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“ATM-mediated phosphorylation of SOGl is essential for the DNA damage response in Arabidopsis”

Kaoru 0. Yoshiyama, Junya Kobayashi,
Umeda. EMBO Rep. 14(9) :817-822, 2013.
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@ 18 B SR U e B PR AR 1
BEBRRHTEIZ 2O | B L QWS B EBI FE O 2 ER LIS o T BRENH 0 | Pk 25 5
X, ENERF AR OBRKEE - QA ATFAIRFEOIEBFOATHL FMENH 72,
55 29 BIAEMERE Y VAR Y T JMZONT
SEIOWMEFENTHLEHAL L Z—ENS, S URY T AW 254 11 H28 A, 29 B2 A, 22— -
AV« R CRET 2 Z L EoWMERH -T2,
YR 26 FEEERER ZR (ReBIfRE) DRI DWW T
IAARBIRZ NG, FHHERFIEE LT, BEO AMERF (LA r— 7 v 7 L, &5 %, HEEEERED
FHE RARI . RO ANMER, ASBREHEET Z2NE T, R X —72% 10 #EHRE & ER$ 57
Byl NThLERENRH T,
5 5 IEEHRRS IOV T
ARSI, 9 A 2 H~4 HICHME S LD EEMMRSZICOWTOBMANRD O | BEHOR— L=
RN L CRMNERG LIEEWENH -T2,

. R

Rk 25 AR SR REIFIAAFZE (FH) ofRICHN T
INABIR B K OVINRHESEZ D &\ F L ERUDSEREE & 70 > TV B FHL 6 18 ke LRI O W THBAR B Y |
FTBRORER, ARINT,
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29th RBC-NIRS International Symposium
“Next Generation” Radiation Biology: New perspectives on genome damage and stability

SEE DTN R WIARO BB EN DT Z A L7 M2 RE LT, MEMDI vy var Lt
BB RO O% & L TRB L E Lc, BFFISETWEREWEA Y= —IZlBA T, 1 MLz
DUEBELTEY 3, ARSIFOIZMEBHFLLTEY £,

HEE : 11 A 28 H(K)—29 H(&)
BEr: a—7A4 VAR (T604-8113  HUERTH H AL XIS Sdi Al _E /L H-f7 =T 411 TEL: 075-256-6600)

11 H28 H (FFRTI0REAY — R FE). 29 HO _HBOBRETITWE T, HEICOVTL, FE2IEL S0,
72%, NIH @ Wang 1# L3 BUEMER T T,

WAZ—Y v a rZfTWET, —HBId short talk ITEMAT 2 FETT, FrZ, HFON-ORKRZEDL F
Ty MMBRFEEL) 7 LTOWETOT, BFEONEZDAMBERICBRERSNE T &, KEDO LD ATFEIC 72
nET,

28 HAICIFBBI S Z TEL TCVET, BEISE X 6000 MO TiE, FEICONTIMEIZ TEL TWET,
WMDY = 7 A MV R T LAOR—% 89 15 L,

SR LiAzEEZ XU r— L, LALTAA VIR TRED <73V, #£0 BIEEEY R EEE,
rbc2013@house.rbe.kyoto-u.ac.jp (IR TEE Z AV E T,

HEIY 10 A 25 HLE
RARAEZ —DOPWERFEDEIV X 10 A 18 HTY,

ka—7 o 2« FHEASOBEIAHIAIEER T VA~BEWWZLET, 1128, 29 HHOBHELZ ZHEL
TBVET BBV HY, Vo RTPTLOBIMERT VBB TIW)

(Invited speakers)

Penny Jeggo (Genome stability center, Univ of Sussex, UK)
Daniel Durocher (Univ of Toronto, Toronto, Canada)

Weidong Wang (NIH, Baltimore, USA) (fifgz& )

Miki Shinohara (Osaka Univ)

Michelle Debatisse (Institute Curie, Paris France) (fragile site)
Rick Wood (Univ of Texas, USA)

Naoko Shima (Univ of Minnesota, Mineapolis, MN, USA) (replication restart)
Seishi Ogawa (Kyoto University)

Pablo Radicella (IRCM, CEA, France) (Oxidative damage)
Reuben Harris (Univ of Minessota, USA) (APOBEC)

Marco Di Antonio (Cambridge, UK) (G4)

Kunihiro Ohta (Univ of Tokyo)

Karine Dubrana (CEA, France) (nuclear organization)

