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MR R OBEE (Fn30) : 10 FEEE O Ml Mark 2 AV C Ventana £E (Tucson, AZ) TBIF 7z
IGFIR-SISH {£&1T -7, HEEMIaE M-t 7 vy 7 AN S SISH 4 AV, IGFIR &
chromosome 15 & IZxFT 5 DNA 7' —7 ZAHRIEA ECg 7 U XA XS E, EEBIE T
O B DA % W FBEMREE L  TREAT L 7=, IGF1-R O = B —4hniZ 1. 12-7. 56 D& & 720 |
X TIL 2. 26 THHRAEIL 2. 11 Tho 7o, R R Cld = v —%A8 7. 56 & &%
AT EEBH LML,
WFZeR RO EE (3530) @ An experimental SISH probe designed by Ventana Medical Systems
(Tucson, AZ) was used to evaluate IGF1R gene copy number on 10 non-small-cell lung cancer
(NSCLC) cell lines. The mean number of IGF1R gene copies/nuclei per cell line was 2.26
(range: 1.12 - 7.56). The median copy number was 2. 11. Squamous cell carcinoma had 7. 56
copy number compared to non—SCC histologies. IGF1R gene copy number detected by SISH is
higher in Squamous cell carcinoma cell line than in other cell line of NSCLC.
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DTEMFEOESZ LD | FFENBEIE T DOR BE|ZH > TWD Z b, EGFR TR 5%
FAZ X DN S 7 F s TS0 M S TAEH ISR (EGFR-TKI: b7 BEBHIA 7 %
TRENCRE 575 5 T RE OB fE & L TRl KT v o F—8EEK) BRI
SINDIZE ST, ERIETHIK 152 2K (EGFR) IR ST, S0 FARIC S U TRV PRt
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Nz, L LAans, FilE, 77 A &
P FEMUEE 72 L B DR EDBERCIIRE
|2 EGFR-TKI DZhRNFEH LD Z & HE
S, INHHERFRICBT IS A ——
AT DFE R EGFR (&5 B OBGMER I W
ZENWE SN, — . BCKREEIZBIT S
INA A= — T —fEHT Tl EGFR i An 1 DR
(Bl o —HKoRE) & EGFR-TKI Oz
NERITHRBIRER RO H AL, W< DD K
FHERTITFEPZ FISH (Fluorescence in situ
hybridization) %% F\>C EGFR &5 HiME
DIEMT 24T > Tuv5, EGFR DS A 4R 0 K5
&L IR LSk D A T RIA - & L
T EGFR OEBERBUIMEEMEN 2o T2 DI
xt L. EGFR {5 7255 & FISH {512 X % EGFR
B FHREIZA EICHBEMEAZR S FE/ N
fiieE CRRICIRE) (20T 2 TR RIS\ C 28 70
~—Jd—& LTS STz, L2 L EGFR-TKI
DB 72 SEEAE N R A R T — 5T B DI
MAEBICIREERE S L CLEY L
HIRS BN TWD, HrOWFFETIE T790M
B AR, MET B2 R L 2 iR
FORENPEEL TWAZ EBHLMNIA
. MHEESHEE S L S o oh D, T
DOPERT & L THEE STV D D08 I6FIR
(f AV UEERREINT 1 ZFIK) THhD,
IGFIR 1T E @A D F o — Al
SRR TH Y EGFR [RIERICHEEHIEIZIS T 51
e, =, BRICESE LA EEND, F
72 EGFR-TKI MM DO FF OO & > & LT IGFIR
NEELTWDLEEZLNTEY, T TIZH
LWy FHAERRIGTEARI & L C, IGFIR Fu v
v —PHEA (IGF1R-TKI) oD i & BH % 2
HEATEY, W CIIPIEERN R R SN
TW5, &% CICHEBAICEEERRERI T T
X720, HLEEPEIC BT IGRIR & a1 D HEE
OB RIS BT Dy TRERTE IR DN A
Fv—H—L LTSN TELT, F1 T
IGFIR B IR DT X2 THDH LB 2
