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HER2 (human epidermal growth factor receptor type 2) Eix I OEWICEIT D LEEME L
polysomy17 D BIHEMEIZ-DUNT DISH (Dual color in situ hybridization) iE4 VN THET L7~
W T A, 1 OO TH IR L L ENHEIC L > THER2 5T DIREERC CEP17 (centromere
17) 2 =R R7e DIER 2B 5 SRR AL, 2L EOMERIMEICEE L TWna Al
BEPEDVRIZ E 7z, L L Bt & 5 ZRJERIS D 72 <kt Lomat B E Bbinsd, £7-)E
2 & > Tl polysomy17 23 HER2 I E ARG RN B A RT3 & #EJ X4, HER2 HIE HFIEIC DWW TH
BITIBED R L OBEEZ S FE X TR T IS THDLH EE XD,

WFZER R o 3E (JE32) : HER2 gene over—expression greatly affects breast cancer
prognosis and the trastuzumab treatment. The aim of this study was to clarify the
relationship between the heterogeneity of HER2 gene over—expression and polysomy 17
using DISH (Dual color in situ hybridization) method. In some cases, HER2 gene
expression status and centromere 17 copy number differed between invasive part and
intraductal part of breast cancer. This result suggests the possibility that the
difference involves in stromal invasion of cancer cells. It is thought that polysomy
17 occasionally influences HER2 status assessment, therefore the selecting the method
by which HER2 status is evaluated needs to be done in light of any relationships among
these factors and therapeutic effects of trastuzumab.
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receptor). PgR (progesterone receptor) .
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polysomy (Z-DU T3, HER2: 2+ Tl3 polysomy
NELBHBIDH—J7T HER2: 0/ 1+BERB X
OVHER2: 3+ Tl 7203 72 (p€0. 05) (K 1),
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WEHERI S B,
®@ AEOKETCIE HER2 Eis 7 HIE o4
& polysomy 17 O HBUZAHBIVEIZFR S Hit7e
Mol=, LU 1 DO ORI & 2LE
WIRZSE & C HER2 HEIRS> CEP17 @ = &' —%k
WE DIEBINBIE SN, ZORREIY .,
HER2 &1 -1 % 7213 CEP17 D51 AS 2L 41
NEHET S TR o 72, HHVIE, 4]
LV 1 ooEEO fIz 2 FEELL o EEE
FEDMELE LZ O o> 1 Fl¥H D JEIEE AR A3 12
L7z, EWOH N E 2 bivsd, HER2 s+
HBLDOLAENE L polysomy 17 & DB B 72 B
FEPEIXH B NS o TWR NS, TR & 2L
BNIRZS T T HER2, CEP17 OFBIRER. D
ERHDZ L. b EOMEIRMEIZE
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RES® CEP17 =t B —JM B2 D IERI D3 A 540,
JESOSEEN A LTz, LML, EREo &
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