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CDI33 " 4ififg EGFR K& [K ¥4 4 HF A= 4, 6 {51 £ b CD133 " I CD133~ 41l EGFR K& [H A AR [F] iy UM 8 ) o &
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cell lung cancer

Jiang Juan' , Yi Tingwul , Zhang Yu' , Lan Jie' , Lu You'? (' Department of Thoracic Oncology, Cancer Center, *State Key Labora-
tory of Biotherapy, West China Hospital, Sichuan University, Chengdu, Sichuan Province, 610041, China)

[ Abstract | Objective To investigate the genetic status of epidermal growth factor receptor (EGFR)
in cancer stem cells (CSCs) and non-cancer stem cells from non-small cell lung cancer (NSCLC). Methods
Thirty-five NSCLC surgical fresh specimens were collected in our department and the Second Peoples’ Hospital
of Sichuan Province from June 2010 to August 2011. CD133-positive cells and CD133-negative cells were sorted
by flow cytometry after CD133 staining. Amplification refractory mutation system ( ARMS) was employed to de-
tect the presence of EGFR mutations in the 2 types of cells. The correlation of the EGFR mutations in different
cells was analyzed. Results CD133-positive cells were detected in all collected specimens. The EGFR muta-
tion rate was 28.6% in CD133-positive cells, which was higher in adenocarcinomas than in squamous cell car-
cinomas (P <0.05). But there was no significant difference among different gender, age or smoking history
(P>0.05). The EGFR mutation rate was 42.9% in CD133-negative cells, which was higher in adenocarcino-
mas, and non- or slight-smokers (P <0.05). There was no significant difference between different gender, or
age (P >0.05). There were 11 specimens out of 35 which had EGFR gene heterogeneity in both CD133-posi-
tive cells and CD133-negative cells (11/35, 31.4% ). The remaining 24 specimens had the same EGFR gene
status in both CD133-positive cells and CD133-negative cells (18 cases exhibited EGFR wild type in both
CD133-positive and -negative cells, and 6 cases displayed activating EGFR mutations regardless of CD133 ex-
pression). Conclusion There are EGFR genetic heterogeneity existing between CD133-positive cells and
CD133-negative cells in NSCLC.
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K, B FARZ AN ARG it B Ly B2, M
Bz, /NGy R 250 1 ) o S S e A A Ak iR
SRt 7T Ry O 1. Horh, MR R R AR KR T2 Ak
(‘epithelial growth factor receptor, EGFR) 28 AR Mk A5 1
NSCLC 4 #: % EGFR 1% 2 IR I i 410 1 %) ( EGFR
tyrosine kinase inhibitors, EGFR-TKIs) J&¥7 2328 H
(IR TR, TPASS B S /i, EGFR JE K 245 ¥y i
S 52 B8l TR AR JE (Tressa) 19 ZUH K
71.2% , 1] EGFR J:[A B Ak R 8 35 fiff H1 35 R Je 697
I T AL T AU (HR =2.85, P <0.01) , A 8L
1.19%" . I, R EGFR 3 548 R A5 5 2 51
REFR L #1117 EGFR-TKIs ya¥7 it it b 5% & W
T T g 200 T A7 A v R S B[] — s £ v, A
(DAL B AR TR M ) AN ) 4 U2 0
it 40 i =2 i), R DR ek A A k2 1] EGFR 2%
PRURSHBAETE R 25 5% BRI B T 3225 FARFR A 5
T e g 2H 2 1% 58 PR ARG O i 8 42 [ Bt NSCLC f&
HRHN I EGFR B[R 1B MRS . e far Al al
I8 200 Jif A6 T EGFR Ak P 58 742 i3 1 5 ¢ EGFR-TKIs
1Y 2L, 2 E iR Rs i e i 1) R

1959 4 Makino 45 15 YCH2 H b9 -1 40 Jf 27 3, 1%
UGN T L A — 28 5 D R R S A A
A, HAT SR B 1 | H Fe SRR J1  JCBR G 5 DL K
Z 1] 53 AU RE , -2 B RO T T 52, R R e
T, IR T A LB A R R A e R T RS Y
EB R N, R A & S 25 AR VR Eramo
TR R FE /N (SCLC) F1 NSCLC Hh [
FEFFLEIXRE R J3 A 40 LS 3, 3 1 240 Pt EL A oo 1
2 e, 200 i R TR AR M R 0K CD133 BT, BliA
gl b R O

