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[Abstract] CCAAT enhancer binding protein B (C/EBPB), as a nuclear transcription factor necessary for
the development of liver, airway epithelium, and adipose tissue, plays a vital role in physiological processes related
to cell proliferation, apoptosis, and differentiation. However, the up-regulation of C/EBP B activates signal pathways
related to inflammatory response, epithelial-mesenchymal transition, cell proliferation and invasion, immune response,
and angiogenesis by regulating a series of downstream genes transcription promotes the development of lung diseases.
Therefore, targeting C/EBP 3 may be a potential treatment strategy for lung diseases. This paper summarizes the regulatory
effects of C/EBP B and related signaling pathways in lung infection, asthma, chronic obstructive pulmonary disease,
lung injury, pulmonary fibrosis, and lung cancer to provide a theoretical basis for the precision medicine of lung diseases.
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CCAAT i F 255 H B (CCAAT enhancer binding
protein 3, C/EBP B ) S AR E 2 2 TR PrAE (basic leucine
zipper, b-ZIP ) L A6 3 (R S PR 7 0 oy — B, HUARE O —
TP S RE WO 1% SR, Tz Ak Tl B /N R M

B, Z 5o e 85 B T SR KR Y A=
KR 224 i i A AR 55 S R, 5 AR AR
AT RE | SR AR JEUARR I LK A 55 SO O A Y
RIS T KT s I AL S 7 A — 5 5 W T S5 T 0 9
WA C/EBP B 1y 2 L5 M D RE AR A 4%, O iR ik
C/EBP B B HAH SCAF 510 A il o e e | Wi b3 473 | il 1 it £k
i A5 e A S ol A ) A S AL
1 C/EBP B HIRIR. ZHafnRiziFE
1.1 C/EBPs Fll C/EBP B : CCAAT 3 58 + 45 & & 1 K &
(CCAAT enhancer binding proteins, C/EBPs) J&—25 % b-ZIP
SERIRI L SR K, T2 RIA T EAEYIERN . S 59
NBEEH ol AR SRS SE R 324 EE C/EBP o |
C/EBPB . C/EBP~y |, C/EBP S | C/EBP & Hil C/EBP { % 6 4~

