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7 F S B S R 2 ) — S MR, 1% 48 LT R &5 G AT VAT T+ BORH it IR VE 97 BURAME,
5 AN 20%~30%, Hh EEFER Y —RIMEA 5B ST k. E5EKH G, A7
IR A 2R T AR AE — /N RS 40 M (lung cancer stem cells, LCSCs), ‘EA1T2 Al M LAVA @A 8k i A<
JREA. A LCSCs (R I AH G () AW 2 e RS 5 3od %, DA JL LCSCs 5 3% ¢ - [8] 5 #% 4K, (epithelial-
mesenchymal transition, EMT) 2 [H] (] 9% &2 55 5 THIXT LSCSs HEAT45148
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Research advancement on biological characteristics of lung cancer stem cells
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Abstract: Lung cancer is a highly invasive type of cancer. Therapy effect of traditional treatment with surgery in
combination with chemoradiotherapy is not satisfying. Since lung cancer is easy to be metastasis and its recurrence
rate is high, the overall 5-year survival rate is only about 20%~30%. Struggling with lung cancer for a long time,
people realized the existence of lung cancer stem cells in lung cancer tissue, which is the major reason why lung
cancer is difficult to be cured and has high recurrence rate. The present review addresses aspects including the
finding of lung cancer stem cells, their relevant biological characteristics, signaling pathways and relationship with

epithelial-mesenchymal transition.
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i A A BRI B 2 —, R R A
KZAE B HATERRE, Mt R O H g %
PRI B AL 2K 2 B YR TS R R
B o PR E2¥e it 2 253 9 A/ 40 M it (non-small
cell lung cancer, NSCLC ; ZJ 5 80%) A1 /)N 4 fifa firf
J& (small cell lung cancer, SCLC ; £ /5 20%). JE/N4H
i fiti 95w S 651K 41 g & (squamous cell carcinoma,
SCC). [#J& (adenocarcinoma, AC). K4S (large
cell carcinoma, LCC) S5 20 2128 R, Jifideg (1) & 993 Jis [
AN, (HUCHE . HEETS g, SR RS
i PR R B AR DG o B RIS PRI R YA 97 K HL A
HMREFAR RN E AT NI EREIRTT, AR 80%

%) Jti e 191 £ B A 12 BT IS 2R 2 4b B R BIMLZ,
DAL SEE JRC A TT A v e A i e 1) = 08 9T T B SR,
HH T e A% G AT DL RO AN U, BT g
i 1 5 AR AR AN 10% i fa . IS Ap i A
Jif 983 T~ 4 Bt (cancer stem cells, CSCs) HF 5T [ 24 &2,
NI CSCs & Mg 16 97 R AR A L K], (Rl
FE it V0 7 O 7T, DUl 48 i (lung cancer
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stem cells, LCSCs) 1E ¥ &S 109697 T BLEA BT

e S il 5%
1 LCSCsty&I KX EFrE

NHEHAERAR BRBEE RS, RIFEE
BB 3 B AR T 248 Y (adult stem cells, ASCs), X 2K
ASCs 1E IE 15 LN AL TARIRIR A, HAENLE 2 2
5 B AL I AT LLJE B0 58T 0 AR P 0 S AR A gk
7185 . 5 ASCs 254Ll, CSCs Bt | BT k.
R 3% AACR %€ X, CSCs & Msh A 3 3 E Hr
RE 77 I Re 7= A S o v iR A L <M E i
CSCs il it AR PRI 3 2L, 77 A 5 ACA A M A4 o A
[5] F) CSCs A1 2H 12 Jih 988 K 38 43 1 3E B0Jed e 48 .
CSCs X — Pt s FLAE S Bk [ e EAR N A =42 5
JE A e AL S5 i e Ao

