KXc—19

FEZMREDRERX FREARERNE) ARAREESE
WRE 24 4 5 A 1 HEBUE

HERES : 82713

HEIER : EFHE B)

Z2EART - 2010 ~ 2011

EEEE 22790367

MEFER (F1X) FhAREOERBRIL % CT=H DIRE

MERES (FEX)

MERKE EAR #47 (SAKUMA YUJD)
AR ITBCE AN BRI IRRHEE aRINBINAE Y2 — (BREKRARRD -
NADFREZE - BIFEE
MEEES : 10364514

MR OMEEL (F130) @ EGFR & n 125 B G M A AR I, 528 5% Tl EGFR PR HK %t
L Rz & 7R LS IC apoptosis IZHE2 D%t L, i@ O BIEE 35 THERF S U254
Z ORI FEBLT % EGFR O A .Y ERLIXIFEEREE & [RIERIZ EGFR FHEZRIC X 0 S22 i
INDITH b 5T EGFR FLESKICH R Tt 2~ 9 2 & 2 M UTe, EGFRIER 125215
PED i B D U o _EER R A MR LToRER, BRI E T DA T, Mg g &
B L QO Th, IRENICTERRE L QT RIBRICE BAY EGRR & H 2 %8l L T e, LU EDFEER
FEFL S EGFR FLESRITAMRNICB O TiE, FRCHRE PIZTREE LT EGFR W& An 25 S5 i A
M2 X 0 S RANCHIBE S5 2 LRI ST,

WFZER R O EE (330) : FGFR-mutant lung adenocarcinoma cells in suspension culture system
undergo massive apoptosis by treatment with EGFR tyrosine kinase inhibitors (TKIs). On
the other hand, FEGFA-mutant cells in monolayer culture system are much more resistant
to EGFR TIKs—induced apoptosis than suspended tumor cells, although the phosphorylation
of EGFR expressed in EGFR-mutant cells is completely suppressed in either culture

condition. Also intrasinus floating tumor cells in metastasis—positive lymph nodes from
EGFR-mutant lung adenocarcinoma patients expressed mutant specific EGFR in the same way
as extracellular matrix adhesive tumor cells. These findings suggest that the tumor cells

floating in vessels would be highly susceptible to EGFR TKIs
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