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WE.BH  HitE ) @m it E (NSCLC) ¥ £ & s e 48 (EMT) 5 &k 4 ¥ B F %4k (EGFR) #4948
XM, FE SRS (EnVision)Aam] 78 #1821 NSCLC 2848 F» 16 47 £ A28 47 ¥ 49 EGFR.E- 4546
% (E-cadherin)#=3% % & (Vimentin ) 4§ £ i% . EGFR 18 ~21 59 2 F & 4845 5 5 (PCR) ¥ 3 B B 5, 45
B 78 #] NSCLC ¥, EGFR.E—cadherin #= Vimentin #& NSCLC ¥ '/ & i& % 4 %] 4 61.5%(48/78).43.6%
(34/78)#= 56.4%(44/78) ,EGFR A B % % & 54 24.4%(19/78), EF 404 PP, EGFR A M4 EMT L A &
#%(67.8% vs 21.1%),EGFR & & 5 EMT £ E48% 1 (r=0.236, P=0.037). %41t E-cadherin A& 43 % %
% EGFR i 343 5 & 18 3% 7T AR 3 EMT 898 £
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Relationship between EGFR and EMT in advanced
non-small cell lung cancer

Chun-xiang Chai*, Xiao-min Wang? Wen-jun Guo? Yong-hong Sun?
(1. Medical Department, 2. Department of Pathology, the Affilited Hospital of
Weifang Medical University, Weifang, Shandong 261000, China)

Abstract: Objective To investigate the relationship of epithelial-mesenchymal transition (EMT) and epi-
dermal growth factor receptor (EGFR) in non-small cell lung cancer (NSCLC). Methods Immunohistochemistry
(EnVision method) was used to detect the expressions of EGFR, E-cadherin and vimentin. Exons 18-21 of
EGFR were detected by PCR and gene sequencing. Results The positive expression rate of EGFR, E-cad-
herin and vimentin was 61.5% (48/78), 43.6% (34/78), 56.4% (44/78) respectively in the 78 cases of NSCLC;
while they were not expressed in the normal group. The mutation rate of EGFR gene was 24.4% (19/78) in
the NSCLC group. The incidence of EMT was higher in the EGFR wild-type group than in the mutation
group (67.8% vs 21.1%). There was a positive correlation between EGFR protein expression and EMT (r= 0.236,
P=0.037). Conclusions Lost E-cadherin and EGFR signaling pathways could promote the formation of EMT.

Keywords: non-small cell lung cancer; epithelial-mesenchymal transition; epidermal growth factor receptor

HE /N 40 Mo il %5 (non-small cell lung cancer,  —, BFSEFEHA, | Bz 40 A H] J5i % ) (epithelial -mes-
NSCLC) & H R WA AP A AL TR, B3 enchymal transition, EMT )7 i 40 fitg 2 28 5 it i
NSCLC &3 &AM LS8 b #e IRy T RO el HEAEM L EMT W AkA S ZF/E M 0+ AE 5%
JERFE . MBI RZE R MR RN R REMEA O, DL E- 8555 %K (E-cadherin ) RAE I f 7
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S, A - WU/ N AR B b B AR B 1) B R NSR B A 1K B 7 S2 A ARG I S HAR A 7

TR AR Yt 2k DA S 2 1 (Vimentin ) 6 AiE 8] 5 B4
TEPREE T ARAS ) R E . R AERKE 24K
(epidermal growth factor receptor, EGFR) /- S:H015 %
& % 7E NSCLC (BIFFE e ], TR P AR
D R B8 w3 o7 i AN BT 2 A AT o AR S5
XiF 78 1l A& A= B B 4 1 1) NSCLC £ 35 firb 97 2H 21
EGFR 47 3R /7 , E-cadherin . Vimentin 1 EGFR
AT R A SRR, oA 3 3 TR I I
NSCLC Hh il AR L S NTEBK R