55— CSCs BN KI5 T Bonnet £ Dick™
£ L5 20 o 23 B ) — i CD34°CD38 [ I+
HfE, DERIX R IPHFSH M RD 522 /£ NOD/SCID /)
B PY EEEE EIE,  FF HIX A A mT DAAS W b £E
WEEBEEZA K. B, KEERZEHRIEE
F= A4 P B A IR (1) B 0 A HI BT CSCs 1 4 b i
AT 5 TAETF )R T CSCs I FL 7 %, BN i
S TR A T4 . CSCs B B 1IE % T4 i 3 3
SR AGRE S A, 3 BB U T i 254
NSRS . N T BB b AR 5T CSCs 1AW
FEME, FF2% CSCs A T/rik 5 %€ . CSCs Hy77ik
T AR AR FL BT A 1R S AR AR A kA8 A IR A
41 3% 3 R (fluorescence activated cell sorting, FACS)
B 4 P O 41 L 43 3% $2 R (magnetic activated cell
sorting, MACS) 477 AN[FE 2L 1) CSCs £
SRR EY FAFES o 2 5, LA AH R 2R AL iR (1)
CSCs fEr 4 W BEAEAE — & 4. LCSCs
V£ CSCs [—Fh, 51 Kim 25 P 7ER i HL 15 5
AN BRI B R B, ] B AR YR T SR b
T-#iMfl. LCSCs HA CSCs R H 7 Hetth, sk
MEUREYE. &M, WM. Puma SR, H
5HAmKA CSCs fEMR EVHIRIL FREE Z R, T
TR H A ARG A B AR AT ) 3
1.1 SPZE[E

LCSCs #5 & 4 1 W 7 6 U5 T 00 3 248 fY (side
population, SP) R (4RI AE. 1996 4, Goodell 2%
KA /I BRUCEE RO %2 31— 3 AT BLHE JF Hoechst
33342 B HYR L 4ERE, JRarda o SP 4. fE
XA, RFEIEFEMRT 2 —rEE R n]

HAFRG I RG. W B — 0 R I3 R
#5485 [ (breast cancer resistance protein, BCRP/ABCG2)
fe 5l SP R A HLH . ABCG2 J& T ABC ¥izs &
1 (ATP binding cassette transporter) Z %, J& 2505
JEEE, A48 NG %K EE RS2
LIV 5iZEAE S5, PO ATP /K A4 1)
REE N Ak . ABC #5312 2 1 5 IR 4R B i
Z A ARV DS, 5 — e h 2806
SR B H K. ABC ikt i N EE A P-
i 25 11 (P-glycoprotein, P-gp). % 24 it 2 1 % & 1
(multidrug resistance-associated protein, MRP)
ABCG2. X4t ABC ¥iz 8 H L T 40, 7wl LA
E VR Hoechst 33342, Rhodamine &z 25904 H
sk, 2007 4F, Ho % ™1 AN 6 Al A i 40 i ik
(H460. H23. HTB-58. A549. H441. H2170)
grif it SP Z4HM, LARE SP R A2 755 LCSCs AHK .
WEFC I, i SP 4R B A LLAlE SP 4 i 5 & 1
2 AN EURTE, JF HXMET 290 52, R
SP i fy AR = 1 N ki (human telomerase reverse
transcripatase, hTERT) 7% 14 A1 B AK 7K P 30/ G o4k
#4EFF 25 [ 7 (minichromosome maintenance protein 7,
MCM7) [f158ik . hTERT 3 {4 [+ s B vk 4l i B
A RGR I KA AR, 1T MCMT7 J2 20 i 3 58 (1) b5
WHEH, BARKN RIS SR E A T 78 S,
B Gy/G, 1. SEABLR &L xS i SP 4 Jfd i) i 52384
Shi %5 ' 7£ H460 41 s 2 o ) FET U7 240 i A 4 38
SP 40 M VAF, R I 2% 40 i VB A AR A B IR TR K
BIFAUMuER, £ NOD/SCID /Il A Py LA H 3 ) £
JARE S, RIS iZ SP L RE4H i % ik ABCG2 Al Hed-
gehog 155 5 38 % il 71 Smoothened #5 i 55 1 (Smo).
HI Smo F] 1 1] 77 5 2 i 4b P HA60 48 g FH Wy
Hedgehog i %, AT {# G, 40K hnT S #H4H s>,
X £ 7~ Hedgehog i #% 7t 25 LCSCs (1] SP 4H fiig b H
HEZEM. 7, SP UMK R g RiE
5 B-arrestinl f] % ik E % A5 7, B-arrestin ) 5 Y
WS 55 S, ST T Sre il 1305 S MAPK i
HH ERK HYEGE HA EZ/ER . B-arrestinl FJYTER
fii SP R AN ECE A ABCG2 [3RIA KIFFEAK, 1M
it 215 B-arrestinl M{EHE SP FAYAH 0 1774
1.2 CDI133[RME4aA

