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Glioblastoma (BEffE) |3 NFIEMEIER; TR b 2V CTh D . FIN. BEHBRIRE,
{LFRIE A G DETIREEIT> Th, TOTRITEKIKRE L TRE ThH 5, Glioblastoma
X B e RiBR A 72 < . BBl 2 70T 2 R 3 JRURS P glioblastoma & 51T 9 2 AKHEME:
JEE RN ) DARARICHETT LU, FEMER L U OO 43 % ¥k glioblastoma (2531 B 5,
isocitrate dehydrogenase (IDH ; f V' 7 = el /KB EER) D3l 2 R8-S0 2 EE 2 BB
FTERTHDL N gnoTEY . JFFEME glioblastoma Tid IDH1/2 DRI TE
ThV, kM glioblastoma TIXEMHEICFRD 54115, Epidermal growth factor receptor
(EGFR; ERAEN 72 R M) B iR L O 0L B A CTH 25 Epidermal growth factor
receptor variant 111 (EGFRvIII)iZ glioblastoma, IDH wild-type (2586 &1 % A3 7 8 128 B
T %, EGFRVILIZIES R RAYMIABEHR TH Y . U U RIFEAFRNTHERFEIE(L L, A
faWN > 7V o 7R U, IS & AR (R ST 5 2 b TV 5, EGFRY
X% DEGFRME S, ZHETHKF —F v & LTHERZED TE 2t
FHIIRRRBE D AR+ Th o 7o, RWF5ETIE, Glioblastoma, IDH wild-type & 22l X i17- 48
B OFIHEAZ F T EGFRVINZRF A 2GR 2 FIC L il b PR SR 24TV,
M RE . EGFRvIIGMIES ML O /0 2 78l L7z, & 61213 EGFRvIIREILO P4 ~D
R A A L7,

EGFRvIIGIEIE A3 1AEG] 2 & 12 85K, 11 B TR0 b, et T o
T EET 57V A —~< s ¢ EGFRvIIE X OF glial fibrillary acidic protein (GFAP)
FEBUNGRD BV, EGFRVIIFGMEAIAII IR O DI/ E L, BBEICIIAFE Lo
Too BFIEFI LB 0 | BT+ DIBRNRE MR T D 2 LN TE I, BT 217
o 7oA. EGFRVIIFEH O A T AFHIMICB G- Lan 2 ARz,

AWF7ECld EGFRVIT G T 2 MR 062~ L. GFAP Bt O BTN 23R B
2 SO FLERICAEAE L, RIEMEIRICIIFE LW 2 L 2VRE Nz, Z oML, EGFRv
I PEEFHEFIC IR 59 5 23, 12T 5 glioma ML EGFRvIIFBLAZ K-> TW\WbHZ &%
TR LTWD,
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Glioblastoma |3l A DJFFEMENENMIES The b VMBS TH Y | BRIRAVIZIT R & P2
B D—D T %, MMFHNNTBIEFT LOE LWHRBIETH U | @\ IR & AR MR
TPERETEME M 2o U, EIZREMRR b2~ T, Filr, BERBRIER, (LFRIEEZMAEG DY
IR EIT>ThH, TOTRITEAR L LTRRETH DV, JEGIO 9 KR IDHI/2% %
#7272\ glioblastoma, IDH wild-type T&H ¥ | 151X IDH1/2% %58 % gioblastoma,
IDH mutant T 5, B HRFIERFHZ 72 < Bl S22 81T 2 7~ 3 R FE M glioblastoma
LTS ﬁﬁ‘f FE RN 2 D ARRICHEIT L. B L THRAET DS K
glioblastoma (2551 Hi 5, ¥k glioblastoma Tl IDH1/2 R DOHEE ) < . denovo
(236429 B 53 glioblastoma L 0 & PRI RETH D,

