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Abstract ; [ Objective |To investigate the expression of HGF ,c-Met, p-Met in non-small cell cancer
(NSCLC) and their relation to the expression of epidermal growth factor receptor (EGFR). [Methods ]
The expressions of the HGF,c-Met and p-Met were detected by immunohistochemistry in 100 tis-
sue specimens of NSCLC. The results of EGFR expression was taken from pathological reports.
[Results ] The positive expression rates of HGF,c-Met and p-Met were 64% ,47% and 3% ,re-

spectively. No correlation was found in the expression of HGEF and c-Met with smoking status,
age, gender, clinical stage ,degree of pathological differentiation or histological type(P>0.05). Posi-
tive p-Met was only observed in adenocacinoma patients with EGFR mutation and strongly ex-

pressed HGF. The expression of c-Met and HGF was not correlated with EGFR expression. [ Con-
clusion] This study has not showed the correlation of HGF and c¢-Met expression with clinico-
pathological features of NSCLC patients,but shown an association of p-Met expression with
EGFR-mutated lung adenocacinoma.

Subject words: HGF ; c-Met ;non-small cell lung cancer; EGFR

it 5 A6 T [ © 28 R A 3 MOAE T2 HESS 1 1Y
TR B e AR A kR S o AR
AMEARTT ZE C &R IR IR TT R B . IR AR
PR (TKD 2 gtk H TRY7 EGFR €728 58 ALK

E£TH:BxEAHF¥EL%ME (81260357 .81060188)

BRAEE . RaO#H, ECEH A EESH, F£, BEERRFHE
frdE E R Y X, 7 W R T WO R 715 (530021);
E-mail : xiangquns@163.com

Y5 B #1:2016-03-23; & @ H #§ :2016-06-07

Mg 2% 2016 4% 22 5% 11 #

=1 HE A 0191 3E /)N 48 i 88 (NSCLC) . £ NSCLC &
PR LA R B AR AL 45 c-Met ,KRAS ,NRAS BRAF
HER2 ,ROSI 5%, DAIX 658 KA A 5 i 76 T 8 i 2
HBEORIT AT e, H e-Met 5 H B K HGF
(hepatocyte growth factor) ¥ 5 & 3 T AT 3 1o i 22 Fif
W E A B AL R (R 5 28 BB 7
22, 5 kA R B VIA G IF 2 5 g B A= 1
B R IR & LA TKL 3397 19 EGFR

917



Journal of Chinese Oncology.2016,Vol.22,No.11

ZAF 1) NSCLC B v, Bt 25 5 HGF/c-Met i
SH A KB HGF/c-Met i % 5 % 145 HGF .c-Metid
Rk, c-Met 278 M e-Met {5504 18 114 HGF/c-
Met 3 #8015 A6 7 NSCLC FOHT A5 . c-Met &
K™ 38 4% I 52 5 EGFR-TKI it 25 41 5¢ , 1 HGF ,c-
Met i J& K i S o-Met JER (P38, BT LA 2
HIN K HGF \c-Met 2 JiE 3 35 Al BB /& EGFR-TKI
it 25 B AL 22— I A 2 R LA e-Met 19 3 FE
FIBMER c-Met § I A PIHR D, —2L HGF/c-Met
T FE S 7E HGF e-Met i B 36 15 19 & B
ARGF 7R ©, AR 5250 38 2ol FH 28 204k 77 =0
NSCLC H' HGF ,c-Met }2 p-Met (phosphorylated Met)
FEM BT, BERBHPE IR B 111 A B~
FRAE, R i% ABESR AL HGF/c-Met 41141 751 A9 4 4
FFRR LR IL S EGFR ik py Ak