CD133 {E4 CSCs [ikr&EM, 1£— RIIAFER
R 43 2584, LA CD133 /£ LCSCs fr &
POIESE W R o Eramo %5 ™ Wi filed 41 2R A o
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Iy 15 3] CD133 BH A% (40 i, 12 40 i IV 3 AN AV ]
DAAA A B s 77 T R R, ELRT A2k CD133
FIPE4H L. 7E NOD/SCID /MR Sz Bor, H
THE 1 x 10° CD133 FHE 4RI AT $0%, 1 CD133
BAPE 40 B 1 < 10° thxf LSRR . X CD133 PH 1%
LCSCs it — Bt F K, X RYH ML T 40 i 4=
Ae kT OCT4, 1] OCT4 &2 5 4% ik G 40 i
(embryonics stem cells, ESCs) H & 5 i Fll 4 £ H 4
RetEm A E B K HF T2 —.

Hilbe 2 ) 5t 79 45l NSCLC Il b A B 55 K 50,
63 W br A< () CD133 BHAE 4N A b 5] BT, d kil ol
CD133 /E 4 NSCLC Mtr &M E A IHIKE X, H
NSCLC 1 CD133 [ £ 4H i nT 5 2 {ie it 89 ifiL 5 T
AR RE AR K R R K. {H LA CD133 4£ 4 LCSCs
(kR ERIRTIFAE— 4. T Wang %5 U0 £ fifi iz
YA F LC-42 3 ik Y CD133 ik Ak £ ik 1Y
SO BE, X SR GEH BEAE TERE T RAE ST BUR
AE 1 T G RE R IR TT T R A W& 2, B
Ay CD133 H A& LC-42 fifides 41 s & LCSCs K
PREM. Le 25 "0k, R4 CDI33 fHMEM NSCLC
Y05 CD133 4L, KB RS0 M,
Fm ik gitt, L& Z RefEEE ] Oct4. Nanog
S it 253 Kl MDR1 5 5 12014 /K7, (R PR AR 2
7 CD133 RIA /KPS B B AR R AF R S5 18
PRIF A MM, PRASBEAE ST TS $8 b
1.3 ALDHI1AM4HRE

1% B Z U 1 (aldehyde dehydrogenase 1, ALDH1)
J& T 2T Wl S, e e A B AR A A B
%, MBS ERZAREESHEREAER
. Chute 5 " % 31 ALDH1 7£ i I - 4f g ) 5
B Ak B B B AR . 7R BE S O T R B
ALDHI £ — & 5] CSCs H g £ ik, B 567E [ M
993 v A R 2 5 RNy 5 I CSCs ks 84 1,
b Ja 7E LR . AT SRR . 45w A% CSCs TR R
AR . T2l 78 R B, ALDH1 PHE
YNNI TERE 1) 122866 71k ALDHI B M40 5
5, LR P RO g iz = T ALDH B 48 (1 %
10° vs 1 x 100", R A2 56 51 R ¥ il Bor, 5
ALDHIAT BH 40 fo A bk, ALDH1AT BH 14 21 i %t
B ) B AR 25 3R B AR K TRl TS24k (epithelial growth
factor receptor, EGFR) [i% 2 iz i B 11 7] 7] (tyrosine
kinase inhibitor, TKI), #0175 3E% & LA #PHE ",

Alamgeer 2 " 7E 205 5] T #1 A J5 NSCLC 1 %
ALDHIAL 5 CD133 {5218 5 B3 Wl)E i o8 Rt 47

Tt fENFMEKZE, EIR ALDHIAL Tfjdk CD133
MEREWREBHFREILEREGFH P=
0.025), {H/&7F ALDHA1 5 CDI133 ¥ 5 ik [ &
HH, BERAGIRE, BIRELARRI SR
HSA RIS 1R E M.
1.4 XMLt Z5R9 20

