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WFTER RO EE (Fns0) : saygkllfikibs” & fluorescence in situ hybridization (FISH) %1~ C
475 BIOHHE AR LT-AEE, 51 HiiC HER2 M is Mg &2 £ - 7= fiin 238D, 21 #1(42%)
T DRI ARYE)—Th 72, Multiplex ligation-dependent probe amplification (MLPA) X
FISH T, HER2 & MYC O[] —EIGHIIEN COHE2S 8 iz, WL < MYC & FGFR2 7=
X EGFR O[RIEFEIENZNZE1 1 flicx bz, —J, HER2 & EGFR . HER2/FGFR2 ,
HER2/MET/FGFR2 O[] — N TR 72 2 i ECoMERZnZ2hn 7 61, 161, 1 BIZHLR
oo ZORERIE. BEICHT D, MLy TAEREEZIT O ECEETH D Eitm ST,

MRS OB EE (330) : By combined analysis of immunohistochemistry and fluorescence in situ
hybridization (FISH) on 475 formalin-fixed paraffin-embedded tissue, 51 gastric adenocarcinoma with
HER2-amplified cancer cells. The heterogeneity of HER2 amplification, if defined as the existence of
less than 50% of cancer cells positive for ERBB2 amplification, the 21 tumors (42%) would be
heterogeneous. The combined analysis of multiplex ligation-dependent probe amplification (MLPA)
and FISH revealed that, co-amplification in individual cells of HER2 and MYC were found in 8 tumors
and MYC/FGFR2, and MYC/EGFR in a case respectively. On the other hand, co-amplification of
HER2/EGFR in 7, HER2/FGFR2 in one tumor and HER2/MET/FGFR2 in a tumor, however the
respective genes were mutually exclusively amplified. In conclusion, the semi-comprehensive
information of amplification status of HER2 and other genes obtained by the combined study of MLPA
and FISH may be useful to plan individualized molecular target therapy against gastric cancers.
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