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We focused on the difference of genetic background on the carcinogenic of GBM. First,
in order to make it clear the each sensitivity of the chemoradotherapy, we divided into
two groups of secondary and primary. Then we used a variety of cultured cell lines,
including each group, and evaluated the sensitivity to radiotherapy, and tried to confirm
the differences in radiation sensitivity between the two groups. Finally we tried to

determine whether the hawk of apoptosis has been attributed to differences in sensitivity.

SRR
(GEEHAL - 1)
[ERESES GRS R
2010 4EJE 1, 500, 000 450, 000 1, 950, 000
2011 #EJEE 1, 200, 000 360, 000 1, 560, 000
A
A
I
o 2, 700, 000 810, 000 3,510, 000

WFZE5r 8y ¢ E R

B OSYFE - AIE « R RBRIRIESE, HOHRL
U N ORI, BIEIE, MOHBIANE. RABE. HTAME, TE/ avA K




1. WFFERHAR S W) DT 5

% JZ B 3E i Glioblastoma Multiforme
(GBM) 13, ARHELISs oD Hh g & BWERE oD v VI
W Coh Y| RN CTHIERE b R, A
[ SR 1 AR & RO TP R R 7R R E
T 5, B TO GBMIZ%d D HEHER) 7215
BT, PEE 2% S 2 Wi T O R KRR DS
FfrizslEfis, = e Y v L7 AR ED(k
FIRAEAN A BRIEREZHFH LD TH
D3, T D ORHRAI R L FHNAIIT b 23
PO 30T E i LT H AR DT
(CIER L TWDITTE R0, T4, GBM (2
MY ofghEELLCTEY R AR
Temozolomide (TMZ) Z#¢45- L7258 WAHIFZEC
TMZ (2 HUR BB Ao D 2 & CHIfF
DFFTOHRRPR S, TMZ (T & DAL
FREIROFRIEDO DL MERHRIEZZ T T8
Fix, BHBBIRO S22 T EBE LY b

CELSAFELE E#E  (New England
Journal of Medicine. 2005;352:987-996) &
iz, Fio, RHIFBBREEICIS VTS [FER
D B 23 45 (Lancet Oncology 2009; on
March 9.) &A1, GBMIZK3 54 1% OIEHEIRHR
LLTHIff s TV D

GBM DIFEH AIZBE LTI, m@§<@ﬁﬁ
JEES5; & [RlRk, A OB 5 OERIC
STRATDHEEZLN TSN, primary
GBM & secondary GBM TlLE{n TR D 4
—VICHLNREVRH D EEDN TIN5,
A ETOREIZL D & primary GBM Tl EGFR
DEREFLICENPALEZRLZ L TWVE,
secondary GBM CIIffifE72 & & RIEEIZ pb3 @
BERAFLDIGEZ LT ZER TR
bo ZIVD OIEEHIEOBARAI S OE W
LY. primary GBM & secondary GBM DIz
TMZ O RREEIE D 53 F-E I A T = X
LR DA D LI EN D, L

o T, TMZ DRI LT, 7R R
—VRAEHRLE LT AN = A LTRSS
7oIZi%. pb3 A& L7chd i 7 AR
=Y 2D ¥ 7 F VI ERKLE
Mitogen—activated protein kinases (MAPKs)
DRTT R =V ZAZHEL WD 7T
IR R & PDICRET LTS, &6
MZ & B BRIEEOF RSB S 9 57 R h—
YRPSD T T F MR & LT Hila)E
WIBEK . DNA BRI DORBLDO L % i
L. GBMIZxI3 2 TMZ DAL F i RRiG
BB T D FTATHIR OB il 7 5,

2. WZED B
GBM D=2 RRIEE R T L& >niT &

Al D 72D D5 AW TR RS TH D,
N AT 2 BEFE ROENDND,
GBM % primary & secondary D 2 BEIZATFAL .
Z TN DAL F U BRIE R DR M A B &

2952 & T IWEREORIUTT 4 — I
v BHRDLZ s BRI E LT,

3. WD

FREEEAMIRR (053 status <° EGFR J8Hi
BRI 5 6 O MOMT I G 7 e — X —
DAFIALDF M2 &) & VT, TMZ & ik
MIBRIC L D= E T 0 ) =y
7T A HDNE MIT assay CTiHlid 5,
S HIT, TMZ & SRR ORI O H I8 A
MED XD 7RI LD b D0 HERR
D7=IT, TMZ & SRRSO %O 7 R b
— I ADERDH DI E B R FE %
Mz %,

