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Glioblastoma (B%HfE) IR ABRREMEE CRLSVEE TH D, Fili, KEHRIEHE, 1L
2k A HASDE-ERET - TY, ZTOTRIMERL LTABTHS. Glioblastoma IZF
5 LRERE 5 <, FBICBE AT 2R TR REM glioblastoma & 61T ¥ 2 (KEBIEE EMllfia
fEH O BRI L, Bk L TRAET 5 Z KM glioblastoma IZ571F 51 5. isocitrate
dehydrogenase (IDH; 4 vV 7 TV BBIAKEEER) »HE+*RHEBOTIERLBIETERTHS
ZEenAN-TED, FEFRM glioblastoma TIZIDHIZ2 DERIBHD TENTHD, &
glioblastoma TI3E K 123 5N 5. Epidermal growth factor receptor (EGFR ; LR E
HFZEER) BIEFHEEL L OZOZERERTH 5 Epidermal growth factor receptor variant I
(EGFRvII) i3 glioblastoma, IDH wild-type (Z32% 6 h 2 RENLBIZFERTH 5. EGFRv
ISR MEREETAH D, U H Y FIHREMICEREELL, $ilane T ) v
AL, M4 L EEMEABEX RS Z Ao TS, EGFRvIIZZ DIEER R
Who, ThETHEES -7 v b & LTHEHAED TE BRI EN SREIA+57T
»o7-. EWZRTIE, Glioblastoma, IDH wild-type & i & 7= 48 BEDOFHIEAZHWT,
EGFRvILIZH R A btk s VT, SR FRIRE LT, MlgRE, EGFRv ME5GMTE
EHREO S EEHEL 72, X 51213 EGFRVII RO FPHADOHE A 31 L 7-.

EGFRvIIEEMIZER 1 iEfl%2 & 12 A, 11 BETRY M. RERETEEEORERE
AET 355 A —<HIfEIZ%\\T EGFRvII % X U glial fibrillary acidic protein (GFAP) D%
B3 5h7-. EGFRvIIBMMRIEEOHOMICHFEL, WERICEHFELAr o7 H
FREFIA 1 Hld 0, BB T GRS REMAT S I N TE L. BERMBMET > KR,
EGFRvII RBOEE A FHMICEES LI LRSI R

A7 T3 EGFRyII B MM EMifae b 2R L, GFAP BEOEEMa,» B0 o5h 5
EEOHOIICHEEL, BEERICBEELEVWI AR I ZORMRIE, EGFRvIIE
FEERAHIZ 2B 55 2 4%, 1217 5 glioma Ml EGFRVIIEBR A K > TWBE I L EREL
T35,
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Glioblastoma (35 A D FE M B MAEE T
ZWEETH D, BRMICIIR S B LEED—
DTH 5. MEAIIITBEERATROE LR
BETH 0, &\ IEHERE & B2 Rl
AL, EICEMBERALERT. Fill, HREaHR
B, LFREEMABEDEBERET->TY,
ZOTRIZMKARL L TARTHS V. fEflo 9 #|
23 IDH1/2 BB % % 7- 75\ glioblastoma, IDH
wild-type TH 0D, 1EIIDHI 2 E R4 BD 3
gioblastoma, IDH mutant T&% 5. B 5 A 7 §ij B
WE XL, FRICELET 2R T ERENS
glioblastoma & J&4T§ 2R EME EMME S & 48
wICETL, EMEL TCRET S
glioblastoma IZ 4717 511 5. R glioblastoma
TIXIDHL 2 EROEE <, de novo IZH4E
9 5 JFH R glioblastoma & ) & PHARR BT
»H5.

EGFR Bz F¥EL & U'HHK I glioblastoma
TEHEEICRD LI, ZTOERERTH S EGFRv
Mg Z2ND—>TH%. EGFRvIl i3 EGFR &{E ¥
® exon2-7 IZ in-frame deletion &4 U 7= 4 /3
2 THD, 145kDa DK E X 269 2 EERFRN
HEREMFETH 529, EGFRvIIZY # >~ F¥E
% 7F 19 12 STAT pathway ® PI3K-Akt pathway
EHICIEMAL &, I B A R0 B B 4 e X
¥ % 97, Glioblastoma IZ %) Tl3, EGFRvII
I3 IDHZE R » % <, EGFR amplification % ¥ 5
FESICRBLL, FIREICIEED 3XHRMGETIT
Kbhd LS REHEH> 919 EGFRvIIIZZ
DS RMLS ZhETHBES -y e LT
HHEH, HIEGFRVIIRFF FI 2 F V5288
TRRENRIKIBREZEBEL Tifbh T & 2 1012,