FIERUA  F A FRISS R 2 3 o C AR B2 LR-SF 1 b-ZIP
55 ¥y Sl A0 HC U S 14 B P B B R X AL [ R 1 — R Ak,
JCBUF RN 5 DNA JPAI G & — 4540 N ORIl fy 3 Ik
SFREARXS B, EBALE 3 ALY, W] 5 A B A AR
AR IS e i B b & B R B S C/EBP B S 4k
C/EBP o J7 % BLIK S 2 A S LB, 1990 47 H Akira %51
IR B Z B (lipopolysaccharide,, LPS) #il i ity A &b & 1fi
AN oy B A3, S 345 AR IR BRI i s AR ]
¥ A5 P4 5 -6 (interleukin-6,, 1L-6) Ji 3 F[X.
S TL-1 BEA TS IR 1L-6 235, BOLRR N 11-6 4%
5 55 IR (nuclear factor for I11.-6 expression, NF-IL6 ). C/EBP 3
5 HAWHE SR G AR EAE L, LARVIR / S — R B A4k
R RUEE DNA JF 9 RE ik R A ariG 8. flan,
C/EBP B i35 C/EBP v 456 T8 W5 IR — R A il 240 e 2
& M iEHER C/EBP B [R]E 2R AR AT 58 i O A O
S Fe i (senescence-associated secretory phenotype, SASP)
BEDH i eah , e o 40 ok Rk A s 1, T C/EBP y il B
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JRSF U SRR AT C/EBP B AYAIMLIG A , IR SASP JE
DRI SR S, 7 1k,
1.2 C/EBPB [ Z5H : C/EBPR H — A JC I & F 3 IH G
T, 12 5L AT mRNA (1% 7] 78 5 45 S S0 IR 5 3 19 e o)
s & M (liver-enriched transcriptional activating proteins,
LAP1, LAP2) FIHFIE & 7 69 %5 S 0 ] 2 1 (liver-enriched
transcriptional inhibitory protein, LIP)3 Ff S 44 44 iy A
LAP1 SR A CREXS 237 i E = A 44 000, B 38 000) S
C/EBPB [ &RKIE, LAP2 S f CRIXS 43 it : A
42000, FL 2 34 000) A1 LIP 7 44 0 (I XS 70 7 ot ft - AN
L4820 000) & 2 BT HAAR, 23 SIAE N Stk /b 21 S F
151 MEEERR L LAP2 SR MHA o J2: 4 i C/EBP B
I B FEPE R B . Uematsu 251 W22 5], LAP2 5 14
PR B S5 A 7 s 1) 2 0 R ol T 1 R AR 5 e e L o
C/EBP B HE[ 1 A 22 5L 8, 4G S AE A A 7 | B dhe - | Al
G IR R IR DAL PRI B IR AR S il s 5 LAP2
FALE , LAPY (R Sy Ak 14559 » HAEBK 19 N 3 5 SWI/SNF
(switch/sucrose non-fermentable ) Y2 {6, i 75 88 & & W S AR
AR, B 5RM A SR MR, #E A LIP Stk
T2 N Ima A AN RE fil & e 5%, S — i S 2 CRHLE 4 1 AN
TG PESIER R, AT AT 5 BHM A C/EBP . B SIS
PR ( activating transcription factor, ATF )VFI Jun S35 % B L g_g]o
LAP2/LIP [ {H & ER5E C/EBP B B4R W AERY T E K 2K . Luedde
AT, LAP2/LIP PRI E A aot A v 40 100
Y CEEIR T 7], B R 2238 LAP2 S:8UAR TR UIBR AR
Je AN AR A ESR T LIP a3k S EOC AN i A br
ICYIRBRATA S . HeAh, LAP2/LIP B AE 7E IR Qi i | 2
AN oAk SRR ONT B AR | R R A L B A
IRERFEEAEH O,
1.3 C/EBPB FkPAFEHLA : 5% 5% N7 C/EBPB FE4IHE A
(R BB RO J7 SRS 2% AL KT i | e ok
Jr R (AT AR G4 ) | BPEIS 1BHi S ok 1 BOAH AR AR . 2o
114 i 5 AR G438 X —— 8 3 A% % 1 2 11 B2 (high. mobility
group protein B2, HMGB2) il 7 22y 2475 3 (mitotic
clonal expansion, MCE) i B 5 12 3h 7 IX 3, “GCGGTCTCAC”
FEOIRE PSS 4 363 C/EBP B (93235, A S I A
PR 5 2 I3 15 (eyclic adenosine monophosphate, cAMP) JZ [
T4 A 1 1 (cAMP response element-binding protein 1,
CREB1)& b-ZIP SR 73— Bk K AETR
7 VA0 8% S 1), CREBI 3 1 JL 22 208 133 {305
TR AL S B B iiG , #R 1L CREB1 (phosphorylated CREBI,
p-CREB1)Yj C/EBP B Ja sl 7 [~ cAMP [ JGF25 4,
TR #E C/EBP B % i, T ] 7 [ Wik 40 LA A A 4 9 S
IS, IR ERE AN, 2R RNA 54 11 (CUG 3%
PR LRSI ) Al 5 C/EBP B mRNA 5' 3 GCN
T T 45487 C/EBP B EHE 0,
2 C/EBPB KITh&E

C/EBPB LUF 205 DNA XU HIE45 4, L

W RE LR S5, L2 AE e T NG LB 6 R IR i
ORET RS B 4NN SAAZ AN il L A0 T
EZFPANIT , B 5A0MME T T JE SR AR
KRR 225 AR PRI R

2.1 C/EBPB 5404 K Fl 431k : C/EBP B f5 5% ik B
T 45 i 5 400 1 43 Ak v b G BRI D 40 i v
C/EBP B L1355k, i 50 MCE , 3K 2 41 il ok A 45 5 17,
LYW A 225y 345 , I e ok S Ak i I AR 1 5 % 1k 2
A v 1 C/EBP o W' 4TI SIS Y BRAR 2T (9
7 A AR 5 R T 2238 A S RS TR A 3R (3 (perilipin) FITAH
(3] B 315 S0 45 A B e (sterol-regulatory element binding
protein lc, SREBP1c)" " {41 lfd 2 BURE W7 40 L e 780, o
SN TEATIER % 5 54, C/EBP B R H Y BRI B4 S IRJIA
A 351 T A 3R 11 Calpha-fetoprotein, AFP)"™" JHFHEAE S (R
CUT A ) 2 R KA SEIE DR (A0 e~fos ) HFHE %22,
2.2 C/EBPB HMZ& RS MOk Z I HE/R T C/EBPB
FE PRRAIZE 2R 58 % T AP 2B AT PEBO P s SR
Cortes-Canteli 45 /75 C/EBP B BRI BN 0022 536
R T A J2 M B 1) 2 R B Uk 2, 779 SR A, FLTE
MESMAE A 200, MATSAH C/EBP B & K b i 20
HUGE R ) G BE DR 28, LA S i IR [l Ok J2 P i Rk A
Bl T2 47 A2 IS 2, o, Xia 252 R B, K
i C/EBP B LAAF M4 (A 1 77 3/ 3R HE 1 B4 193RI,
G B - JEMREER 1 AR 28 S LT i 4 45 AT A R DR
TG, 3 10 R 2 o] % it BRI 11 e A o IR AT, Sl — TIF Y
48 7% T FWLIEAL 2 70 Pl 25 BRI TP VE R Jiang
A 5B SY 45 T, DR C/EBP B 1925 3K AT LA 45 A AR AT
PR SEIIAR S MU IR RRa i 6] A, C/EBP B i3k
TR A] HE A S5 PR R ]

