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28™ RBC-NIRS International Symposium
DNA repair network and radiation damage

Aim of Symposium:
The principal purpose of the meeting is to discuss recent progress in the link of radiation-induced DNA
damage and other type of damage, such as oxidative stress. [ believe that this contributes to the
understanding the fundamental roles of radiation repair proteins including ATM, NBS1 and RAD18 in DNA
repair network before the discovery of X-ray by Roentgen, and thereby, leads to the characterization of
radiation-mimic DNA damage, which might be spontaneously elicited during DNA replication or by
environmental genotoxic agents, etc, in the absence of radiation. Finally, I hope the presences of both DNA
repair network and spontaneous DNA damage in human cells to relieve some anxiety in habitants, who are

suffered from the low dose of radioactive nuclide released from the nuclear power plant accident.

Date:
November 29 (Thu)-30 (Fri), 2012

Venue:
Co-op Inn Kyoto (Yanaginobanba St., Nakagyo-Ku, Kyoto)

Organized by:
Radiation Biology Center, Kyoto University

National Institute of Radiological Sciences

Scientific program committee:
Kenshi Komatsu (Kyoto University)
Junya Kobayashi (Kyoto University)
Akihiro Kato (Kyoto University)
Martin Lavin (Queensland Institute for Medical Research)
Tom K. Hei (Columbia University)

Scientific program
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Kitao H, Nanda I, Sugino RP, Kinomura A, Yamazoe M, Arakawa H, Schmid M, Innan H, Hiom K, Takata M.

FancJ/Bripl helicase protects against genomic losses and gains in vertebrate cells. Genes to Cells 2011
Jun;16(6):714-27.

Yamamoto KY, Kobayashi S, Kurumizaka H, Takata M, Kono K, Jiricny J, Takeda S, Hirota K. The involvement of
SLX4 in interstrand cross-link repair is regulated by the Fanconi anemia pathway. Proc. Natl. Acad. Sci. USA. 2011
Apr 19;108(16):6492-6.

Guervilly JH, Renaud E, Takata M, Rosselli F. USP1 deubiquitinase maintains phosphorylated CHK1 by limiting
its DDB1-dependent degradation. Hum Mol Genet. 2011 Jun 1;20(11):2171-81.

Hosono Y, Abe T, Ishiai M, Takata M, Enomoto T, Seki M. The role of SNMI1 family nucleases in
etoposide-induced apoptosis. Biochem Biophys Res Commun. 2011 Jul 8;410(3):568-73.

Bell DW, Sikdar N, Lee KY, Price JC, Chatterjee R, Park HD, Fox J, Ishiai M, Rudd ML, Pollock LM, Fogoros SK,
Mohamed H, Hanigan CL; NISC Comparative Sequencing Program, Zhang S, Cruz P, Renaud G, Hansen NF,
Cherukuri PF, Borate B, McManus KJ, Stoepel J, Sipahimalani P, Godwin AK, Sgroi DC, Merino MJ, Elliot G,
Elkahloun A, Vinson C, Takata M, Mullikin JC, Wolfsberg TG, Hieter P, Lim DS, Myung K. Predisposition to
cancer caused by genetic and functional defects of Mammalian atadS. PLoS Genet. 2011 Aug;7(8):¢1002245.

Matsushita N, Endo Y, Sato K, Kurumizaka H, Yamashita T, Takata M, Yanagi S. Direct Inhibition of TNF-a
Promoter Activity by Fanconi Anemia Protein FANCD2. PLoS One. 2011;6(8):e23324. Epub 2011 Aug 31.

Rosado IV, Langevin F, Crossan GP, Takata M, Patel KJ. Formaldehyde catabolism is essential in cells deficient for
the Fanconi anemia DNA-repair pathway. Nat Struct Mol Biol. 2011 Nov 13;18(12):1432-4.