TEITS V6 TT T, RS 25 i 2 2 it
BT R R 7 il 4H SV B S PR 1
“UNfutt2r” v, LCSCs 4b T XA & T . 1
JTE), Qe T LR SE A it iR, H T
LCSCs Hf5 ABCG2 %5 ABC B2 AKIRIS,
AJ LK Hoechst 55 58 4G9k LA K 2544k i ok, A
AT 2545 LCSCs B AR KR AE. WNIX fi%Z
FJa %, Levina 2 " FF] LCSCs XF4bJ7 254 it
2y Xt LCSCs BEAT 1 i MIs 4. B 2 AW LAY
R Va7 25, womee (Gl i B SR A
4, fff DNA #2245 %E, %38 DNA Zj68FpH 1k
Sl ). ZFRIWE (K DNA B, [HAS
RNA #3% ) MRFBIEE (20 & H1E S5 1 e e 8g 245
Y1, {EHT DNA ¥ 4b 7 1 B 1L, T8 2540 - 1§ -
DNA faE i 44, AT DNA 25 ) S6x)
i 955 40 P 52 HA60 fEARAMALEE 1 ], RINAFTE T oK
F4] R 24 fi 988 48 i (drug surviving cells, DSCs) B
LCSCs [ #2545 . DSCs mi#ik CD133, CDI117.
% B-catenin K 41 M 470 )5 A 4% 5% (K7~ SSEA-3,
TRA1-81, Oct-4, Ak ik 4l i /1 & 1 8/18 (cyto-
keratin 8/18, CK8/18). DSCs 1] LL7E & 4N % B 5
HER, IR AR TEH A L. SCID /R AR A
TR AT B v SO MR . DSCs 432 R /N B A= 1
Jed JIT 4 WA P LA AR R IR AT AR KR, 0l VEGF
bFGF. IL-6. IL-8. HGF. PDGF-BB. G-CSF Ll }%
SCGF-B 5572 HA60 $2H4 /)N 5= AE 1 g 73 il B AH O
T 2~3 5. Barr 25 " Fi| 411 4 22 NSCLC 41
il 2 A549. SKMES-1. MOR J% H460, Wi %252
ARG o B HEDTAE B A A 2 T 20 f s &4 J
% 7 - 18] J5i #; 4k (epithelial-mesenchymal transition,
EMT) #Hoebr MR RIE BTy, RIS, I Ak 5]
L) DNA #1598/0 . Freitas 28 " 54 45158 H 3 WL
IR 25 bk R AN 2 SR L B AN, wURmEE (N
R A BRI 24 ) H RS (UM BRZEHI 2 )
AErx NSCLC 5 dE® 6. e & (B
EGFR g Z B2 i B 40 )77 ), LAY i %, 3
A PR AR B 2Rl LCSCs R A IR PLan i, kN
IR V69T T BOR —Fh s SN T 40 B A RO
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1.5 CD44FH M 40RE

SR L CD44 £y LCSCs [ ¥5 254 (1 BF 58 %5
/>, B IFHE 2 B CD44 () NSCLC 41 fa it 2 A
CSCs [t B, B35 BA SR Ik M E 5 b
AN ML ER M BE ). B MIIG A AE ), DL K RIE
Oct4. Nanog fl Sox2 4§ Z Re L K55, H4h, 5
CD44 BT 4HMIAREG, CD44 BH M40 s AR 254y
29PN S . EE R, 1E 141 #IRJ5 NSCLC
HAFRAT, KK CDI33 [fmEiL, 1M CD44 %
L LR 50.4%.

