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EGFR Z {2 & L 2 hilEgifiEzir 5> %hG. €/70—
FIVHifk TIZ EGFR variant 111 24 3 2 EHIC % L T
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B 1-A
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TK
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Forward primer Reverse primer

TM, transmembrane segment TK, tyrosine kinase domain

B41-B

EGFR vIII
NHz: A 6-273 ™ | COOH

L,
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4 1. EGFRVII : Mutational variant form of EGFR (Fk K 1-A, F X 1-B)

TE2 T.Tn TE3
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2. X#EBSHIHES EGFR RNA O3EBIL N)VDZAL
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After 1 hour post irradiation

After 15 minutes post irradiation

X 3. s REARIKICK S X B Otk TOEMELR EGFR OB
TE2 IZ X ## 4Gy 24U T 15 2. HIREEICHENS 7 FIVRRD sz, BHEHE 1 K TR O balooning &
Mo T ZFIVFhEL T,

170 kD

Xl 4. Immunoblotting IZ & 5 X ##EH O itk TOIEPELN EGFR O
TE2 @ 80-90% confluent 72 IREE T, X SIBHHHGATTHI. KT 2Gy. 10Gy ZBH L 2V VKO EAZMINL., &%
40pg % SDS-PAGE IZT—RPisI3iGTEH LD VU >V #E{k EGFR % &9 % bitk % 3 T immunoblotting 25> 72 &
Z 5. 10 Gy Olgtg, SEEROY Vb EGFR ORBINMMT 5 2 EARI Nk,
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TE2 TE3 TES TE8 T.Tn NC

EGFRwt

—=EGFRvVIII

X 5. EGFR variant ITT @ f# % #IaEk < DBk
delete U7z exon2 N5 7T B ANV TEHBTT I —2REL (K 1-B). RT-PCRETERL 72 RNA O%EH
BRELEEZA.H5IZ,RT L DIC, truncate U 7= splicing variant (size: 190 bp) 28 5 il 3 i S B E iz,
(NC : negative control)

# 1. Frequencies of EGFR Expression in Various Type of Cancer

Tumor type Range of tumors expressing EGFR (%)
Head and neck 80-100
Colorectal 25-77
Pancreatic 30-50
Lung 40-80
Esophageal 74-88
Renal Cell 50-90
Prostate 40-80
Cervical 54-74
Bladder 53-72
Ovarian 35-70
Breast 14-91
Glioblastoma 40-50

(Laskin & Sandler, CANCER TREATMENT REVIEWS,2004:30;1-17)
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