EGFR &i=HhER L Ok glioblastoma THEBEE RO b, TOERATH S
EGFRvIl %= D—>Td 5, EGFRvIIIZ EGFR 51 ® exon2-7 |Z in-frame deletion %
BEUCTH 7 THY, 145kDa ODRE S 2 F T HEGFHF RN L2REHILTH D 239,
EGFRvIIL Y &> RIEMKGFHIIZ STAT pathway X° PISK-Akt pathway % 7 (ZIEME L S 4,
I B HE AR OIS E A Rt &2 5 567, Glioblastoma (23 Tix, EGFRvIIZ IDH £ 5
72372 <. EGFR amplification % 9 EEHIFBL L, FIFRHTIEERD 2 08 FRsHAL ClI kb
D LD R A FEo 8910, EGFRvIIZZ OEERRIENDS M E TIREXY—7 v e L
THEH S, $LEGFRVIIAT7'F RU 7 F 0 & & D InFRIENBRIRIGERZ | L TIThh T&
F- 11,12)

DL Tl EGFRvINZFR R 225tk 2 H T, Glioblastoma, IDH wild-type &2 #r
3 ﬂf:ﬁi%@@}# SRR AL 2RISR L EGFRVILL BEEAIE O FERER 72 H5 150 D 4y
fi. F£7o. EGFRVIIEEO P~ GZHRE&ETHZ L2 HE LT,
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2012 725 2016 4 F TORNTHRE KR P E R FR SR ARRRIAEHI AL L, FIF23 T
#L. Glioblastoma, IDH wild-type & @2Wr&i7- 48 4 (J5 264, % 224) DBEFELEXIS
& L7z, 2WrHE WHO 8ISt > TITW 19, IDH B+ AR OAEEICHOW T, IDHI 4
Bt iR ss KON IDH1/2 ® DNA sequencing # 17V, HEr L7= 19, EHFYRER

212F &0, BEHI0 (R 2) TiE, Fil 5 22H%IC MRI A& CHEEFHBEDZRD 5
. BINOREERE T 2 fifT L7-, i MRI A1 48 BEREILINIC T, FEAME
e L, 90-99% i, <90% A Ea-Ei, Sfb, WAk, ot & HE L,

SRR PR SR
FAEAIT 20% /0~ U NZEE S, 28T 7 0 il Uz, MERSFAORMZRI 4pm (23]
L7-81 7 % Fv>, hematoxylin and eosin (HE) %:fad %\ Kliver-Barrera (KB) %f4 %17 -



7o SRR L P BORR FR T SEAT SCHRIZAE > THT o 72 W T L 72 HtiRIZ EGFRVINT ik (clone
L8A4; Absolute Antibody, Oxford, UK; AR 1:200), bt K IDH1 R132H $i{&(clone HOY;
Dianova, Hamburg, Germany; 1:100),  vimentin Ht{&(clone V9, Dako, Glostrup, Denmark; 1:400),
GFAP #itf& (Dako; 1:1500) T %, Vimentin B EMIR 05340, TEREA 2N L7z, 22 1X“WHO
Classification of Tumours of the Central Nervous System”{ZfiE > CT1T - 7= 13,

Western blotting

EGFRvIIHUADEFEMELZ R T 2720, BEHEI NOAE LMk EZ T Western
blotting %477z 19, EGFRvII LA % H\ 7= Western blotting T 145kDa O H.— 3 R %
B L, BElE FER W 2R LT 2,

ot w AT

7 — & fi#H1 1% GraphPad Prism 7.0 statistical software (http://graphpad-
prism.software.informer.com/7.0) & FAVNTiT o 7=, &AEFHRIZTH B 531
HETOREDOHEIE L, EGFRVIN IS L O EGFRVIIN [2MEBH O T1£IZHD
X . Kaplan-Meier 35 J O long-rank fi & TR L 7=, #4252 450
Unpaired Student’s ttest Z fIVVEHE L, 2 2O AT TV —IZE ST —# 12
I$7 4 v ¥ —DOEMFEBREZITV., p=005b 2 AEZEDV L HE LT,

R
EGFRvIIIZEH,
48 AT, 11 BF (22.9%) . 12 ﬁﬁﬂi (A% 1JEf)) T EGFRVIISE YL A5 & e o 7,
P55 47 HH R P & AR A PRAFIR AR IS & 5 AT EGFRvIIZ A OFHMA FRE T o 72,