1 #ABEFIE

— R &Y
VEHL 2010 4F 1 A -2013 4F 1 J 16Dy B2 4B
B = B A 7 2 ) S A8 B 0 A R NSCLC £
HH IR KRG 2009 4E55-E R iR TNM 43
IIbRUE, 78 B35 Im R 3o IV 3] (Rl B ik L 4
WCALEERS ) . o, B 54 5], Lotk 24 ) 4R IS <60
% 30 1], =60 % 48 f4i, F-¥5 62.5 % ; A WML B2 52
i, JCWE AR S 26 5] ; il 57 41, e 21 B, 1EH
IZHZUbRAS 16 B7E J % A4 o
1.2 FHik

¥ NSCLC AHLUTA IR 4pm JEEEY) A, I3
AR - PHLL Y 5,32 (hematoxylin-eosin  staining, HE )
Yeth,
1.2.1 DNA # B F= R &84k B (polymerase chain
reaction, RT-PCR) A HEY] H Y DNA #EH. D%
5~10 4] A 10 000 r/minEs.C» 1 min, A 250ul
Buffer TL &4 A,90°CHFE 1 h. @ HHCE: 1 min,
12 000 r/min E5.> 2 min, B 45 W H 200 | 21808
RZE 1.5ml W4EEF B 1, A 20w | Omega Business
(B A K 20 mg/ml),55°C /K, 3L 7% i k..
@A 2501 Buffer BL T3 % 144k 0 A4 1,
A 4w BITUR, 70°CK IR AR MK T 10 min,  J[a] i
1T DNA W AL i £ . (DDNA W Bfb A patifh, vk
JBRVRA IEER 2 R K BREAE 2 2287 A JC I Eppen-
dorf 4 1, i A 70°C Fil# A4 Elution Buffer , &t & >
3 'min, 12 000 r/min &5.0> 2 min, XH4ZELA DNA $EFT
% E . PCR 1Y EGFR 18 ~ 21 SAMEF. ¥
PCR F=#i%k 2 K% 5 A4 TREA BRA w217
P, R0 8 SR 5 1 JE R R S A 7 EE X 28T
122 %EzwAus(EnVision)k  HHIBEE K,
prlsfe 2 B, 3% in—4$t (EGFR E-cadherin \Vi-
mentin),37°C X5 # 48 W & 45 min, % = Bt

11

(K5007), — 2 AL B 7K % ( Diaminobenzidine , DAB ) i
o, IR R EZ Y, 1% RIRE 4k, A RIK Sl it
K B, R B dF 1 BH A BECSR b s A2
A YR PR BISRAE A B A, BT R #
R £h 2% 75 Wk (phosphate  buffer saline, PBS )& 1t
—Pio FIEETT I BHME b 240 MY B o e 0k, B
PRI 4, E-cadherin.Vimentin F1 EGFR [ %
OTELAM AN [ BOANMSR . AR s L (R B N A i
B I T Y T o, FHE 0 BT 531 IR0
g7, BRI e 1] <25%4 1 43, FHPEZN At He 5] 25% ~
50%:4 2 43, BAVEZ A A5 51% ~ 75% 4 3 41, B
YL LL B >75% K 4 43 ARG CRE B P4k« R
YGOSR 0 43 IR B 10 AR 00 247, b
Wk 3 4 LRI RN R A e 20 e e 2L € 0T
g3, 41 0 4 R EE(=), 1 ~ 2 43 R85 FHYE(+),3 ~ 6
Oy HBEPE(++),7 ~ 12 50 Msm B (+++ )
1.3 HHEFHE

RHI SPSS 17.0 Geit A TEE 73BT, R 1L
B xR, 1<T<5 B}, R R IE A = AH G HE 4
B>k H Spearman AH G4 434, P <0.05 h 25 S5 48 it

2 &R

2.1 EGFR.E-cadherin 1 Vimentin £ NSCLC
HLAFRHRIE

78 i) NSCLC & 7 i [H 28 42 % O 24.4%
(19/78). EGFR .E-cadherin Fl Vimentin FHEF k3%
4y %k 61.5% (48/78).43.6% (34/78) Fl 56.4%
(44178),78 1l E 1) EMT kA= %k 56.4%.,16 14| 1F
W itiZl 4! EGFR .E-cadherin F1 Vimentin B, I
K 1~8Ff1k 1,
2.2 NSCLC HZd EGFRfIEMTHIRIZRHE
Il PR F E = RO HE R 1