Fujinaka Y, Matsuoka K, limori M, Tuul M, Sakasai R, Yoshinaga K, Saeki H, Morita M, Kakeji Y, Gillespie DA,
Yamamoto KI, Takata M, Kitao H, Maehara Y. ATR-Chk1 signaling pathway and homologous recombinational
repair protect cells from 5-fluorouracil cytotoxicity. DNA Repair (Amst). 2012 Mar 1;11(3):247-58.

Shigechi T, Tomida J, Sato K, Kobayashi M, Eykelenboom JK, Pessina F, Zhang Y, Uchida E, Ishiai M, Lowndes
NF, Yamamoto K, Kurumizaka H, Maehara Y, Takata M. ATR-ATRIP kinase complex triggers activation of the
Fanconi anemia DNA repair pathway. Cancer Res. 2012 Mar 1;72(5):1149-1156.

Sato K, Toda K, Ishiai M, Takata M, Kurumizaka H. DNA robustly stimulates FANCD2 monoubiquitylation in the
complex with FANCI. Nucleic Acids Res. 2012 (in press)

Kitao H, Takata M. Fanconi anemia: a disorder defective in the DNA damage response. Int J Hematol. 2011
Apr;93(4):417-24.

Takata M. Guest editorial: fanconi anemia and the DNA damage response. Int J Hematol. 2011 Apr;93(4):415-6.

Ishiai M, Uchida E, and Takata M. Establishment of the DNA repair-defective mutants in DT40 cells. Methods Mol
Biol (in press)

Kometani, K., Yamada, T., Sasaki, Y., Yokosuka, T., Saito, T., Rajewsky, K., Ishiai, M., Hikida, M. and Kurosaki,
T. CINSS drives B cell responses by linking BCR signals to the canonical NF-kB pathway. J. Exp. Med., 208 (7),



1447-1457, 2011.

Atsumi Y, Fujimori H, Fukuda H, Inase A, Shinohe K, Yoshioka Y, Shikanai M, Ichijima Y, Unno J, Mizutani S,
Tsuchiya N, Hippo Y, Nakagama H, Masutani M, Teraoka H, and Yoshioka K. Onset of quiescence following p53
mediated down-regulation of H2AX in normal cells. PloS One 2011. 6(8), e23432.
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T.Shigechi, J.Tomida, K.Sato, Y.Zhang, E.Uchida, J.Eykelenbo, N.Lowndes, H.Kurumizaka, Y.Maehara, M.Takata:
“An Absolute Requirement of ATRIP-ATR Kinase in Replication Stress-induced Triggering of the FA Pathway
Activation” 23 ANNUAL Fanconi Anemia Research Fund SCIENTIFIC SYMPOSIUM  October 2011
Barcelona, Spain

J.B.Wilson, J.K.Lingley, F.A.Makki, A.M.Alandwani, K.Lee, Y.Xiao, M.Takata, G.M.Kupfer, N.J.Jones: “Inhibition
of NHEJ Reveals Distinct Roles for FANCG in the Repair of Interstrand Crosslinks and DNA Strand Breaks”
23 ANNUAL Fanconi Anemia Research Fund SCIENTIFIC SYMPOSIUM  October 2011 Barcelona, Spain
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Takata, M: [ 7 7 > a =&l L DNAEET 7+ V7| 2R A nternational session for DNA repair
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i H B : “Genome Dynamics: molecular network in maintenance and conversion”
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Masamichi Ishiai, Junya Tomida, Tomoko Shigechi, Akiko Itaya, Emi Uchida, Junya Unno, Minoru Takata:
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“Molecular mechanisms of the Fanconi anemia pathway.”
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Junya Unno, Akiko Itaya, Junya Tomida, Tsuyoshi Ikura, Minoru Takata: “Mass spectrometric analysis identifiles
factors associated with the Fanconi anemia proteins FANCD2 and FANCI” H ARy AW F i 34nFES
20114F12A Bk