2.3 C/EBPB 5 RIE N : C/EBP B 1 A 5 B %) 48 A 1 7
et T, 52 %) LPS., TL-1 ., TL-6 38, £l . T B J2 bk
M RGP 2k, . BRI AN N T (f45 TL-18
1L-18 FVIL-6)i7 S A ARSI I, B 44> s,
C/EBP B i&n]ii it i SR BRI (1 PAQR 11 1R36, A
M5 S A% 2L ) 5 2 4k 7. R, Kumar 2512
WL I, 1, 25- R EAEA 2 D,y X3l kit e B i g
20 LT A A T K 40 L ) 40 SV RV 6 T % S IR F C/EBP B
S E ARG (Beclinl Fl Atg5) ORI .

2.4 C/EBPB S¥E:C/EBP B Sip Rk T2 Mmaniuny4n
P, 27 00 A 2 A S SR O IR T b i i A
EEERRANE T, C/EBPB 5 ATPase 5% AAA Z5H %
4 2 (ATPase family AAA domain-containing protein 2, ATAD2)
MEAER e BT & A 00, g A K A
F - B 1 (transforming growth factor- B 1, TGF-B 1) HJA 3l X
SR FU MR MR AL R 0L RIRE RS C/EBP B
LA T A= I LR 4 ST A A Scagliola
a2 i R P R B R R T 6 (eukaryotic initiation
factor 6, eIF6) [AFEE I BH 115255 M ARG P4 A W5 JHF ) JF-440
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gt S . ML 3k, X AT RE R T elF6 (IR R 1
¥ s C/EBP B Y BHIEACY-, S 1T I 1 1R 7 ISk A5
IR F AP AR AR AR OCTE DN, Mt 1 TP U g iy 72 P A
2h4efk. C/EBP B 7RI MR 25 IR R A ZAE . Tan
SRS R B, C/EBP B3 5 AR S R 3 R B S
F18 [ 058 o 2L 46 5 oA g it L X 22 5 ( B R M 11 (adenosine
diphosphate, ADP) - 24 ) 54 BEHI 50 A 257k
3 C/EBPB 7ERHERERR FHI1E A

TR Sy A A 55 8 SARE ) D RE SR B L B 32 B9 Ji oA
URLTS YA R R R T o U RO S AA TR, R
pnsE Vi O Er e S e 1R e N 1 AN g el 1 R % vk
B , R SREA BRI WP I (4540 R RE K A ik
A, NI 25— R 4 s &S 5 A s B SRR g | it 405 T 2T 4
MR & A 8T C/EBP B AE4ERE I A HE I
RS L RAE NG SN R AR AR (T 1),
3.1 IR .« TEIRYL BT AL A B A% SR T B
¥ ¢ (inhibitor £ of nuclear factor-xB, IxB { ) 5% 5%H
+ —kB (nuclear factor-xB, NF-xB ) [V & pS0 #8485 C/EBP B
TS 18 iU SR A6, 36 W) 55 46 7E 1L-6 ) 3
T, 3G 5T 58 e S T TL-6 AYERIA N il b e
RAER S, C/EBPB I8Z 5 1L-17 K95 . 1-17
B g A DR 7 0 245 v T i 2 DR 7, S SRR [
A I FRGE ST PR AN S DR R . TR TUCT
T B P A 5 VI 255 TR 7 (porcine reproductive and
respiratory syndrome virus, PRRSV ) 5156 F 54 ili 58 i i 53

| 5 —>| IL-6, IL-1B, TNF-o ., MIP-1g,
- [MIPZ\ GM-CSF. G-CSF. SAA

.
i) ® IRAKI
p-A20

1L-6
IL-18
LPS

IgGRIEE &1

i

PI3K
P38 MAF

KC
s
— MIP2
/\ o MIP-1of iL-1p | @
16
Do\ TNF-o | @ 8
MIP2
MiP-1o | @
N IR
iR REFHEANNE <—«,/j<\;f‘f<:f
it 4%
B B i I A B 45095
BB N