FI I FE [F] 22 75 LCSCs 3 b 28470 116 it 8 41 i
Xf LCSCs # 47 W 78 7T RE BE 5 & . A % & Xt
ALDH #1 CD44 ¥/ %1% (ALDH"CD44") 1 fitiJe 21
MEAT 30T, R AN ) T 40 B 1 R A Y
7 T- ALDH"CD44"°, ALDH"CD44" . ALDH"CD44"
Fo Ay (40 pa e Y, ALDHMCD44"™ 41 s B A5 5
o I EUR P BT #K BT, 40 Hedgehog AT Notch
i % T B Ik ALDH"CD44" (941 i %, #0#) ALDH
f132 1% 5 CD44 i A% AT {ff ALDH"CD44™ 4 jfd 1)
T A DI R e TE R B IS4 IT 293G . AH LAY
I PR B4 2, 35k ALDHYCD44"™ (1) 41 i % &
HEHELEREFME, CDY0 /E4 LCSCs ks
LB IFIR D, BRIE AS49 5 HA46 41 il & A
Fe R B CD90" 4 il L A5 5 3% (1) LCSCs 454E *,
H IR R Ae A TR R R IA K P &, Wk
B 7E 2 HIEYE . {H 2013 4, Wang 25 M\ 20 4] J5
Rt AR AT MG IR R @ 7 15 MK
I e 40 L 2R, X ML 4H L R L 7 SCLC. LCC. SCC
AC %A, 4] & B CD44™'CD90" i B 41 Hg
#£ SCLC Al LCC " E. A LCSCs HIHFE, 1fi#E SCC
TR, CD44™" SF LA LCSCs ks .
1.6 EAuFREY

LCSCs 5 ESCs HA MU 5 2 Re 1 AH ¢ 1 2k
Rl 26i5, 40 Octd. Sox2. Nanog. SSEA4 Z5#E 5%
AT AL o 1K 4 22 B8 M AH G 38 DR HR 40 -5 e (1)
Wt B AR, WIrE 126 45 ilf A fil fig 6 4 2R
A, 91 Bl EoR Octd FHPE, H Octd 3RIA 5 B
(R TEI A A7 A TG Fa AR = Ui oe B9 ZE R M
ZH i, Sox2 A LA #F EGFR [ %%, i EGFR
(1) 80T HE— 25 R 3E Sox2 i KI5, B R IE & .
Sox2 i Al i i T P T3 K BCL2L1 RIA S
HALIT 23T, IR RIESE 2 7n, Sox2 5 NSCLC
B UG ZAH MR P 7E 163 il fifiJe I PR FE
AHJRIESE, Nanog I3 1K 7KF 55 & 2 1 8 7 4t

FEBE R oy A%, 7K1 Nanog (3R IA TR %
(¥ 105 B £E 38 45 NSCLC J il 7 rfv 3 4 i 1)
SSEA-4 RIAMEH A H &M E K E (6 1) FIEEM
FHRBET

KT LCSCs [ i br & H AT ES W, JU
H & SP4ifis. CDI33 4iifd. ALDH 4fiffd 2 [i] & 15
R —HAE, ez ERaES. HANSGR
A 1] 3% LA [R] S 284 f 401 B 2 [) AN S AH L
B, A [E) R RO A0 M B A, 40 Akunuru 25 P
R, Tovere M i 4 R A549 BN AL NSCLC
Y g o, SP 4 i AN EIE SP 48 g o CD133 48 g Eb 451
B R ZE R, CDA4 BH 4 Mo bb o [ AR A B3
ZE5t s A1k ALDH BH 20 o b 451 ER SR 72 A549 2 i
APEAREES, B7ENEANSCLC 41 g+ A
HH£ik# . 1 Singh 25 U 7E H1975 F1 H1650 41
MR KL, 4rikf) SP 41+ ALDH BH P40 B i b
Pl 5T 9E SP FHYEANAL (6~8 ). DAk, Tt
T4 R bR id A it — PRI A

2 HEFLCSCsHEREMWBXESERE

H AT 7R, 4ERF IR T4 B 3R B ae
FI)— (5 S E B AE CSCs AR E/K I RIE,
XA 53 PR R 25 IE R 2H Y 1 CSCs B AR BT
Re JJAERFIO B LG, X LA TR S E AT
Hedgehog. Notch. Wnt 555 5 #%. 57k, JEH
T FR H ¥ C (atypical protein kinase C iota, PKCr)
TR AU T 40> RUE T A R S 5E -+ B, X
S HE B Kras JRE)7H NSCLC (% 4 2 0 7% 1 2,
i, {E SCC IR FE it — P AESE PKCu X LCSCs
R e AT s PO Hoph iR (5 S E s, o
Pten {% 518 % . EGFR {5 5 1@ % . Raf-Ras {5 Fi# % .
PI3K-Akt {5 5 il . SCF/c-Kit {5 5 il . JE &
4% INK %%, 76 CSCs EWEirtt s B S
THEAROAE 5@ AH BAE A, W1 Notch {5 5 8% 5
Wt {55 5 % 2 8] B, Notch {5 5@ #% 5 Pten {55
B 2 8] B A AT 3R R R R 2 I T R 4
X G AF 5 30 PR 1 2K 1 AT BEAE AN [R] iRg 2 4 CSCs
A
2.1 Hedgehog{E S 1@