Katsunori Sugimono (NJ Sch of Med, USA) (telomere and ATRIP)
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Ryo Kobayashi (Hiroshima Univ)(Methematical biology)
Paul-Henri Roméo (Institute of cellular and molecular radiation biology (IRCM), CEA, France) (Stem cells)
Yoshiya Shimada (NIRS)
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FrepAfi e ge 17 2 aii e

BRI GE (7 ) W7 B 7T — 3 v DY AT LRIEME
BRI gE 13 = — | DNA|

[RAAFE R - SERIFIAREREEY —2 & a v 7REBRA]

KD 25410 H 20 B (H) PRl 8:40—10:20, A ARKUFMEETRE S6 Bk (R&E3 HHE, A7 L
777 URVAEFER) IZT, V=2 a vy [DNA HIEO® > 7 &S E ORI CrORER
ERIFI SRR R L OMils) | R A/ IEE, TR ZREEW-LET,

BIEICHH Y £ X512, BENOLFRFIN, LFEFEIEEEE OEETH Y | HERRZ ZREWTZZ
TET, TREEEIL. PR RIRK) . WBHIELR (BER) . FREIRK GRUREAER) . Ak (K
PoR) . BIBGER CGRIEIER) T3, FMCHRREFTHFICOZIEL UL, FE27n s T A HEYS HP 5T
THEBL &V, BoTOIBMBHELLTEY £1°,

h
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7 LENRERFIEEEY MR R WREE

TR 3 [BIAEDKE THEB AT PR T, /M
FEEDD NBSLIZOWTHAREZ L #45THESREAT
WET, EINBIEED | FEFEORZENTEN D 10 £
M/ MARIFZEEE T NBST ICOWTHIZE L, & THHLL
FUIMENAEEZ XD ZENTEE L, 72, HFH
R EE L THRE DI 2 EHEW, 2L DT &EEFU
BB SECWEEWEZ E 2L BEEHR L B ET,
WEREDIERF S VR Y T ABHA DO CHIIEESEED |
ARG & fAV>, Degron System & DeltaVision |21 T, 7
A &0 ESLBIRFHIEET 7 TR FE = I R EITSE B & ]
LCHEMELE Lz, MEMFTOREOE y A~V AZESTERNBAA VoD T, 26H 5 TOEBTE
BICFEWRR D, ZOFOFR— N2 T R2Rn b8 LWHEAEZ %> T Y £7,
FINT/IREEZAIZBRNWLIEY  IWARSAZTFEKEE —FEIZBBQ L2V & AEMNSIY 05 & & EEE
ETLHIENTE, “BARERELATEY £7,

Fiz. 10 A0S TR FEFR AR S E Lz,
EBRLIHINTERET D LIEHLTBY ET, 2 b E LI BEWNWELET,

s A T DR SRR i PRA BEER

6 H 30 AAFCEARE, BEIT B BB L5 O IR R R U SR BRIE R AU TERT AIETE HIEATE 7 B
THIRIZE DL TWEIEWTE Y £3, 3107 =27 F 7 v 7 E--BlRE TIEH IR D KETT 0,
BREEZRHOD, LhrL, BENZRETELARE D, AIEICEE L THSFIFETT,

ST, FPARMRIC TR - ZHEREN) » 7oA A - AR A IR BB S AT DA RS D A
YN E BB OERKIC S, KEITEY REBIMERIZ2D Lz, FEEHICTRILLIFLET TR L, Z
DORIZBEOHFE LT, DRV L BT ET, LITnix, BETA CABAMITE AL, K=o — AFHEER
ZBPNELTUL, L LARBBROLTNEEOGTERIZINLIEENZ VO TR, EHERLTEY £,
ZOPTIE, AIFEEIALLS, TEUTBFELT, BEWHL LT ET,

T, B TH LRI SWER AN, RALBEL £,

[EL#mXs A bv]

K4 i SCEH H FAL WFFEHB M

Analyses of the Substrate-Selective Ubiquitination of
Mitotic Regulators and its Involvement in Silencing the
‘ Spindle Assembly Checkpoint i
Rk PrHll . SRR S AT AW

SRR A A EHEE T O &% F e | CEREE) ’
WL X OMEERT = v 7 RA » MEER~DE 50

fEAT
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[Histone modification and exchange during gene transcription: Signals and Mechanisms |
9H 8H ICRR2015 1B/ 7 AEBR
9”0 9R FTE=E
9H 13 H 8 RS BN R ik
9H 148 AT mrrkIt— THERERON RS L R
9f 27 WMk £ Bdm (RREKRT) BEI—
(B B~ FURBEIC L D22 EY =T 1 v 7 il
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