1 C/EBP B i CCAAT BEIRF454 B B, IL NI/ 2, TNF- « R MEIRTEHF - o,
MIP 2 B BEAN I A AE 2K (1, GM-CSF Ry VAN AE T I 1, G-CSF k4 i 7% g -+,
SAA HIMETEMFEEN A, LPS MIELHE, 1sC ARERRE I G, GSK-3 B M &
UG -3 B, p-A20 MW ALIZ R AHLAET A20, IRAKT N 140/ 25 -1 32 AHRA S0 1,
PI3K HBEARMENIEE -3- #4 , p38 MAPK > p38 Z2 %4280 b2 I , KC i A B a4 i
BT, CXCL1 h C-X-C PP b 7R 1, MCPL Az difitatbai e -1, CCSPL
Clara 42335 11 1, PLA2 JgWNSHEE A2, K48-Ub Fll K63-Ub Wiz Z4LE I, TGF-B 1 K
ALK T - B 1, FIZZ1 5 RREM G BEE 1A 20 8K T,

PMVEC g Jifi i 38 P9 1 21 j

1 C/EBPB A-RAafgmp e

6 i
e S=SPMVEC] i
Rl el ) H
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WK, IL-17 75 PRRSV JEGL i b () 2.2 B IR T 5 A
T CREBI 1 C/EBP B HFL[FITEAT 0 teAh, Roos 25177 7
A LPS 175 (/N BRUMIR 2 AE LSS B C/EBP B ] i 75
Sl b R A b R R A C-X-C AR T BCAA 1
(C-X-C chemoatiractant chemokine motif ligand 1, CXCL1) %
K, 5 1E VR A M AE B Y )z B I . AR
PRI, Z AR 5035 3l A A A SO A A AE T 3 o 2
1, SR T, de Laval A" % 2 45 ( Cell Stem Cell) 2% 75
Y HRGE 48, A I / #1402 (human stem and progenitor
cells, HSPCs ) ANUAE M LI BT 4 i 20 A0 G B 40 i, i .
B RIEICICRETT  WF9T R, SE 2264 T LPS 119 HSPCs AT f&
A SE TR R 0 R AL 1AL, X R C L 0 77 T 5
FHORPET C/EBP B HYABI . I3 — T TR AR e 7 il
A CHUR I 28 ) & I IR RATF 98 SCRe Bk S5, PR N B
B, FAE BT 8 SR G IR N A RARBEAI L T Toll FEAZIAME
S AR S PRI I X S SRR de Laval
PIBA - 72 LPS 2585 S BEic 2 L EE B 1 C/EBP B 4
PEYEBTIFCE XL, RS R RN, C/EBP B 7R/
J A B A0 e S e i A i ARAS Th LA R B MR T, Ak,
Hoshino %5 W52 3], 76 & AE LSRR (USSR Reh T i)
1 35 R, C/EBP B LIPS A4 AR f e 2 o il 760 15 Ik
2 i Calveolar macrophages, AMs) H A S Bl fE 57 1 %1
(human immunodeficiency virus-1, HIV-1) Y 5 Il AN AT B e
i, HIV-1 KR &S 74 (lnng terminal repeat, LTR ) B
PEFOCI AR 34> C/EBP B 455t AEHELL T, AMs
FIRM LIP S (A RE S A R i
o e S i o GEAZ IR TR IR
20 e RO A TRk L 4 S B
Wet 2 RO AR AR R 38 T LIP I
R IK, R BR T X HIV-1-LTR
T M P A S5 A, DA i 5 4 i
T HIV-1 523, B 1 1 R
PR