78 5] NSCLC F3 1, litiE EGFR £ 245 %
T4 (50% vs 0%) , MBIk, 25 A5t E
X (P<0.05), EGFR 5K 575 5 4F 1%y 1 1] S W A £
JeK(P>0.05). 4 EGFR BHPE KA (81%)
o T BRI B (54.4% ), 2B KG56 , 25 7 A Geit 2
B (P<0.05), 5 B BPEGN A B W R s 6 ¢
(P>0.05), W EMT ZA4AF (66.7%) & T &tk
(33.3%), & flisc ke, 22 A S22 L (P<0.05);
EMT & AR 54 SIS R WAl b K AR TE e (P >
0.05). W% 2,
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5 SMNEF 19 HEEKRRT
(DelL747-S752 ) IE [l FF E

BT AT T QAT T TR E T T T ITTTCE T T TOAT T CCTTIGATAGG

1 E-cadherin #£ NSCLC Bhy £ B f& Fn 40 B 3% oh K%
(EnVision x 200)

6 INBF 19 ZaERskDE
(DelL747-S752 )Jil‘ﬁlﬂﬂll%‘

BTCh B ATCEC IO ATTTTRGRGCOROGLCAbACTROETORET

WWMMMW

E7 SNEF 21 858 HHFLHAHRTT
(CTG>CGG ) IEENFE

i £k e RCAGTTTROCCC G CCA A A ATOTATGRTCTTIOAC
& 3 Vimentin Z£ NSCLC BhE 4R 3 th R ik I |1
(EnVision x 200) } Nw
ke RO E8 SETF 21 858 BRFRAER
(CTG>CGG )= F &

2.3 EGFREREZE 5HEH NSCLC 1 EMT # 48
X

Wi NSCLC FE7E EGFR JEH 2878 1 EMT &4
e T F(21.1%) W BAK T EGFR RKR7E 1) EMT k4=
4 E-cadherin A% (EnVision x 200) #R(67.8%), 2257 A i (P =0.000),

%<1 EGFE 1 EMT 7E¢H8 NSCLC RIEE AR PHRIE 4

NSCLC 4 78 19 59 48 30 34 48
0.036 0.001
IR 16 0 16 0 16 0.000 0 16
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S, A - WU/ N AR B b B AR B 1) B R NSR B A 1K B 7 S2 A ARG I S HAR A 7

K2 IKRFEFEZESKE NSCLC AL EGFE #1 EMT RiZp9MEXE  #)

. EGFR 3:H EGFR EMT
IRARERR R %k
= + PE = + PlE = + P1H
el
5 54 44 10 21 33 18 36
0.073 0.909 0.010
§/e 24 15 9 9 15 16 9
AR
=60 ¥ 48 37 11 19 29 23 25
0.712 0.800 0.601
<60 % 30 22 8 11 19 11 9
W A S
H 52 40 12 20 31 22 30
. 0.713 0.853 0.751
x 26 19 7 10 17 12 14
LA
s 57 38 19 26 31 27 30
0.002 0.033 0.273
B9 21 21 0 4 17 7 14

2.4 EGFR ZEHS5 NSCLC &1 EMT BytB% 14

Spearman Fk Fl A7 3¢ P4 4 #r 87~ , 78 5] i 3
NSCLC fHZH b 44 {31 %t EMT, Hirh 32 441 EGFR FH
PEFRIR, 12 ] EGFR BIPEZRIA ;34 ik &4 EMT 1y
i3] NSCLC 3 F,20 f5] EGFR FH ik, 14
EGFR Btk ik, X} EMT Fl EGFR Ay 3 R & ik
17 Spearman FHICHE T, 25 R SR P bR A AH 1
(r=0.236, P =0.037).

