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Glioblastoma 133 A DIFFEMEEMINIER Che b 2V B CTH 0 . BRRAI 35 & M7 50—
DTH D, FREFANITIIERITROZE LWHEBIECH D | @il HEFERE & 2 a5
AR, FCEMIREZ T, FHir. BENEHER, (EFREE AR AT > T
b EOTRITHIRE L TRETH D, JEf|0 9 FIFREE X IDHL2 25544 £ 72720 > glioblastoma, IDH
wild-type T 0 | 11T IDHL2 %585 % gioblastoma, IDH mutant T2, B 522 RiBRRA
72 Bl A T 2R glioblastoma & SEFT9 2 AR AR DRI ST
L. iR b LA D —IkME glioblastoma (2501) B35, kI glioblastoma Tl IDHL/2 28
BB E < . denovo (238435 JF M glioblastoma L 0 & PSRRI TH D,

EGFR iz 1-HiiEFs & Ol X glioblastoma CraEE | 238 B, DO RAICH 5 EGFRVII
HFD—DTh D, EGFRVIIIIZ EGFR i&{5 1 exon2-7 |Z in-frame deletion 24 U7=4 > /37 Th
¥ . 145kDa DK & = &7 HIEGHRHRA K THUR Th 5, EGFRVIIII Y 77 RIFKAFAIZ STAT
pathway <> PI3K-Akt pathway % I ZIEME( L S, A PEASIEEHH AR S %, Glioblastoma
(2B TCIE, EGFRVIIE IDH 2572372 < . EGFR amplification % 9 FEEH R L, FPEREIIX
T D DIFFGEME ClIoi D &\ D FeA 5>, EGFRVINEZ DOIEEAE RN S, ZALE T
A —4 N e LTI 2D T X - BSR4 T o T2, Z ORFZET
I%. EGFRVIIZHREAY725UAZ VT, Glioblastoma, IDH wild-type & 321k S i@iso bl i 4
FERARR LA RRER L. EGFRVIN BRI REN 2 RSS2 D434, F 72, EGFRVIIIZFEHLO T
H~DORRGAFET 5 Z L HRYE LT,
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2012 470 2016 4FE CORNTHE R FE IR TR GIRGIRRINEHIABE L. IR T,
Glioblastoma, IDH wild-type & 2Wr 7= 484 (5526 4. L 2244) DEFEERRE Uiz, 2T
WHO 5325 > TITV Y, IDH BE TAEROAH M OWTIL, IDHL FRiisadetadiiids Lt
IDH1/2 @ DNA sequencing 247V >, HIlEr L7z, MRFRORGRIT. FIREAZ 20%7/1~ Y 1 [H
ELANT 7 4 A LT 0% dum (Y L-8) 2 L TiT>7-, EGFRVIIIZRERA) 25T
A HWT, SR C PRk 21TV, MliZRE, EGFRVITBG RSN D /340 43 F4M L7,
& 5121% EGFRVIIIFSER D T4 ~D 88 A 214 L 7=,
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48 BFH, 11 B (22.9%) T EGFRVIGEYL G & e o7, FEERTHIGIIE & AR
L V. 51K T EGFRVIISAT DRI FTHE CTdh o 7=, gt Tl OSEAH 57 ) A —
~HIARIZ 3\ T EGFRVIILES L O} glial fibrillary acidic protein (GFAP)DFHLAEES Hi17-, EGFRVII
BoHABRE FREEE O HR LN AR L, RV IAFAE L7 o Tz, FRERIDS LB1H 0 | BB %
T O R AR T D 2 LN TE T, HAEMMT 21T > 7oA R, EGFRVIIFEELI DA HE Z A7
MNCEE G- L2 EAVRE Tz,
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ZDOHFFETIE, A% glioblastoma (233U T, EGFRVIITFEERAMNELE $1.UE O SR S5 LD
FEHIZ DA L, IREEKI IR0/ 2 E A RGR LT, BER TR e~ v ARSI
% FV=FZE Tt EGFRVIIL 2558 L 7= S5 HIE X EGFRVITEEMEDRIIE X U HIRBEREIMERNZ &
DRSNTWD, ZOFEREGDOETEXDH &, EGFRVIIFGHAEEHIEIX, IZFEEED @ EEH
Ja L, ZORBINIOILTND Z LRSS, ZIVE T, [EEHIIROBE: & B 34
HHHHACTH D &9 BiZ (grow-or-go phenomenon) [3FEIZIBVVTEIHIL TS, T 2 TIEFEIC
EFASE DS IO T B G-9725 2 EAVRIR STV D, HIFEE OMTE T, fEEMInoOR
1 - BAC 3T, EGFRVIIEE N BB EHI A R L CWD 2 L 2R LT,

EGFRVIID T~ L 2V E COMIE Citam DIk DGR & 725 T D, EGFRVITAFEEL L
TW% glioblastoma DTN BAF T 5 & DEER, £D— T, THRARKFTHD L O
RAAAAFNCITE L W e ORE L D, Tox OIFETYH, ARG T2 LW o iR
SO,
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AR Tl EGFRVITBGHHIE X EMIER M b2~ L, GFAP Bt OIS T8 H AL 25 fEED
HUDERICAEAE Ly IR I E LN 2 EAVRENTZ, Z ORI, EGFRVIILIIEEHIGEIC
XBE54 %73, 12395 glioma % EGFRVIIZEELZ 2o TWND Z & A7RIR LT A,
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Glioblastoma 1R DRSS T b 2V B CTh v | BRI 3R b M2 IS D
—OTdbh %, EGFR &nF-HilE L ORI L glioblastoma TrEiSEREIZFRD B, ZDZEFAD—
% % EGFRVII | STAT pathway <° P13-Akt pathway 2B A IR b S8, A B ARSI egiE
ZRESE D, AWFETIL, EGFRVILIZHRREAZLHIAZ VT, Glioblastoma,IDH wild-type 48 5|
(23T % EGFRVIIG MR O FERE FHORHESZ DI/, EGFRVIIFEELD T4 ~DRE 5.2
OUWTHRRT L72, 11/48 (22.9%)7° EGFRVIIFGE:Cdh - 7=, BEPEHIIE Tl GFAP o BHIIE A~
DIHERIBI, E DOREGENRTEIIEREHOR T, BRI 21 ZZ8O 72N 2 & D3R
Nice ZOZEMND, [FERI R B MEEHIIE TIEE ORBNTL L CND Z EAVR
W SHc, AEMTClE, EGFRVIIFEBLOAHE & AR & OMICITA BB T2 > T,

VILEDZ LB ARZEE, EGFRVIIE glioblastom (D45 & 1R C R B/ 4 F/= L TRY |
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