Hiroyuki Kitao, Yoshihiko Fujinaka, Kazuaki Matsuoka, Makoto limori, Munkhbold Tuul, Ryo Sakasai, Ken-ichi
Yamamoto, Minoru Takata, Yoshihiko Kakeji, Yoshihiko Machara: Homologous recombinational repair and
Chk1-mediated S-phase arrest protect cells from 5-FU cytotoxicity. H Ay M) FaH34RFES 20114124
Tk
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Koichi Sato, Masamichi Ishiai, Kazue Toda, Satoshi Furukoshi, Akihisa Osakabe, Hiroaki Tachiwana, Yoshimasa
Takizawa, Wataru Kagawa, Hiroyuki Kitao, Naoshi Dohmae, Chikashi Obuse, Hiroshi Kimura, Minoru Takata,
Hitoshi Kurumizaka: Histone chaperone activity of the FANCD2-FANCI complex and its importance in repair of

interstrand DNA crosslinks by the Fanconi anemia pathway. H A%y 834042 20114120 44
i

Kazue Toda, Koichi Sato, Masamichi Ishiai, Minoru Takata, Hitoshi Kurumizaka: Robust stimulation of the
FANCD2 monoubiquitination by three-way brached DNAs. H A%y AEW 8340442 20114F120  Fiik

Kohei Nishimura, Masamichi Ishiai, Tatsuo Fukagawa, Minoru Takata, Haruhiko Takisawa, Masato Kanemaki:

Mcm8 and Mcm9 form a novel complex involved in resistance to DNA crosslinking agents. H Ay -EM)F25

4EFES 20114F12H ik

Tomoko Shigechi, Junya Tomida, Koichi Sato, Masahiko Kobayashi, John Eykelenboom, Pessina Fabio, Zhang
Yanbin, Emi Uchida, Masamichi Ishiai , Noel Lowndes, Kenichi Yamamoto, Hitoshi Kurumizaka, Yoshihiko
Maehara, Minoru Takata: ATR-ATRIP kinase complex is responsible for triggering of the FA pathway. H A7)
EWFREIAEES 20114E121 Bk

Minoru Takata : “Fanconi anemia and the DNA damage signaling” 27" RBC-NIRS International Symposium
IDNABEINE S 7T NVICB T 27 n~F @i e = vy = %7 ¢ 7 AHlf#l] Dec 9-10, 2011. Kyoto
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Minoru Takata :The Sugahara Memorial International Symposium on" Prospective Topics and Charm of Radiation
Biology". “Fanconi anemia and the DNA damage response” Jan 25-26, 2012  Kyoto
AL —FEFR
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J.B.Wilson, Y.Xiao, G.M.Kupfer, M.Takata, N.J.Jones: “Hypersensitivity to PARP-1 inhibitors and Reduced
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Homologous Recombination Repair in Mutant FANCD2 Cell Lines” 23 ANNUAL Fanconi Anemia Research
Fund SCIENTIFIC SYMPOSIUM  October 2011, Barcelona, Spain

H. Kitao, R. Nakanishi, M. limori, Y. Fujinaka, M. Tuul, N. Yamashita, M. Takata, Y. Kakeji,Y. Maehara:
“Involvement of Fanc] and Msh2 in the Cellular Response to 5-FU-Induced DNA Damages” 23" ANNUAL
Fanconi Anemia Research Fund SCIENTIFIC SYMPOSIUM  October 2011, Barcelona, Spain

K. Sato, M. Ishiai, K. Toda, S. Furukoshi, A. Osakabe, H. Tachiwana, Y. Takizawa, W. Kagawa: “Histone
Chaperone Activity of FANCD2-FANCI Complex, the Key Proteins for the Fanconi Anemia Pathway”
23  ANNUAL Fanconi Anemia Research Fund SCIENTIFIC SYMPOSIUM  October 2011, Barcelona, Spain

J. Tomida, A. itaya, T. Shigechi, J. Unno, E. Uchida, R. Meetei, Y. Machara, M. Ishiai, M. Takata: “The Fancni
Anemia Core Complex Promotes ATR Signaling” 23" ANNUAL Fanconi Anemia Research Fund SCIENTIFIC
SYMPOSIUM  October 2011, Barcelona, Spain

