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[ Abstract ] Cancer stem cells (CSCs) are emerging as a hot topic for cancer research. Lung CSCs share many char-
acteristics with normal lung stem cells (SCs), including self-renewal and multi-potency for differentiation. Many molecular
markers expressed in various types of CSCs were also found in lung CSCs, such as CD133, CD44, aldehyde dehydrogenase
(ALDH) and ATP-binding cassette sub-family G member 2 (ABCG2). Similarly, proliferation and expansion of lung CSCs are
regulated not only by signal transduction pathways functioning in normal lung SCs, such as Notch, Hedgehog and Wnt path-
ways, but also by those acting in tumor cells, such as epidermal growth factor receptor (EGFR), signal transducer and activator
of transcription 3 (STAT3) and phosphatidylinositol 3 kinase (PI3K) pathways. As CSC plays an critical role in tumor recur-
rence, metastasis and drug-resistance, understanding the difference between lung CSCs and normal lung SCs, identifying and
targeting CSC markers or related signaling pathways may increase the efficacy of therapy on lung cancer and improved survival
of lung cancer patients.
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REJTT R ImPARAE S 200 2B, ALDHI1ALRY A it £
FHIBUE A RLAISERY, 201248, ALDH-VR N7 9 A i
PSRRI BLAN, I H R Gefitinib (EGFRS 2L
PR Ry S IR ) ) BT 257 S ALDH1A1R R IA Fi
AP,

4.4 ABCG2 ABCG2J Vi TIEH AL, 7ETdiffirh 2
m#%iA . ABCG2EELEMIBEA M, feffHoechst 333421
B AL, 3% P ABC G2 L BE S a4 i Aot 2451
BX RTE—ifE . ABCG27E Jifi 8 4 e v i 775 2 SR Pl B 5 % ot
HF-SpIAISp3 A 56, PN & LALS & FIABCG2IWE 31
X1, fiE #EABCG21%E % . FIABCG2iil ¥ Mithramycin
A (REBH 1-Sp1l 5 ABCG2 I\ E s SR Bh X 454 ) Mb A 54941
JiL, ATAEAEE A AL/, R RE ST R R, FEE T 25
MUY 1 e 0 PR AR 0% e 45 0y Ak L 9 400 ]
FABCG2 ) /% 57 FADR , SpIFINTf2 (4335 3 iR, 7]
U, WS e it P 4 D AL AT g2 3l 4 I ABC G2k
IRASZELRY Y,

4.5 CDI33FIALDH — 53T %6t 205 41 E /1N 2 e ik 9 £
F RIS 2 B, TR TR S5 R0 a0 H L ALDH 1A LA
CD1333LFR KM G, BE IO AAF DA TG R i
K. X445 FUBALDH1ALFICD133 M B R 7E—ie, HHL
FAA Tt — I 2387

4.6 CD44FIALDH I AR iliJ8 £ 5 A J5 41 2 sl 4 M s
PR o A0, R T IRARE FR (381-54%) , &3 m] 3k
f3CD44/ALDH (XU ) WARANM . AHXHFHAB A, X
TEAR M A T 1 A 56 T R D) B2 EMIT AR 658 S IR T 22 3k 1
B R XS SR =T RS RE T, At R R AR

00000
www.lungca.org



* 636 - rp ) i R 2015 4E 10 H S 18 A 100l

Chin J Lung Cancer, October 20185, Vol.18, No.10

G, /MY, I HA s ) BomtE . FiHedgehogiil #% 4
s F GLILRY |5 Cyclopamine,, B Notchif f% %% 55 K+
HES1AJII7IR04929097, 14158 2 # /> CD44/ALDH (XX
i) EHFANL A £ H o FHEGFRIN I Gefitinibib HEAR 23
FHCD44/ALDH (W) AMIE HIG I, X Ui, CD44/
ALDH OBy 4 A B2k {4 HALDHAHIDEAB,
)RR C D445, ATHE AL XS Gefitinib ) BB,
FET R A TP A DG JE R A 23k o 7 I DR il 9 2R
CD44/ALDH & 5 5 IO A A7 R IR AR S M 560 X
BegE IR, CD44f1ALDH SR A 7E e FR AT 1k (4
T L R e AR A K 24V TR AR, AL AT R
JE:[R)B A 8l T Hedgehog AN otchi .

4.7 CD166 It i, TR/ N i i des JR B AR A,
2T CD166 7] & 4L fififis T4 . CD166 BH: 24t A #Hf Al fifi it
FREUE . 2R A H 2R / 22 2 R AR AR i s,
XU IS R A A R R I L S H 2R / 22 1R
AR A AR — 2T Rad, M T 4 Aac,
CD166 H it A 158 1z A,

4.8 Sox2FIOct4 Sox2FOct4 a4 IR G T 4 [ & 58
A SRR T AT ISR S B, 76 /N i il 8 e 2
MILHLREA T, Sox2 FIOct4{LFRIKTERAM ML N, TTESE
FHURRIE . Oct4l iR 25 5 AR/ NI 98 1 I 43 AL FR
JaAR BBAG, I, Sox2F1Oct4 A BN/ N il
R BRI W PR ICBORY TR RR .

S FbE TR IRENIE

5.1 Notchifi % FEWFFEIbI 7 2L oE A bR,
AV 0055 T Ak 4 i 98 4 i H4 6 O FTH 6 61 41 L, 4 i 355 |3
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