Hedgehog 15 *5 18 % il Hedgehog B {4 Fl 5 5 52
& Patched (Ptch) 1 Smoothened (Smo) [ 4% & 1M J
2y, IR R S R Gl & A (GLIL. GLI2,
GLI3) M, @5 Tt AL R ) F k. Smo
52 4 7 Hedgehog {5 5 1% 3% It &4 75 1), £ & Hed-



794 AR

6%

gehog MITE LN, Ptech 244 i@ i 4] Smo & HVEE,
X} Hedgehog 15 ‘5 #2472 HI1EH . 24 Hedgehog
454 3 Ptch J5, Smo HHEBEI, B NIEH Gli
R DR 1 A 5 o Gl B0, (1 BB R R L 45 Cyclin D
Cyclin E. Myc. Glil }z Ptch %, Hedgehog 15 5 7E
K ZAd R SARH 2R h R IETTER, AHAEAS [R] 41
A 2R FRIA,  HATHE SR S0 A5 5 @ B 1E
B EZ5RYRBRE, WA EKE, TEH
MK Z 5 T4 E. TR M.
FE MR R Rk #E vh, Hedgehog 15 53 i 1) 1
RTE— RHIH MR R A S BESE, WM& R R
B U SRS

SCLC 5 — &M 1k 1 1 28 A 73 s 3 7R Jif
Watkins & ™) 275078 Rk SO bR AR A B AE R
Il Hedgehog 15 5 18 B& 4 ) V2 Wis, #2457 SCLC
R 3N A7 7E Hedgehog 15 5 il 6 0% . I 27
TR A= PR oy A B i, — B R SR 1 Smo 21 1)
M7, wTLAE SCLC 41 Y 1) BU8 RE /1 K KRR
Park 25 P 78 5l 4 Rb1 HI Trp53 %5 A ) /) B SCLC
153 rh R 30 Hedgehog {5 5 #% AT 415 3 80, 146
A RF B2 14 1Y) Hedgehog {5 5 18 4% 3#3% 7] {8 SCLC 41
i ve B TP B RE J0 5 . 7F 1% SCLC 22 HH i Smo
Ja KKFEAR 7 SCLC By &9, 53 7ME F Smo [ 417
#1171 NVP-LDE225 #1j1#| Hedgehog {5 5 il % JL 4 X}
TR AT RORANME, (H AT DR L Hu g 1k iz )
Bk, #—4F W Hedgehog i % 78 #1 ] LCSCs (¥
i JeE B 4 7 TR HLA BB .
2.2 Notch{E 5B

Notch K] £ - /& 78 S i O L, R H DhRg
Sl 2 5| SR S 5% 1 11 % T BGER 11 (noteh) TS 44
WA YA 4 Fh Notch R [K, HEELRY, £
H H 5 4 Ay iz vk e 45 % . Noteh i fA& (DSL) 552
GG, Sk R A IR EE KRR, 430 B i
JRENHEIN T a- #%4LH§ (tumor necrosisi factor-a-conv-
erting enzyme, TACE) Fll y- 43 WA} (y-secretase) FTf
tho 23t U) %) 1 Notch 52 & g P 3 (notch intra-
cellular domain, NICD) #E A fifl 3% Jf- % # N 40 Bl #%
5#:5% [KF CSL (CBF1/RBP-Jk/Suppressor of Hairless/
LAG-1,CSL) &4, MIM#EE HES (hairy and enhancer
of split, HES). Myc. p21 %5 # 3& [K] 1) 27X . Notch
MRk RERE R, BYUESLS 2 R0 iR
FHOG, ARAEA [ 1 i 988 28 2 o A FH 20 AN 58 44 [
11 Notch £ S 29 it 788 A1 7L e Th OB (R 2EAE T, TiAE
B JER e v A R AR 4