Kokuta Tetsuya, Ai Techigawara, naoki Hasegawa, Minoru Takata, Kenshi Komatsu, Hiroshi Tauchi: DNA
double-strand break repair via gene conversion is dependent on cell cycle. 340 H K7y FAWFSHFEES 2011

F12H ik
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Tomoko Shigechi, Junya Tomida, Koichi Sato, Masahiko Kobayashi,JohnEykelenboom, Passina Fabio, Zhang
Yanbin, Emi Uchida, Masamichi Ishiai, Noel Lowndes, Kenichi Yamamoto, Hitoshi Kurumizaka, Yoshihiiko
Machara, Minoru Takata: “ATR-ATRIP kinase complex is responsible for friggering activation of the FA pathway”
B3R QAR FAEMTFERER 20114F120 il

Junya Unno, Akiko Itaya, Junya Tomida, Tsuyoshi Ikura, Minoru Takata: “Mass sepectrometric analysis identifies
factors associated with the Fanconi anemia proteins FANCD2 and FANCI” #534[8] H ARy AWM FRHFS
20114F12H Ak
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Hiroyuki Kitao, Yoshihiko Fujinaka, Kazuaki Matsuoka, Makoto limori, Munkhbold Tuul, Ryo Sakasai, Ken-ichi
Yamamoto, Minoru Takata, Yoshihiko Kakeji, Yoshihiko Maehara: Homologous recombinational repair and
Chk1-mediated S-phase arrest protect cells from 5-FU cytotoxicity. #5340 H ARy TAEMFoHES 20114124
I
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B : 7 7 > 2 =& i HFANCD2(Z X % NF-kappaB
R GRS OfRHT. A TAMFREARES 20114E12H Mk

Koichi Sato, Masamichi Ishiai, Kazue Toda, Satoshi Furukoshi, Akihisa Osakabe, Hiroaki Tachiwana, Yoshimasa
Takizawa, Wataru Kagawa, Hiroyuki Kitao, Naoshi Dohmae, Chikashi Obuse, Hiroshi Kimura, Minoru Takata,
Hitoshi Kurumizaka: Histone chaperone activity of the FANCD2-FANCI complex and its importance in repair of

interstrand DNA crosslinks by the Fanconi anemia pathway. H K77 P HE34EIFES 201148127 45
Hi

Kazue Toda, Koichi Sato, Masamichi Ishiai, Minoru Takata, Hitoshi Kurumizaka: Robust stimulation of the
FANCD2 monoubiquitination by three-way brached DNAs. H A%y AW P 53404404 20114E12H  fifk

Kohei Nishimura, Masamichi Ishiai, Tatsuo Fukagawa, Minoru Takata, Haruhiko Takisawa, Masato Kanemaki:
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Mcm8 and Mcm9 form a novel complex involved in resistance to DNA crosslinking agents. HA&K7;7-/EW)F25

34[E4E2 20114E12 0 Hfik
<R S AT DAY R AR Y >

B - SRR
Kobayashi, H., Abe, K., Matsuura, T., Ikeda, Y., Hitomi, T., Akechi, Y., Habu, T., Yang, W.L., Okuda, H. and
Koizumi, A.,Expansion of Intronic GGCCTG Hexanucleotide Repeat in NOP56 Causes a Type of

Spinocerebellar Ataxia (SCA36) Accompanied by Motor Neuron Involvement, Am. J. Hum. Genet. , Jul
15;89(1):121-30. Epub 2011 Jun 16

Shimada M, Kato A, Habu T, Komatsu K. Genistein, isoflavonoids in soybeans, prevents the formation of excess
radiation-induced centrosomes via p21 up-regulation. Mutat Res. 716:27-32, 2011.

limori M, Ozaki K, Chikashige Y, Habu T, Hiraoka Y, Maki T, Hayashi I, Obuse C, Matsumoto T. A mutation of the
fission yeast EB1 overcomes negative regulation by phosphorylation and stabilizes microtubules. Exp Cell Res.
2012 Feb 1;318(3):262-75. Epub 2011 Nov 15.