3 ifit

EMT J& I 5z 4 M e 5 J Bl 1] 5 4 A B4R FH ot
FEHR, R AR A S 0] A0 e MR B, LA
E-cadherin [H4: Vimentin 4 F4E | iz A9 DU
E-cadherin [ ¥ .Vimentin BH 4 & % 1iF 8] 5t %Y
Hazan 451323 , E-cadherin % Vimentin 4 g i 5% 40
3% YL (5 5 Western blot A% i 45 J A %5 4 19 — &L
e, R AU R S5 T LLRAE EMT RS EMT
() M 05 B 5 Sl A - e A ER B R,
I, AR S5 38 3 43 A EMT 5 EGFR HIAH G, 0145
BT ECFR G555 FRE 15T EMT HIE .

78 i) NSCLC & 1 EGFR J: R % 48 Rl
24.4%(19/78) , i T , 5 A g2 (P <
0.05), EGFR 5378 55 A e V3 J6 X (P >0.05)
PHGE , T ELN EGFR 8755k 19.2% ~ 33.3%%,
EGFR & FA7EVF 22 g vh ik 23K , 76 il (1) e ik 5
“} 53% ~ 69% , H 5 i i A= KRB REL AL B UIAH
KB FEA LG h  NSCLC 4141 EGFR & 1 BH %
IK# A 61.5%(48/68) , fitdi i) 75 EGFR BHE: A

AR T 95 H % (P <0.05), 55 F (M5 AR K
WA B2 TG, 5 Pastorino ZFPEGFR & [ 7 ik
FIR K A A i LS A TR

AHIE 5% R FH H 9% 2 24k 24 7 K NSCLC Hr
E-cadherin 1 Vimentin (1) 3 ik, BH K 43 5] N
43.6%7F11 56.4% ., AR, Tk EMT A4S T
7, 2594 G 2EE (P <0.05), F P34 SCik
il , E-cadherin 1 Vimentin 351k 5 B F 4R 1k
B LA K TNM 433 JE 560 (0 R A A
HiE— 1. E-cadherin il Vimentin (192635 245
B —EE . AL EMT )& 4%k 56.4%),
3¢ H 25 U5 S O S 5 O 1, 2B 8 4B 5 AR 5 T
SN NSCLC JE A, Mg & B, Uil
EMT 5 NSCLC Jifigg 2 i i A= I 4= 28 A Ak 55 7%
BRI . W — B UE ISR T b i 4 2
i Hr E-cadherin [l %423 2%, Vimentin ik
FHE7 20 RG] FAPRS BN 7 G, DT (i 2 Brigg 2 2 A=
EMT.

REMMIME S K F TS5 EMT 19 & 4 A
X, 4N HGF .EGF \VEGF %, 1] LIl i AN A 115 1%
SEBRIES &4 EMTEW Voon ZER T EMT i5 4
B Ao e A o & B S ECER 555 S
KA e, ARSLEGEE R B R, 78 4] NSCLC ZH 4!
EGFR #ik 5 EMT LA AHC(P<0.05) ., TEAAEIKF
- ,EGFR 1l E-cadherin Jt: [w] 47 75 T 41 g 6] (%) 2 %
/NifF, 5 B -catenin #Hi% . X4 EGFR 31k, 540A
SMAECRSS G, 2R B B E R KRR AL, 1
E-cadherin MALBh & H 22 L Es T ok, dMial iy
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BB R SR R & AR EMT . XB I 5 A5 &
P ,EGFR 75 #3241 NSCLC |z M E T ECGFR
KRGS B H (T7.7% vs 18.2%, P<0.05), AWF55 4%
BRI TF S AR B, A R, i NSCLC 7 7E
EGFR JEH 5875 () EMT &4 %K TJ& ECFR 3
KA EMT KA 3R (P<0.05), &5, EGFR %
A B AR I HA 3 015 5 % 515 EMT & 2E
(IBE 10855

ASLIGE] LLA5 Y, E-cadherin FEAKEE 430 5k
K EGFR i 5 5% 330 vl LR E EMT &4 A
iF, AR EGFR F1 EMT (19258 1148 ) T35 hr
i geg R RR B, S PR VA T B I At A R
fcHE . TN EMT B9 & 452 EGFR 3R 58748 520
ALY B RN B K e EMT, 1 B A4 U R 5 5 i
PR BT A AL, HAE DL A e it — 2D 5%

%
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