(A03) BUH#AIE < M TEEES I XIF T REITE D
D& AU A B 2 P T Rp 22 [T |

WEE . RESKRFBS A o — - B AN
A © Ester M. HAMMOND #d%
(MRC/CRUK Oxford Institute for Radiation Oncology, University of Oxford)
ARSI © P29/ 12 A2 H~T A
BREGT . KRS, AT a—7 A
H : 33 International Symposium of Radiation Biology Center, Kyoto Univ T
L, MR B A DE, B X OEFHIEE & DO

~pFd=— - MNUARY F—DERE RIS MO B BEZ D Eg I L > THRR D Z &
WIBNTWD, LLRRS, EERNOZERZ2BUNEEEO T, DNA HBEOIEMHE &
BEEE, S OIS ME D SRR T B > TV D DL, ERIZITMH S
TR, Fox OWFFEZ V—7 (A03 AEEHE) 13, Bx ZRVE OBE#IC L > TA L % DNA
GO L EE RN UNREE O R 72 D iR TNz e 2 O), DR ZBEES
DRFIMITH 200 % BT L, FH BT < 2RI RE T B a I
fEd 5 &P L TIREEZED TV D, Fox NIEFEPFELED TV 23 E Oxford K5
® Hammond DK HIZE Y, OELRLMFROER/YIFTFINLZ LITH E LD,
QIRENRA =TT A AT HEEES VR T T L THEDY & FRE L OO %
FHTHZET, HROWWE 2 2 =7 4 —DIFMHALIZEN S LB x| [ABIRZHET 5
A Y

2017 4F 12 H 4 H~b HIZAT NV« a—7 A Ut Chfe L2 ER Y AR Y w4 (33rd
International Symposium of Radiation Biology Center, Kyoto Univ) ¢, Hammond
Hz)> 5 “Understanding and exploiting the hypoxia-induced DNA damage response”
EDEA MIVTLULT ORI Z ZREHIAWZ (K1, 2), BR#RICEZ > TAELC7 DNAHE
G EET 2RI, TAF X7 LAY R=D U (ANTPs) BB L 725, £ DRE
A %48 5 i#5% Ribonucleotide Reductase (RNR)IFZFEHZEERMETH 572, FEFEEN
T2 X5 RMRERE N L O T
W2 LT dNTPs 23Hfs S 2 D03
Thole, FFROOWIET V—71%, RNR
D=7y H—E L THETS RRM2 LW
JEHHEICERL, O RRM2b &9 T A
V7 F— LMERRSRERSEE F T8 RNR OfE
ZMERET DT DICHEREET D 2 LR L

( Foskolou et al. Mol Cell. 66:206-220.

1




2017), ZORCEIT, KERFE & D WREAT T T DNA HEBEEEE ORI MR S L
DHANZANEIRP LToge & LT, £z, BUNREE D E 72 2 gt ] C ARG 0 Kk Rk
SN DA AT S BT, RERIEHEZED T,

12 A 6 BITiE, [F#RZ m#@ KPR eI o 2 —lcBillx L, & F5sE &
DT 4 ATy aytRieRoEE2R T, xOMETer s NOBBORIRD
T, HRABEFIREDBRICBW TR YT 4 77BN e D, RZEERE H
AT LZBERIIRE -T2 EZ D,

ORGSR G 2 TR IWE Lz “Breiiasdif st - FHICAEE 57 ob)IRERAR R
& EBEE SR IO R LA T IR L B E T,