ZOWRTIX, EGFRvILIZRHEN HitksH
T, Glioblastoma, IDH wild-type & @M X 7=
T DY % SRR L #R SRR L, EGFRvI
FtEfi e D RER SRR 2 DM, £ 72,
EGFRVIIEBRDFH~NDHE 5+ FHETL 2L %+
HEy L L7,

mRERE

xR

2012 FH 5 2016 F £ TORIZBEKFERY
RERBTh RSN FHZ AR L, FHiriTbh,
Glioblastoma, IDH wild-type & Z2If X 11 7- 48 &
(5264, &24) OREERREL- 2
13 WHO HHHIZHE > TfFW ¥, IDHBEIETER
DHEEIZOWTIE, IDH1 HEMRERGH KD
KU IDH1/2 @ DNA sequencing % 17V, ¥ L
=W, BEERAERL, 2100 BEH
10 (F2) TiE, Foi5» A%IC MRI & T
BEHRELED SN, BN SRS % T L
7=. #itk D MRI B A 396714 48 REREILINIZfT b,
BAFREIS e L, 90-99% &M, <90% fH % Zh
h, R, Wmard, o el 2.
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FHAEAIL 20% Fr~) VICEEER, /3577
4V A L7 MBEERRRIT dum (ISE Y L2 Y)
Fr#&F\y, hematoxylin and eosin (HE) $¢fdb 3
i3 Kliver-Barrera (KB) $ea %17 -7z, %fE
AL AR BIIETLERIZE > TIT 72 19, fili
L 7-#ifki3 EGFRIT #ifk (clone L8A4; Absolute
Antibody, Oxford, UK; 7 $U % 1: 200), t + IDH1
R132H #ifA (clone H09; Dianova, Hamburg, Germany;

%1 EGFRVIIFMHLUBEHERE ORI MO

(1 (=3¢ P 1

B 11 37

Flhh 68.8 62.8 | P=0.118
Fi

X1 1 8 P=0.237
CiE e 8 14 P=0.296
B oG 2 15 P=0.070
TSHRE R 11 36 P>0.999
7/ U4 FERR 11 34 P>0.999
NS X TR 5 7 P=0.113
BMYIER 1 5 P>0.999
MGMT P54 6 20 P>0.999
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ma | TEO | oww | et | SR TES
1 81 5B gl + 14 (74
2 75 &% G Ty - 34 T
3 59 5 i) + 13 [1qm
4 67 5 ket i - 36 FET
5 67 & R - 21 FE
6 81 5 HA + 13 FET
7 72 5 A - 8 FET
8 76 & G iy - 16 4 1F
9 48 7 AR + 12 el
10 69 5B HA + 9 FEC
11 62 5 A + 5 417
1: 100), vimentin #T & (clone V9, Dako, Glostrup, = 2
Denmark; 1: 400), GFAP #if& (Dako; 1: 1500) T EGFRvII #3R

® %. Vimentin FEMEMRED 570, TERE % 374 L 7-.
2 Wr 13 “WHO Classification of Tumours of the
Central Nervous System” (256> TfFo72 19,

Western blotting

EGFRvII HfitADEHEM 2R T 270, BH
# 9 » 585 hMM%H T Western blotting
%47 - 7= 19, EGFRvII $ii f& % FH \» 7z Western
blotting T 145kDa MH¥L—/ Y F #WEZA L, B
LFERENT L AHERLD,

KR ERAT

5 — & f# ¥ 13 GraphPad Prism 7.0 statistical
software (http://graphpad-prism.software.
informer.com/7.0) W T -7z, 24EFHM
BFEHBE»ECHETOHE»GEWL,
EGFRvII M % & U EGFRvII &M E D P&
2 %, Kaplan-Meier #% & U long-rank R E T
Rl L 7-. %3 5 Z B3 Unpaired Student’s ¢
test FFVEHMEL, 2208 7T —ICHEEh
F—2I2id7 4 v ¥ v —DIEHEERE TV,
p=0052HFREDD LHEL /-

48 FZHh, 11 8BE (22.9%), 121K (H¥1
5E]) T EGFRvII BBt L &5 - 7=, %
WHERHE EXARFREICKD, 5SEXT
EGFRvII 3 DFHEi A 0[BT - 72. EGFRvII
M IS S O P DR ICDAFIEL, =iE
BRI EEL A o7 BROEEEEL, £
MR 3L & R ¢#IfZIC EGFRvIT & & U GFAP
AEFELE (H1).

FIREFIC EGFRVIIBGM 2R L 72 1 BEFEBTF
& ko7, BREOFMBHERTIDT I
EGFRvII M DOEEM D 5N 5 DA TH
-7 (®2).