BRI T, TMZ & i RRIR
WOFRBGOT A N — v RZHEICET 1%
ROV T L= —AF y = 7
A M A=Z—=THHT 2D, £/, pb3 ZHb
& U 7 Al e 5] 49 B 38 K] - oD B T AL B 4 oD 28



b & iz nl &k < Mpa & o Z{kiz o0
Thblb—HP—RF =0T %A A —F—
TR %,

TMZ @ S R I R B L T, pb3
status <2 EGFR FEBUEIR, & 2\ % MOMT s
T7uE—Z—DXAFLOF L OBfR
[ZOWTHRFTT 5,

GBM (Tt 3 Dt DAL FHURBIRRIZBI L
T, BERR LD ADELGFREOERED
B ERZ I LT,

TR =V AFEICERENBDO N5
ATt 7R P— ZEED Y 7 F VK TF D
FRHT 2 HULNTAT VN, RIS A 22 7 AR R —
ADIEIE T 5 pb3 & LTz 7R
FERREE 72 B ONS MAPK family [ZJ& 4% INK 72
EDV T I MniERRKE £ L L THRFT 2,
BESE 9~ % (R 728 Z o 28 7 JE B C R AT fE 72
PAIZIE, immunoblot analysis % fVWCEE
1TV, U U b7e & OFERTEMEDORE N
MBI G AR, SRR AR ENE L v
72T =BT v EHCCGHET S, TR
NV ADZFICEREZDBOBRD ST HE
21 pb3 DY 7 FIUBEEE BAR L T 5 p2l
K> CDK 722 & e J&) 49 B3EE [K] - 72 & ONZ MAPK
family 2895 p38MAPKKK 7 Sl L 7=
7 FVEF ORERFHIZAGIC OV TR 5,

Fiz, VT NVEAFITREFNZEIZONT S,

MfE oLl E bt —F—ZXF ¥ =
YITHA N A=F—EHOTEHMET 5, il
LT AR b= A L BENZ L &I
INTETE, DNA (EEIZRE % DNA-PKes,
Ku70/80, Rad54 0> TMZ & ST FR O 4 0
FKEEIZONTH 7] Uik &
& LTHRETT %,

4. WRIERR

WESE DN b A5 2 3 Lol 2 D RE AR MMk 2
FWT, BU#BIRR IS 2 B M ORIl 2
7725 T D, WIRER TR MEIZ 725

R LoD, EEZMEOENIT R h—T A
DEHENEKRLTHDENE I DEHERLT
WDD T2 & D LIZfimlFEfE 5 Tungn,
Fo. TR b= AN JE I B L 7e v
7 FVIRF ORI L OHER 2 R &
DUVIIEERICEHE L TWD 23, 265512
BLTH, HEREZPELRTW AR
Th b, I HIZEEN W ZEIE,
2 B COIRBEH N LD > T HZ LR
XD, WIZT R h— 20H L E # 2 B
HIRZ LU &l S 7235608, DNA B8
B93> % DNA-PKcs, Ku70/80, Rad54 @ TMZ &
W RS DR BIELIZDONTH R T R0
VUoBfba EL LEBMADBPLETHDL LS
ZTW\5,

— 57, YFET 2009 4E 1 H 5 2010 4F 12
H ORI GBM TR L TIN R U #Ia R 217 -
7= 50 BilA x5 & LT IFHRAICHFZE L T
%, JEFIOWNFRIL, Primary GBM 2% 43 {3,
secondary GBM 23 7 5], %5¢: 32 fi, Zcfk: 18
B, RO R JAEIX, 55.6 7% (#EPH 3. 9 )
5774 5%)  BIEMIM O P gLEX, 13.3 7 H
(#iPH 2. 7~53.3 7 H) Th o7z, BIfE, TMZ
D S AR IR 2 B 9 5 720 1T, pb3
status X EGFR JEBUHIR, & 2\ M3 MOMT &1s
F7aE—H—DAF AL H L O BEFR
ICOWTHRF LTS EZATH D,

5. FERIFEEWCHF
(WFFEAETE . TR S O JE 1
ERN )

(3R] GF3 )

O BA—BS, [LkyE L 5%, REEEEIC
9 DALF U HRE# % Z Dropped Head
Syndrome % & L 72—, % 440 [a] H K&
FHEHRESBEEM S EH RS,
2011.12.10

@ miPH, BATR—RE %, EARE-Z
Z2 L B % O IR TE AR R B IE S (WHO
Grade3) DIEFEEGAE, H ARG EL =
55 23 [I5EfR RS, 2010. 11. 19



@ THEER W, Moo TR, B E£E, A ',
WA YR—AF & 0225 1T L 2 B ik
ZUEREER IR D EGPR BB TILE
L DNA HEEERE GO S, BARK
SRREE R EE 23 BRI RSE,
2010.11.19

6. MFTCHEAR

(D) WFgefzRE

A 9r—BR (HASHIMOTO YAICHIRO)
HOR 2 FIERL R « RS - B
&R 20385420