EGFRv I {55 e 55 40 el iﬁiﬁ@qﬂ‘bjﬁ COFRAFAE L, IREEEICITAAAE Lo 1o, B
DZEEEA L, BMERS b EZ R #IIC EGFRvITDE X O GFAP A /7ELZ (K1),

WIFEERFIC EGFRVIIpGEZ R L7 1 BED BRI & oo 7o, BRFEOFIHE HIEATITD
T2 EGFRVITBGMED SN TRD LN DL DA TH T (¥2),

T4
EGFRvIIGE B & et R CAGHIR P REICEIT 0o 72 (FEh 1.21 4, 1.89 4,
p=0.866) .

ZE
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Z OWFFETIL, F & 13H%E glioblastoma (2350 T, EGFRvIIZEHL A3 JE S H.05 2 D AR
R UL RESEEIC IR RN 2 & 2 RERE LT, BEiR Tl R~ v AR M 2 J V72
fF%ECid EGFRvIL & % B U 7= i : EGFRVIIFEMEOHIIE X 0 LI MEEAME WV Z & A8
REINTNG 161920, Z OFERAZFDOETER S L, EGFRVIIGEEG MR, =IEFED
B WS ClX, TORIANKDONTND Z EAREBIND, ZIVE T, SO BE
P& BRI AR B HEWAO T D &V 5 BlE: (grow-or-go phenomenon) (X IZ3VTHEIDS L
TWD, Z 2 TIRFEITRRERE D I & I ORI 575 2 L DR S LT D 19.2021.22)
Fex OBFZETIL, TGO - HIHIZEB W T, EGFRvIIFE BN EE & FI 2 L7 LT
W5 Z & &R LT, Glioblastoma O HIZIX, KV b L7 EGEMILOESRD 22006 H
J& T GFAP [t S M E P & I35 RE TRAET L HD00RH L Z LML T
W5 2, ZHIH S DB FRAOEIC L THIERIENI LD EEZ LN TND
M. G A = X T oo TR, T ERBROBISMNEE #3 TRO Livz, 1k
FEDOR, HFOTEIRO ESEHI A2 8D 52— 45T, /Ml BT GFAP YO EEMAL
RIS W TR bive, Zb/MEoflald EGFRvIIfEMETH - 72,

1AER], FFRIER 2GR 7=, FIFEREE® 72 EGFRvIIZE BRI X R R IZ b T
W, 2 ORSRITHIREHZ RS 72 EGFRIIOFEENFRIF I LD T\ 2R L
BERIC A JER 72N L &R LTz 8, ZORRITEZ, EGFRvIIZFEL L TV 2 H.LE O fE
AN X TN T ORI HEIR S TH U | B E S RREE~ DRSS @ A R 2R
LT 5,

EGFRvII ® T #& ~D 8 dikim DR SR L o> TWh, EGFRvIIZFEH L TV D
glioblastoma O FHENRAIFThH D & DORE 200, TO—FH T, THEARRKTTHD & O
& RAEFHMITITE LW oSS & 5 262129, FTrx OIFIETH, EFHIFIZEES
THLEWIRERITE SN0 > 72, Glioblastoma OFgHIE N ATFEMFICEEE T 5 & O
W& DM Fox OWFFETO 27 (EFGRvILBGME & fatE) CRIHEIPHIC 2T R0~ T2, (R
(2 EGFRvIIGMEREG A U OEICAEAE L. BRI TV D &35 & i=ilfE
® EGFRV IR PEESGAN AN T4 (2592 D TRV E DELZNRTE 5,
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#%E glioblastoma (23T, EGFRvIT 2R LED E < . GFAP Btk & 72 2 fEjgs
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Fiip 68.8 62.8 P=0.118
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2 H 1 8 P=0.237
AR 8 14 P=0.296
g el 2 15 P=0.070
TG BRI TR 11 36 P>0.999
TEY YA NEFE 11 34 P>0.999
RNy R~ T IEE 5 7 P=0.113
IBANGIER 1 5 P>0.999
MGMT [tk 6 20 P>0.999
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11 62 5 AR A7 L + 5 A1F
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