1 #ABETE

1.1 IEERER

W 4E 2013 4 10 H = 2015 4 2 A7E) T EFR
K B e bR s B R U0 BR 0 2 P 2 R
NSCLC 1 7 I £ 3 4F vk R A A

FH P 200 > S o 43 Gk 7 B A R R A b
YA Y E 53 2 <6% K 0 43 56%~25% K 1 53 526%~
50% K 2 43 351%~75% M 3 43 ;>75% K 4 43 ; FHAE 4N
LG s BE L PE R 0 4 s IR BT 1 70 s B s R
2 0kt 3 48, M RO I, 0~1 2h(-),2~3
IY N (+),4~5 58 H(++),6~T 53 M (+++), Hodre—"5E X
FBAME 4+ RSB e F e AR B p-
Met Z5 5 PP FIbRE . B4 EE T WA BH M 41 B 45 2%
A Bl IR 20 B 4 T 40 e >5% R SE SE A BE A
14 SitZsbiE

fii F SPSS16.0 #5473 # ,HGF .c-Met & EGFR
F IR 5 G R FE S 8] OC R BT Rk R 7 R 56 2
Fisher’s exact test,P<0.05 7R BB G5 X,
HGF .c-Met & EGFR Z [i] ¢ & {#i  Spearman #H ¢
Ko 56, 6 B AR E «=0.05,

2 #F R

2.1 HGF.c-Met .EGFR 7 NSCLC IR EER
HGF #£ NSCLC 7 3= 2 3% 35 1€ [ 988 40 it it Jo
BV B A DT TE , 7 H] 5T ] U0 55 K38 (Figure 1),

100 B, Herh@aE 20 B, ARAE
72 ), R 7 ), R A0 1
B i R 3 390 . 139 46 1), 11490
18 5, M4 25 4, IV 9 11 3],
] if e 4 B 747 EGFR f 2 40
AR ) 235

1.2 K #

Rabbit Anti-Met(c-Met) anti-
body(bs-0668R) ,Rabbit Anti-HGF
antibody (bs-1025R) Rabbit An-
ti-phospho-Met(Tyr1234) . —$i 4=
PERRC . bR =50 A 1
WA T, DAB WA AL
S A
1.3 SREHANLFTEMERAE
PR

i A 2 4 AL R o Sl R
HGF .c-Met il p-Met #E47 #5100
HGF .c-Met 45 3£ #% Fromowitz

HGF (++)

HGF(+)

HGF (+++)

Figure 1 Status of HGF
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Table 1 Expression of HGF,c-Met and EGFR in NSCLC and their relationship with clinical pathological features

o ) HGF c-Met EGFR
Clinical pathological features — . . . . .
Positive Negative P Positive Negative P Positive Negative P
Smoking satus
Smoking 31 16 0701 22 25 0.971 27 1 1.000
Non-smoking 33 20 25 28 28 1
Age(years)
=60 27 4 0.558 22 19 0.266 19 0 0.515
<60 37 22 25 34 36 2
Sex
Male 42 21 0,468 31 32 0.843 35 1 1.000
Female 22 15 16 21 20 1
Clinical stage
I 30 16 22 24 23 1
I 16 2 0.067 ? 8 0.859 ? ! 0.432
1 13 12 12 14 17 0
v 5 6 4 7 6 0
Degree of differentiation
Low differentiation 19 15 0.339 14 20 0126 18 0 0.538
High differentiation 40 20 30 30 32 2
Histological types
Adenocarcmom.a 48 24 0.259 32 40 0,403 45 2 1.000
Squamous carcinoma 11 9 11 9 4 0
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Table 2 Correlation between expression of HGF and c-Met
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Table 3 Correlation between HGF ,c-Met expression and EGFR expression
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Table 4 Clinical pathological features of p-Met positive patients

dziuszko 2RI FTIESZHGE
AL FEIE 5 R i rh Rk

Differentiation degree ~ Stage  Histological types HGF  c¢-Met EGFR EGFR mutation Z B 5T 45 S B B
High differentiation v Adenocarcinoma ++ ++ +++ + HGF .c-Met HJ 3 ik 5 M50 .
Mid-differentiation ITA  Adenocarcinoma +++ +++  No test + SRS W HEARAS I PR AN T
High differentiation 1B Adenocarcinoma ++ + +
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