3.2 il . AR 0 R R A
PR 495 (acute lung injury, ALIL)
S PR L B i 358 £ T L
SRR Tt A | R T 1 M A
A T 7 1 o A DA B A= S
9 e K2, CEBPR R — A
Z ) 35 AT, 78 LPS B S AT 4
J 5 (4 IL-1, TNF-« 11 IL-6
48 I P IR 5 T PR B R A
FE 45 49 8, C/EBP B X IL-6
KB EAH—EHEEN, &
ZEERE A G( immunoglobulin G,
IgG) B 5 & ¥ ¥ C/EBP B
1 AMs HOREICAY TNF-« | IL-6.,
W5 41 i % AE 25 H (macrophage

it g

1 | e fi

I |- 44
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inflammatory proteins, MIP-2, MIP-1 o ) #1 CXCLI1 TSR =N
C/EBP vy ik T 18 C/EBP B B3 Tk 41 il ixX #842 R A JF AY
e ’EE:“]O 2- FP A L M ( 2-methoxyestradiol , 2ME2) &
17 B - M — P g IR AEAE ), AT 3 i A8 A R
ST X e FEAE | FRE A MR S R e, / P
S AR O3 HAT BIF AR R L AT B TS A 3. e
AR, 2ME2 A]SE ] p38 22 2450 A iR e
(p38 mitogenactivated protein kinase, p38 MAPK) 1 41 Jits b
(Z 5477 1406 1/2 (extracellular regulated protein kinase 1/2,
ERK1/2) (BB A C/EBP B (5L TG, IR 1G 4
PEE AT S ALLREER

3.3 LR 4Eqk . C/EBP B Tl 47 4E AL i S b R 4 E R
YEHT, C/EBP B i Al fil 2 T ik 53 JGe Jst A 11 e DT 1) 2 S8 04
) BT 24 240 i 1o AL ST A4 4 s 2 248 £k 1 2880 07 240 i ) e
A, V20 i e AR, D A i 2F 4k {0, Satoh %
DT 5% 6 7 H — 2 15 il 21 24 b 114) S PP A 400 BRI A, R
Ceacam1 ™ Msrl1 ' Ly6C F4/80 Macl ™ FAZ 4 i, W X A
B A2 I 1 780 PR A2 21 Y (segregated-nucleus-containing atypical
monocytes, SatM), X L 41 i 57 | C/EBP B M IH 3. &5
R, RFTFIEH B/, CEBPB kAR /NRASFS
2 SatM, M 578/ NEUR B SR EU I B 2H R LT 4EALRE ST 5 o5 —
I, 43X LG AR /NG TR Al SatM. B, PR ZUER Ak 5 R
PEARREIE N, RS SRR, C/EBPR i 4 X2
JiL 0 A A A TE Bl AT A Al i 2 OCE 2T, Ak,
C/EBP B YA i 5 5 PR W IR AL L2 9 5 L SR FE A2 11
LB, Buck HI Chojkier 2 % B, A B A S6 B 11K
i (ribosomal S-6 kinase, RSK) il id 4t F/Nil C/EBP B £ [H
FE The217 7 £ A BERR AL (A : Thr266 £75) 175 K 42k Ak
KIS RS (Ala217), WPEZR G S8 RE & A 2B Rk
SZARBEWIRIN S C/EBP B 7 The217 {7 i IBERR{L 1] .
e 25 2 P/ NRUIET Ak . 00T, Lin %5 B T
— i B AR B 25 3 (tribbles homology protein3, TRIB3),
W DA MBS -3 B (glycogen synthase kinase-3B, GSK-38 ).
Z R iR A20 FI C/EBP B AR LT 4EALBipL ] . AT
JEVR, TRIB3 J&—Fft i Jy AR e o 18 PEBH5 I, AMs
1 TRIB3 %3k i3 i, TRIB3 M1 3l GSK-3 B MyAaE
PEAE BE A20 WL fL LU ) 32 28 2 BT 1, 320 C/EBP B
AR R A AMs LR EZF 4EAL I 71077 A EAh S 1
C/EBP B X it— 3450 TRIB3 H1 GSK-3 B 1144 57K °F-, M
IMITE AMs PPN, T — AN IERS I @R TRIB3 5254
BHR TRIB3-GSK-3 B (M ELARF L ol A RO 4 Ak
ORI R T AMs H e B i A 2F 4 4k TE S 5B b
TRIB3-GSK-3 B -A20-C/EBP B , WL 4k A6 7 it 1 %
TEAM o

3.4 WENg : C/EBP B VRN FEELZ Y b-ZIP B 3 N 1 %
WA Z— il 5 H AR B AR AR B S 5 G AL
il 0 3 B e T IT0 T ST 6 TR S, W2 i 8 2 A A TE - AL
AiffLrh C/EBP B 5 NF-xB. RNA R4 1Y plfs 2 5%