Nakase M, Nakase Y, Chardwiriyapreecha S, Kakinuma Y, Matsumoto T, Takegawa K. Intracellular trafficking and
ubiquitination of the Schizosaccharomyces pombe amino acid permease Aatlp. Microbiology. 2012 Mar;158(Pt
3):659-73.

Ito D, Saito Y, Matsumoto T. Centromere-tethered Mps1 pombe homolog (Mph1) kinase is a sufficient marker for
recruitment of the spindle checkpoint protein Bubl, but not Madl. Proc Natl Acad Sci U S A. 2012 Jan
3;109(1):209-14.

R T S

INREE, BAIEREE . AT, MR, N REO, BIHiRER], ARG T. BITE. BE®S . ANRIER
T ALSERE B R 55 & £ O Fri B B/ MM PEIE (SCA36) DR K a3 7. #11E 4+ T PhiREaE S
BFZe4s 2012481 H [l

A BT T2 b L R§FEERp53-p31cometiE & AT AR EIHEAE O AT | Z1518]1 H AR A0 TAERTE RS2
2011426 BT

NAH—FEFK

AR — . TR, AR TEFERICHREEE S0 Mphl ) — P I3 A KvF = v 7
RA v FOEFHRIEE A Z S & 29 F63[E A A FE RS, 20114567 FLIR

HAEBAT [p53-p3lcometfl@ & AIC L D MINUSEHIEFERE OREAT) BH54RIRE AARSES 20114R10 4
=

FRIF NS 1, ITEEAIR, 2R MAAE# [Fission yeast Scp3 is a novel regulator of microtubule organizing
center during mitosis.] #35[F H A7 e 201142128 fiik

R . PR B, RIS, KPR . IURIESE, 1)1 B, R TTSC-Rhebt 7 VKRR
BT F ) H—FPubl & 7 L AF X L7 B Anyl DSFEZ N LTCT 2 Vi b T  AR—HF —
DRAEZFE LT\ 5 | FH3SEI A AR AT 201142121 Bk
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Yanagihara H, Kobayashi J, Tateishi S, Kato A, Matsuura S, Tauchi H, Yamada K, Takezawa J, Sugasawa K,
Masutani C, Hanaoka F, Weemaes CM, Mori T, Zou L, Komatsu K. NBSI recruits RAD18 via a RADG6-like
domain and regulates Pol 7 -dependent translesion DNA synthesis. Mol Cell  43: 788-797, 2011.

Shimada M, Kato A, Habu T, Komatsu K. Genistein, isoflavonoids in soybeans, prevents the formation of excess
radiation-induced centrosomes via p21 up-regulation. Mutat Res. 716:27-32, 2011.

Kobayashi J, Okui M, Komatsu K, Chen DJ. Possible Role of WRN Protein in Cellular Response Induced by a
Little DNA Damage. Fusion Science and Technology, 60, 1186-1189, 2011.

Shimada M, Kato A, Kobayashi J. The Potential Role of DNA Repair Proteins in Centrosome Maintenance. Book
4(pp57-66), /DNA repair Intech publisher, 2011

MR DNABIE & 7 ) DRLENE, ppl51-160, “NBAEWTA T A NLAT v R7) ERIER, Gk
PR, F Ak, 2011

IMAEAE, WIS BRI K5 DNA BIEEOINEMME, A 427V =% JekEfE, Flpld
IAERR. SRR D A7 AL, RERTFAR T 4 —F A, 30 1 10-13, 2012
IMAERRE. L2 NS U LIRTO B RMEEBIR F O&ENT 2  RI ==2—A, No.55, pp2-3 2011.