TW5,
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VTAE FISH ¥ X 0 8§12 EGFR & fn 1 DR %
fig #fr © & % SISH % (Silver in situ
hybridization) 723#[E Ventana fI:(Tucson,
AZ) TBHFRE STz, WE &b HIVEE T DNA
T —TEoNA XY F A RS THIEE R
W92 FIEIZIZE DD 72uy, SISHIEIZHFIRL
7~ HIL, ek FISH 1ETldaoeeg 208
ALTHMEMGE DN e —T 2T &
A RXEXFBRD, FHICBEDT D DREE L
FEBERBE N BT, BT & & BT
HIBL CTLEOWHEMEICZ L&) #E
NHST=ETH D, TR LT SISH #
WTEREANWTAAS TN E A ZEEDH720, B
e L HICHBETEZENRL HIHMEICE
NTWA, DFED SISH EIC L 0 FEA % fE
L7-t4. $r Ao CTHHEOLEMEIORE =%

T2 Z L7 B O BUNEE %
L CHEAEFHEHEOFMAFIETH D V)
SNEHITH S, D X O ITIEN N s
\ZBWT EGFR-TKI (IC LB &EBR5T—F—
A — RV ~IA11F, EGFR K O IGFIR & fn+-
HAMRARENT 2 8 L W PRI X0 fe st UERIRIG
T 200K EOHIITH D, ABFFEIZIE
/NHRRE R 2 81 D EGER (LR AR5 %
) OBARTHEE 2 L < BEFE S 47z SISH
¥ (Silver in situ hybridization) % F\»
THEFT L, HIZEFHZHWT IGFIR (&~
AV UERRER T 1 2K EsTHEE b g
Wrd 2., ZOFEEND BGFR-TKI (_ERZ R EN
T RRILEAD) OIFFENF & IGFIR Eis T
AR & ORICHBIMEAE R+ Z 2B E
L TV 523, IGFIR B {51 E A3 EGFR-TKI 75
JRIZB T 28 LWIER T L7220 5500
MAENHHITH D,
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it B2 Y g% T & 2 S A RHIBR
L <iHMegEMThbR =%, RS LR
R L > T EGFR-TKI 1T K AL E L
FTIER 23t g L Lz e ch b, £
7o BRI AR % VN 2 7 L2 9 1 2 M0 ik &
FAWTTIRERZITY 2 & &35, XEIER]
DOFRN=Y VEENT T 4w AR
DO JES 4um OFEGIEI A ZER L C,
SISH (Silver in situ hybridization) 5%
JHu>, EGFR & chromosome 7 U8 IGFIR &
chromosome 15 B2 5 DNA 7 a2 —>7
ZAARRIEAR ECong 7 ) B XEE, A&
51 O YR O A 2 Y F BRI TN %
179, aMliFETa e T FRFZICEIVIRES
A7z FISH fRMTRIAMIEICHE U CAT 5, IGFIR &
R HEERGE BN 3815 D BGFR-TKI DEH#ER)
BB 5 721F T/ < | EGFR 3815148 215
PEBI, KT EGFR B An1-HEME RG] & [RIRFLC
T 5, FFRMRIKZ VT IGFIR & H¥
Bl % S AR AL P Y BT L o TN 21T
VN, SISH ik & DLkt &2 e 1AL SPSS
WEHEN Y 7 PO =T 2 HWTIT 9,
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10 f&¥E (B A549, HCC15, HCCT8, HCC2279,
H1650, H1975 @ V- ERCHE: H157, NELI8, Jf
Jags: H1299, HA60) o fifids AAaRE 2 T
IGF-1R Dy Yuts, & IGFIR-SISHIE A 1T > 7=,
TRz E O Lok, Au~ U UREENRT
T4 AT oy JEREERLT, R
S 4um OEGYIFERZER LT, KE=
17 RRFA~EE L, AR T SISH %4 H
V., EGFR & chromosome 7 TN IGFIR &
chromosome 15 E{5F1Z%f1 2 DNA V' u—7
ZAARRIEAR ECong 7D B4 REET, R
s OHENE DA BT R R ER K FENIC T
B CRRNT 24T > T2, ATICH 720 FE
lFEIZ FISHIRICHEL B & L bic, an T
KR035 O SISH el ik b 2512 LT,
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