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I BB 32 2R A5 Wiy 7 BE A
RIT VEVNRYT S PEIRTT ARG, (R S Kk
o IS 25, E O BRI 40 IR R I B 4 R
(glioblatoma multiforme, GBM) 1 SRR ZA K 58%,
2AFIEAT RN 319, PO AN 12~14 41

o BEAE B AR LT DTSSR A, 2728 24
T IR 5 1) 20 5~ B 1 36 I J K JE o 98 )36 9 38 T 1)
I 7 % G TR T il (receptor tyrosine kinase, RTK)

G RGN A 54k VAR AR
BB RE . HRTCIESE RTK 12 2 5 K5
KR R RIS H G RAT 20 24 5t
{5 % 2 A K A F 52 1K (epidermal growth factor
receptor, EGFR) K% 55", EGFR {5518 % 1 30& 76
U2 I 96 P a2 b R A T s WIS S 4
AR T R, 25t SR A2 IX A e R A PR
& H (leucine-rich repeats and immunoglobulin-like
domains, LRIG ) JZ& T 4F & B — L P K %, 2247 3
AU BPLRIGT \LRIG2 \LRIG3. LRIG1 J&—F P
VA NZE RTK M 2 1, 72 N 2R 45 P U A 3k
K TERN A SO HE I B A i rh b Bes ™, vl &

NG S 98 A B U T, O S R R A R
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1 LRIG1 By |3k R E 3t EGFREV/E R

LRIG1 4 & BRUE T %7 EGFR fIHF5E . 1996 4F ,
Musacchio ZE°HE b h A # 22 2 58 T & IR EGFR 11
N R M B H B Kekkon—1. B8 J5 B 9% & B
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Kekkon—1 ] EGF 7= 4= 3f 5 EGFR 45 & , /£ #F EGFR
(R, NI B EGFR A5 5 19 £ S A5 1 21001
2001 4% , Lammering 55 & # /N B Lig-1 Z K 5
Kekkon—1 JE R Z5 ) 4HALL, JF H 5 EGF % UIAHC , [\
A i e N ik 35 PR v iz B2 8 K A A I X
BT, AR R B3 A B 5 AL Kekkonl &2/ B
Lig—1 Z5 g AHRUAY ZE A, a5 44 O LIG B2 A o Rl 4F
Nilsson %% P 4 LRIG1 L[, Ml fi] % B LRIG1
TERRZH 2T SRk KV fe e, IBUE S 1K, 99 35 AH 22 240
fi5 o 2001 4%, LRIG1 J& P 9\ 2R HE PR 20 21 3 [H i 44
ZER R4 . AFELRIG A Tk 3p14.34f
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TR B A IRE R A i K

5 B, LRIGT T sk 2k il fE & 53 EGFR
PG 5 1H 2K A EGFR I A6 i B ], I fe 28 - 80U
S4B B RN AE IR, 2004 4F , TR RN 5 K B
LRIG1 ifi i 2 5 EGFR 7 [ ot 410 il fise Jo 98 A=
EGFR )33k B2 A2 2E I g i A= 4, T LRIG 1 3 sk
PO EGFR X X —E AR 8 T i f 63508 . Z R
& B LRIG1 %3k 5 PCNA ik 5 | & M 58,
PCNA %3k 5 4 a3 51 15 P AH 5C s EGFR 2355 Ihd
K gE RO ERR RS S E ARG s FH HERT LRIGT 5 EGFR
SO . TR A R LRIGT 3235 7] F: 3K
EGFR T, {2 2 fise e 20 A i) A= A ) A T, 38
REILAZ Z8 M, AL AT B Z B0 T I 22 2405 1 2R
PG AN AKT (5538 B

LRIG1 {298 B9 ML 4 « LRIG1 FE K ¢ 748 Bl g 17
il 7] B T BOHAE B v SR B R B A
M X EGFR I S 055 54l EGFR G4k, e
PEIEIEH A AL R A . LRIG1 25 7 UL
il AT BE A LR R 27, (DLRIGT Al HER2 596 —
RARWD T B AR PR ) 52 40800 532 AR B
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LRIG1 % Jfd &} B2 B 2 AT %5 #£ LRIGI (soluble
ectodomain of LRIG1, sLRIG1) , HH — M IEE SRk .
L5 TR A X MR EER R AR X4 A . Goldoni
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