H A M W 8 % @ B & (lung squamous cell
carcinoma, SCC) B & & #n fif 5 M X E " 41}
(tumor-associated macrophages, TAMs) iy 3 £ , %
0 TKKa 72 i 85 5% 40 B0 % o 69 f 8 30 ) 48 B 10,

A W IKKe # 4% # i1 % K 3F # & (reactive
oxygen species, ROS) R X 0§ & b £ F ] ¥ % £ £
# K-Ras & 3 #§ NSCLC % g™,

% 4h JNF-xB T % -REL B A & # 3t J& 40 i
EKFE MR . &K I -REL % & iE % &
RENEFEAEERA A THELATEEA
e,

I NF-«kB 2 5@ % 5 ESCC

CEBWRENAANLWABRER REA
BEZULERENE.TMEMN AR EE L ESCC
HE, HE ESCC h 22k & &% K mE W& K
4,4 2 E R EAF % ESCC W & %, Lin £57 8 5
KA, ESCC A% F Nkx2 8 BmRAKAAEHF A F X
BTHEAEHF RANERRZH TR EAAET R
NF-«B 15 5 1 8 o % 7% . 38 T 1% 38 & & 8508 40 i 10

mEEK, RANFARLAZH TIWH NF«B 55
# ¥ % AKIP1 X AKIP1 2 20 B F B9 1E A, 17 40
HTEEABEWmEN, Liu 58 13t ESCC # 4
TN 2K 3% kr B 3 4 % B (human telomerase reverse
transcriptase, hTERT) % 3k % #H # &KX NF-«B 7 &
BAEFHXBEF AALFEMEE, ERNGF
% &I hTERT 7 bl % 2| NF-«B 5 & 3 8ty ] ¥
WAEEMBEAEREMAXDE. Ca EVHR
% 3 ,ESCC # CCR7 %é By 1 & 3K DL B NF-
kB B @B W ENE .- P B TR E ALK
k& A (&4 TNF-o.1L-6 %) %3k, H % ¥
CCR7 *f NF-«xB = 5 # 8 th ## 47 (& 3t ESCC ty X 4
5 % &, Huang %P8 %2 X ., ESCC 41 fg = 1 %
GRPY4 % H & 31 #| & K1k o # Fn NF-«B / COX-2
/ VEGF g k3,14 ESCCH £ Kk B F.
Ming %™ 8 % % B.7 ESCC 41 i % F0 s Jk # 5 o
RHCG(Rh family C glycoprotein) t§ T 5 & & 3

FREMMEKE, koA I, RHCG 7 L7 | /b
R et A 4 M3 3, DL BB 8 0 ok Fn 4%
%, #—FFRXKXH,RHCG 7 & 1t 1K a8k % 1k
KA E IkB, I M J5 38 1 [ W7 p65 B9 A% 4% o 5Kk 31
NF-«B/ p65 7 .

SN ET NF«BfzE#
ESCC &y #F %

# F NF-«B ## % % 1 36 /Y NSCLC X ESCC #
£k B K R 4. NF«B 1 # A # % £ %X
(bortezomib, Bor) & — ## 7 3 &y 26S & g B (& i1
HACEERTHTSAMEHENEXDTT, 0
FRRIAZ A 3 H NSCLC % 3y iy 5 oy iF 7%
iz &I TH AT R ¥ B B K 4 A B9 NSCLC
B R R I, AR R, AR KB A 2
a % z & £ Z— X £ W k& (2
aminoethoxydiphenylborane , 2-APB) # ® # & #
o0 H E K 2R % & 8y NSCLC 4 jt, 2002 £,
Majumdar % % 3 7 F| & # (thalidomide) 7 DL &
JiF 8 L F oo (KM B E TKK F 1cBa, & % #
20HZ 0 FRATHTRIEMSAMBEHE A
%, BT R b FIE M B RN 3020 ~50% By B H
BHEWE -4, 0t 5 Rk BB AT 22 HhE
R, EER,DHERERT RGN
EGFR ® % # NSCLC & 4 757 # o9 Il # s K K
o s A, B R T 4F 3 BE & 7 85 ESCC 8y 11 #1 il K
R, B b, B Ak (—F IKK 304 50D 2
PR A I K A R B F 3% NSCLC oy 3 78
BB 1. 3 AT 2t NSCLC KA 8 % 09 9 By 367 17

¥, RI T REL &y T % A 4% 7 % 3 % 7
(lascorbic acid combination ), 7 F T4 4|8 ¥ & T
20 ML, 1E A NSCLC thy % 8y 67 Y. B b, 11 4] o
RELTﬁE%~%¢%‘?E’J%%‘]Sf73’?% BT R A
NF-«B 41 #| 25 4 = 4b, 5% #L i I CRISPR/Cas
(clustered regularly interspaced short palindromic
repeats/CRISPR-associated) /> & & # F 4 % & %
# % 7 B NF-«B # J o 3K 30 32 2 & # 15 % 4] NF-
kBB MERETHE S, Bk, NF«B W ZEEBT
FHFAAMRGEE T KA (disulfiram, DS) &
— AU . A B E T 48 (tumor-
initiating cells,CSCs) 4 %] NF-«B & % M 86 By 86 &
WA R A BT MR R R AR KA
NSCLC Hiu ¥ KX B e1ER . 5 A T s & &R

B ¥ w35 57 NSCLC &
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