5575 CXCL8 B 8l 1 b, fdi it N CXCL8 fy ™ A= 3 , it
itk PR e SR A SR ZAE A
S B AT MR AE R 20 IR T L
RAED 58 KBNS AR s A
Ko MEAh, C/EBP B ik 558 i 8 0 K TR AYT i It 48 XL
Bo i) B NG O, S I B 1 (syndecan-1, SDC1) J&
TR LT R A 2RO Z — 2 i
TR0 SR e 1) DA A3 . 52 30 b ZE KA B A Bl 2 3
C/EBP B FLEAT AT SDC1 11938 158 5 A 2 {15 HL i i xof A S
S E AR ZERE Y AL, C/EBPB 7E
PRI T A S P AR A AT B By 8 DX 3 i A 1 B
FEPERTPSR (chronic obstructive pulmonary disease, COPD)
Ttk AE==Tl RATFE A, Borger 25" i i L IPA4 1E 3
ZIRH (9 44) iR (12 44) FI1 COPD 3% (10 £4) IlL3ik
 C/EBPs B3R IRIKF S A iy 2 AR S 2 X A5
B, 5 1E R A E RN AR g T C/EBP B . C/EBP §
HICIEBP & 7KV 35 b, A b 2 (B AR B0 0 1 — 2D 4R
5 T C/EBP B /K- (3.4 ff5F1 2.5 %), #)Z, COPD & I
 #¢3K C/EBP « . C/EBPB Al C/EBP & , Ifij C/EBP & it JL7il
KR Azt T C/EBP B %35, BT C/EBP S
Pk (32 1%) s WEAEY LT C/EBPa ik (3 %), (HA
SN AL C/EBPs. bR B , W i £ % A COPD 8%
Hf C/EBPs 1197 15 Rl HA R R 5 1 , w] R A 0
BIRS WG 1 COPD B il T AR 40 -

3.5 COPD: IT4FR, ARZWIFLRAET C/EBPB 5UH %
SN AN G RESHRERIARDEME . Didon %5V BB MEEH,
SRR A AR L, AR il N C/EBP B 35K B 25 B AIC, 78
T M A 55 $2 B (cigarette smoke extract, CSE) JlJ A 5
ST F R AR S B AR R %, 5588 T CSE 1Y
S PE RN AR EE il b 2 C/EBP B RSk 2 i /Nl vh
Wik 240 i S RE B -1~y K2R B Y SR 7 | IV TR 2
H A3 IR IRSEIE T - o (tumor necrosis factor- o , TNF- o )
L1 B kI D AT, Chu 451 % B, 5 5 AR 0%
SR A L, B COPD (BN C/EBP B 381K & T,
AT RE R Y5 S UE B AR b A R R R T
WP TIfeknS . iRk, C/EBP B ] Reim I8 1y
BIFBEVATXS CSE 1) 98 ik S I 52 Ml 1< HH I 285 23

3.6 JiliEs : C/EBP B AJ 5 HAWR: S F R A 7455, it
1 IR 2 2 A G iR T, DT A 2 SR ] 4 e L TR
FIE LR B . R SR LR 2 OG- 2
(nuclear factor-erythroid 2-related factor 2, Nrf 2) & —Fh ik 55
PO PR A O e — R S AR O e PR s, R BT AL
YEHI o BRI, FRE2 000 A Nef2 A4 B T iR 40 i A 365 | 1=
2 BB AIRY T, FEAR /N0 (non-small cell lung
cancer, NSCLC) /7, Nef2 {28 T 4w ng T4uike g i, H
H, NOTCH3 J2& Nef2 TFAYCHERLEEIA, Nef2 £ NOTCH3
IR T Y BRI R 9K ) T NSCLC Ay P35 . AL,
C/EBP B {23 Nrf2 % s s R B PR (W g ol 7 d 99 il i 5
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Nrf2 7E Notch3 Ji [K B 5 1 [X 45 5 7 4= Notch3 82 14 50
T B IR R S AL Y T SR B, 5 IE R
HEUHLL, NSCLC B MZHET C/EBP B 1YFRIA S8 FHim o
C/EBP B 5 WEE1 Mizsia 8 F X4 & It 54 E A
LA 2 BRI AEFHIG WEEL B9 5%, DSk sham it
JEIRA G2/M 4, F 24 3E NSCLC 4 iz . wkah,
C/EBP B iR AT 45| NF-xB HIOCAF 5 (% sk , i 2 55 fili
TEANMAIETE . C/EBP B 1R NIRAE i e #2ik S Rg
B KL R ZS Ry IR DIA G o S I3 e K I E JE A A
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