Notch 52 4 ) 5 k8 St #H o<, (HAN R K
RYH il o Noteh HIZIEFF AH A, 7E NSCLC
171E Notchl. Notch2 & R Hesl W3Rk, 1MAE
SCLC HHIJL-PAE AR . £ Ras 98745 A i 5 441 At
o, 3 Ras-GTP A T4 S HPRA, SEUY
VMG S PSR T, ol RS M i) ok R N T e AR
T EIX 220 i+ Noteh 3l B TR B 0E,  AHRL ) 52 4k
Delta-1 tH&E Fif . #E—BHIWF 7TUERA, Notchl
JH I E B0 PR S B KT T pS3 B AR e v, H |
p53 i/ R TS, B Kras %555 NSCLC )
RAERAAEEER P,

88 Noteh 7E filiJig & A= h A EEAEH, (H
Notch 5 LCSCs f#F 58 H B4R iE %5 /> . Hassan 25 ©7)
A I Noteh ) GFP i &5 # AR W 7¢ & B, Notch GFP
FH 4 il i 68 40 B 79 LCSCs A R4 B & & T
Notch GFP B E41 . £ 443 ] i i & %, 89
1l B A7 Hes-1 1y 34 1) 838 I PR TS 2 3 8%
Sullivan %5 ** #F NSCLC IR r A+ & B ALDH1A1
AL, TMIXFE ALDH [HE )20 i Notch i 2%t 5
Kike FHy- 73 WEEHH7T B Notch3 ) shRNA 4t
HPRAN M J5, NSCLC H BA3 40 i ¢ £ () ALDH [
PR LE A OR T B, X S i) Noteh i % fe 48
6] 44 %E LCSCs, M4 NSCLC [ 97 B 5
. fENEJ5IE CSCs MREFE R I, y- 73 il
(Y 0 1) ) Ak 2R ) 5 R A B S, CD133 B P 4t
(R H B T % 1AL 80%, Horb SP AL K, fE
PR i B dE Rt 2k T BUR I . AR R IR TR
CSCs X T Notch i B 1] 7 AR A BUK .

1T Notch {5 58 #% /£ R K A= T 4E+F.
98 I A B A B B A S IR D e & T TH B A EE AR
., P R R Ia 7 i — DN E R . fE I
PRARES: 1, y- 73 T ) 470 1) 7] S 7S S L R T 7 X
R, EEEFRER Y, XA S R R O,
PRI 75 B — 2 SR S IRy S PR R k751
2.3 Wnt{ESi@EEg

Wt S AIAE SRR R A I, A R Y 2 A A
B, 5 SRR R G B AN AR 1 AR AR 3T Ak
HoR. EMFLPF, Wnt 8GR B A
M RGP EA 7 EEEM . Wnt {55
@R Wnt, 524K Frizzled & N iR & 14,
1 B-catenin, 25 J17 [l 5 1 S5 A B 1 (adenomatous
polyposiscoli, APC). ¥ 5 & /&1 3p (GSK-3p). Hl
A (axin) AL R T T 4L % N7 / bk B AR 38
5 [K] - (T cell transcription factor/lymphoid enhancer
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factor, TCF/LEF) %5, fEi% A Wnt {5 5}, B-catenin
5 GSK-3B EEW&, Bemim A T B, DRtk
U 5T B-catenin 3 A /K AR AK 5 10 24 Wnt AL & 5
Fizzled 24k 454 J5, B-catenin 5 GSK-3B E &)
B, AR R, AR ST AR B I e 4 M A
¥, SN T TCF/LEF 454, #HEmiES Fif
HEHER U c-Mye. Cyclin D1 ZEf{)3RIk .

Wt i % 5 fifi i 1 LCSCs 2 8] i) 5% RN %5
I, EAHCHME Tl g % 5 DL S A R P . 3 5
WA ER . W, W PR Wat (3L
ik ™, H Wnt {55 5% F Ik K NSCLC [ Tilf5 &
A& Y. ERIE NSCLC IIfi K b5 A o Wntl ()
HRIEEWEMER % (OR = 1. 834, P=0.032),
R, A BLAE A R NSCLC T 30 57 6 16 [H
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