Fiz

EGFRvII (518 #E & B EE TEFHB R
HicE3ar -7 (ZhZh 121 4, 1.89 4,
p=0.866) .

z %®

EGFRvIIIZ ) # ~ FIHRAFHNICEHAL L T
0, c-myc DFEMAIC & D MEHEZREL 7,
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HE Vimentin GFAP EGFRvII
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E1 BE# 3 EEOMBSG. BEhO (LB, BRES (TR, FEEE I OE8 T, vimentin B MERIRE A HIHL B
BR<ZBH5h, EGFRvII ¥k XU GFAP BEEOMEREF LT\ % D—F TR EEE T I3 EEH
13 vimentin 5% T % 4%, EGFRvII, GFAP iziaMch b, N AT - 7. Scale bar: 100um

HE EGFRvIN

B2 BE#10. PEFREFOMME (LBY) L ERROMME (TBY. MEITFHE, MBI astrocytic R
AL, »DEGFRVIIB%GRARL T, —4T, BREOFHELATIIbT 14 EGFRv I B 1% #lifta 5332

HONDZDART, HILUENRD &M/ Scale bar: 200um
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STAT pathway ® PI3K-Akt pathway D WAL
sk, EEMREEEET S I LARONT
W3 99, F7- EGFRvIIRBUIEEMAEANTA
B—ThdZehrMoNTNSA, ZhE TOM
RIEEOHLE (A7) 2RELDOTHD, B
FREROFMIE A X hTnkdh 57210718 Fiz
MRTZREIZ DOV T OFHE & R+ Th -7 Th
i3, BRTEARBENANEA AN 57T
B5 L Tna.

ZOWETIE, KA IZHFE glioblastoma IZF
W, EGFRvII BB EEHLFICOARBL,
EEMERIC IR NI L AERL . BT
FREBAR LY 2R EME AR TIE
EGFRvIl % %8 U 7- f##% #i 213 EGFRvII 2%
OB X D L BRHEEEN BN EAREN TS
1919200 Z DEREBDETEALS L, EGFRy
M MRS MR L, RERED & W IEEMRE T,
ZORENREDATHBZENRBENS. Ih
¢, FEEMlaosE & RN B T
»B LI BE (grow-or-go phenomenon) (3
ZBWTHIG ATV, T2 TRFICEBRR,SH
Bl L R OEHRICES 5 ZEARRIN TN S
w-20) R ADHETIZ, EBEMRORHE - B
1B W T, EGFRVII BRIV EE LR 2R~ L
TWBZ %R L7 Glioblastoma DHIZIX, &
DAL L = EE a0 ERO K2 5, HET
GFAP B& 1 o i i5s #ll et A3 FEL B & (3 8 5 P R s T
TRETZEDNHZILVHON TS D,
Z S 2 DBIETRBROENIC K > THI2E
ZXNBEDEEZLNTNEA, Flle A h=
X hidbhroTukn, ZhERBROBRRBES
# 3 TRBH LN MLUEOREL, HOFBBOME
SEMI % R 5 — /T, /B, M TGFAP &
MDREEM Y, REEBICB TR LN,
Zh o/ RO EGFRvIIEEM TS - 7-.

1REf, ARERZED - VIRERD -
EGFRvIl REEEMRII BRI G EDITY
7. ZORERIZYREEICZRD - EGFRVIID RS
AEREFICIZEDNR TV Z & &R LZBERICF
BERasnwZEdnLEY, ZOKRITEL
EGFRvII # R L T 5 FLE OIS T

HTOMUM BB ES TH D, BEHRILFAFE
NDOBERZMHAE I EREL TV 5.
EGFRVIIO P #ANDE BT HBOKRIMRL
k5T, EGFRvII# ¥ B L T\ 15 glioblastoma
DFHVBIFTHILOWE® 2, ZO—HT,
FRABETFTH 5 L OHE 2 LEFHBICIZ
BB LWEORESH DB D0, RLADHET
b, AFHBICEET 3 LSRRI/ EY,
72, Glioblastoma DHGHIEE HAEAF MBI 5§
BLOBMENH BN, RADHETO 2HF
(EFGRvII BB & Baty) THREEEICERZ LA >
7=. {RiZ EGFRvII BB RES MR H O ER ICFFE
L, BREICIEDATWS LT 5L, BEER
? EGFRvII A ES M PR IS5 50T
BEWHLEDERNTZS.

&
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# % glioblastoma {Z %> T, EGFRvIIZZE Ml

B %L 235 <, GFAP BBt & % % &% e
DFFET BIEEFOEBICHFAE L, BEES O
CRREBRLEWZ LRI A ZORRI
EGFRvII AEE MBS L, —F CRIEMR
DIEEMIRaA EGFRvII 22k 5> T\ 5 Z & &g
THELDTH 5.
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