R A e 1 400 2 5, i s o e 1 4 S B
TR A R GRITHRBTAAR AR SR DRI A i
ST 40 LY EGFR B RUARZS X EGFR-TKIs 257 2.
(s =S (1)1l 1 Vi ONEIE S 7 RE R 7/ o i i A N
bR T4 SR R T AR MU AE EGFR BEPDIRES [ A7
TE25 ki EGFR-TKIs By 3E £ A7 2L, H A i >
WARSCHE . AHFFEUCLE 35 fi] NSCLC FARFRA, R

FH = 40 AU S e 2 B CD133 "/~ 4 i, 43 i 4% il
HEGFR JERLRZS , #R1F NSCLC B + 240 g Y EGFR
FEPPIR X EGFR-TKIs Jr R4 (¥ 7E S0

1 #REHE

1.1 Rt %

ARWFITLAEVE BE BEAS T 22 5L 2 b, Ui 4E 2010 4E 6 H &
2011 45 8 HAEY)IIA8 i ag B e M SR B U 1K 2 4 7 5 B ik
HMERAR RSk NSCLC 8 J& [ 4 B i) 357 fef T AR A A 38 491,
LU HAFAE VG IR g 550U 1] 45 g P g 5 BB HE B Fa i 41
Y 128 NSCLC 35 3], I B o Hopg #R2$ AU, 35 5] NSCLC
BE YRR R Lotk 9 B, 531k 26 )5 A WK o 21
i), T AR R (<400 S2/4F) 35 14 () 4R 4% 38 ~72 %, s
AEWY 57.7 %, IRERLH L2 A S B 2004 4F WHO il E PR
BUEhRiE B 22 ), 898 13 B, A B E R AT A 2
B BRST T B TR R YT A8 T ARG I A E TR
2E
1.2 AL BN F ik
12,1 Bl anag sk FTAEFRARTE 4 CHE Kz
7%, IS B i B R 5 A Lineage R S bR di & CD2 . CD3 .
CD64 I 4 41 A 35 [R) Bt S5 Bt & CD45 (BD /A #]) e s, —Hih
PECy7 bRicik M 3R 50 S N B 40, R Ykt 7-AAD fricdE A7 T
Y, HT-CD133 HrAk ( Abcam 23 7)) F e i (%) B 98 40 it fn
AR A3 4 M, SR FH 3 2 40 B A (FACSAria™ , BD /4 7)) 43
CD133 "/~ 4ilfid, FlowJo B4 HiZh 5t
1.2.2  FiZA< DNA fg32H0 SR TaKaRa DNA it &
(REZEYTRARAHF), £IE A CDI33* /™ 41l
DNA, $E 4% Ul B 5 E 41, 40 Y66 B 3 (3100pro 4, AB /4
A Kl P4 DNA 4l & &,

1.2.3 EGFR ZERF AN RASCAEE FR 5514
FHZE G 19§ 18 BH i 28 48 2R 4% (amplification refractory mutation
system, ARMS) % ( ADx_ARMS) ¥l EGFR #£[X %5 18 ~21 S-4p
BT FEAEAY 29 PHUE 548

1.3 %itg o

K HI SPSS 19. 0 Geit#k At , R H Fisher 5 £ 56 H 5 A [
PERI AW RIS A GBS ] EGFR 56 R 28748 1 25 5, JF
4387 CD133 "/~ 4ififi b EGFR HH 2874822 5%

2 HR

2.1 CDI133 ¢y kikfnirik

e 8 NSCLC #i ff F R b5 A< 35 4], B A A 7 o &6 il 5
CDI133 (¥FRik, CDI133 " 21 Mg Jir o5 Lt 51 249 4 0. 87% (0. 1% ~
6.0%), WH1,



%34 B4 20 1 ¥O= K BE R ¥ ¥ OMR
J Third Mil Med Univ

2012 4£ 10 A 30 H

Vol. 34, No. 20
Oct. 30 2012 2041
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[l — R kL, A TE T ) — o kAR [ 38 4 A
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