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Functional analysis of amplification and overexpression of c-Met

WFZeR oS (i) : EGFR. MET @ co-activation % =3 ifi s o —RERSFEET 5 =
EAZAE R L. i iark & R PEI G OB s 73BT — # > T, BisTR2E

(EGFR,METHER2 D45, #§iF) & FEOHI « REEEFREL X — v FAHE=
Y7 & ORI AN FRIME 2 H 5B ETHITE 5 TTF-1,CK7,MUC1 O3B IS < 4%
R L7~ (Matsubara et al, Am J Pathol, 2010),
MFERRRE OB EE (3537) : We have demonstrated that the 40 cell lines could be classified into
two groups: Group | (n=22) characterized by (1) high expressions of TTF-1, MUC1,and CK?7,
(2) high phosphorylation of EGFR and MET, (3) frequent mutation or amplification of
EGFR, MET and HERZ2, (4) high expressions of E-cadherin, HER3, MET, u-PA, Cox-2, and
laminin y 2 and (5) sensitivity to gefitinib and resistance to cisplatin; Group Il (n=18)

characterized by (1) triple-negative for TTF-1, MUC1 and CKZ7,

(2) no or a little

phosphorylation of EGFR and MET, (3) no mutation or amplification of EGFR, MET and
HER2, (4) high expressions of FGFR1, vimentin and TCF8 and (5) resistance to gefitinib
and sensitivity to cisplatin (Matsubara et al, Am J Pathol, 2010) .
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it S IR 40 Bk A T DSNP 7 LA fig
Wro ALV vy —2 0 A2 K5 MET 8
&, MET 28 %% EGFR HY0E, EGFR 8%, KRAS
78 ¥ HER2 HiWE, HER2 28573 U9 Foltin 1
BE OB, QA4 YV IAXI LAF KT LA
W2 K DB TRBUENT, @U-AHZ 7 H
v MEIZXDKELBTOH X T LLdD
FEEL . 72 5 TNZ, EGFR, MET @V »Eg{bod
BatE1T o7,

4. WFFERRE

Fex %, F£9. EGFR, MET D& (s 1%,
T PEAR T DU 7= i R R A B o> 43 HE
(Groupl, Group2) ##E&MB L=, T72bb,
Groupl |35 B2 |2 MET, EGFR, HER2 D& {5 T
Fu (BHE #EME) & MET, EGFR & iEM:
{bZrL. 4fb~—H—TTF-1, MUC1, CK7
Bl L, IR, B, BE e LT
¥ L 7~ MET, HER3, E-cadherin, u-PA,
COX-2, laminin gamma2 DI E D> T,
—7J5. Group2 (n=18) I% MET, EGFR, HER2 D&
{57 Fg 3 73 < O MET, EGER OEMAL L~
HAE L . TTF-1, MUCL, CK7 72 & D43k~ —
F—DFEHILL < MET, HER3, E-cadherin,
u-PA, COX-2, laminin gamma2 72 & O
T, BEGH, #5570 IR Lo B s 0%
HHE<, LA L, vimentin, FGFR1, ZEB1
72 & EMT RS F DB E o T KRS
HOZL MW ERIET 272012, il iE 5]
442 BIOBIG R T a7 7 A NVT —H
(Nat Med 2008) % FHV>, Groupl, 2 |ZHF#
728G L - CTO T AX—ffT 21T -
72 & 2 A, IEEAES] 442 11X, HIRARKEIAS
Groupl, 2 BEIZ/pFESINTZ, S BHIT 1 EEIC
% u-PA, COX-2, laminin C2 7% £ i2jpgE
BAR 0N R PR BL O BT (1A) & Z4uLh
SO (1B) 23588 HuiL7=, GrouplB, 2
BRI GrouplA BE L 0 &, BEEZE OEIE NG
<, MR METH Y THRARTH
ST, WRLFIREORE Y% 4 i L
7o 2 A, IRBRILFEREIEIC L D PR odE
fEAE, Group2 BED RO Hiviz, Z D
fERABE 2 T, B HIRuRK C 3EAI Rz M
st L= & 2 A, Group2 I Groupl 12k
~C Paclitaxel. Cisplatin (Zx} U2
ZoRrT—F. Gefitinib (2% LIEHIMEE T
L7=, KRAS ZZ¥1% Groupl. Group2 i JFiZ
OO, HAWZ &1, KRAS R %4
A4 2% Group2 OHIFEEIL, KRAS £ A4
9% Groupl O MA@ ERIZ X TH .
Cisplatin 2% L T =Z M %2 &~ L,
Gefitinib Zxt L CpitEE R~ L7-, LI E
DFERE LV Forx DL HEITNIE DT .
HAFEZMEZ THT 222 THEHATHS Z
LR RENT- (Matsubara et al, Am J
Pathol, 2010) .
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