RS . MAERE. [RNF20 12 LA 2 Ry H2B OF /2 2 X F A5 L7575 DNA (B1E-ERE ] ik
AR, 546 &, F2 5. 2011.6

hATASS. [DNA “ESHUIMHEEICBIT 5 B 2 N ERF—H2AX/H2A OEAfE H2B OF / % F 1k
— | FHHRRAERRGE. 5 46 &L B4 &, 2011.12 A

R T S

IMABGE. DNA —HEEUMICBIT A7 a~Fr - UET Y VKT & ZFORIERE, Ry ) 37
ARFEE T 5 RIERIE . KRBRFSL R, 2011 455 H 14 B (GB45#EHE)

Kenshi Komatsu, Kyosuke Nakamura, Akihiro Kato, Junya Kobayashi, Hiromi Yanagihara, Shuichi Sakamoto,
Douglas V.N.P. Oliveira, Mikio Shimada, Satoshi Tashiro, Hiroshi Tauchi, H2B Ubiquitination-mediated chromatin
remodeling in response to double-stranded DNA breaks in vertebrates H ANy 7-/EW) ¥ /XL 7 ¢ iz, 2011
12 H 15 B (FfrasEe)

JIVAEE . NBST &2 1l & U7 R RS S A D il O AR 55 2 [BIE BB AR A e BB R
2011 4212 A 3 B (BB

Kenshi Komatsu, Kyosuke Nakamura, Akihiro Kato, Junya Kobayashi. CONTROL OF HOMOLOGOUS
RECOMBINATION BY RNF20-DEPENDENT H2B UBIQUITINATION, 27th RBC-NIRS International
Symposium, Kyoto, Dec 9, 2011 (FHFFq#1E)

Kenshi Komatsu, Kyosuke Nakamura, Akihiro Kato, Junya Kobayashi, Hiromi Yanagihara, Douglas V.N.P.
Oliveira, Mikio Shimada, Satoshi Tashiro, Shinya Matsuura, Toshio Mori, Hiroshi Tauchi, The roles of NBS1 in
responses to radiation- and UV-induced DNA damage, The Sugahara Memorial International Symposium,
Kyoto, ,January 25, 2012 ($A7Fa#1H)
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Junya Kobayashi, Kyosuke Nakamura, Hiromi Yanagihara, Akihiro Kato, Kenshi Komatsu. Novel Role of NBS1 in
Ubiquitination-Mediated Response through RNF20. 14th International Workshop on Ataxia-Telangiectasia
(ATW2012), New Delhi (India), February, 2012 (3345F:#1#)

AR, BT VBN C AT BRIRARICEIT AL A b L ADEINIE ATM {£17M: DNA HEIE 1
B as| X9, 570 Bl H ARSI, 2011410 H, 452

PR, BLHFFE T, Martin Lavin, /MAEGE : BB A R L AIZ K D ATM OIEVERIE, B A SR
N 54 MRSy, 20124F 11 H .,

AR RARTE - MR, /MBS, Nucleolin participates in MDC 1-related DNA damage response. 55 34
Bl B A A FRFR, 20124 12 A, Bk

Douglas Oliveira, Ikura T, Nakamura K, Kato A, Kobayashi J, Komatsu K; FACT-dependent recruitment of RNF20
during DNA damage repair. EMBO Workshop, Chromosome Structure, Damage & Repair, September, 2011, Cape
Sounio, Greece.

FEERA : [ 7V A —~< I 69 2 O SR IR T & 23 k) SRk 23 4R RUER R 2R 5 40 BRI B PR AR 78
2. 2011 4E 7 B, KB

RA S =5

Junya Kobayashi, Hiroko Fujimoto, Kenshi Komatsu: Nucleolin participates in MDCl1-related DNA damage
response. 14th International Congress of Radiation Research, Warsaw , Poland , August 2011

Akihiro Kato and Kenshi Komatsu. The link between MRN complex and RADS51. 14th International Congress of
Radiation Research Warsaw , Poland , August 2011

Mikio Shimada, J.N.Pulvers, F.Matsuzaki, K.Komatsu. lonizing radiation induced-microcephaly depends on
dissociation of apical structure during embryonic development of the mouse cerebral cortex. 14th International
Congress of Radiation Research Warsaw , Poland , August 2011

Akihiro Kato and Kenshi Komatsu. Physical and functional interaction between MRN complex and RADS1. 5 70
6] H AR PR, 2011410 A 5 A, A4 dTR

INEESEAL, /MAE . MRN #41K & RADS1 OFHENEA] AABSHEEYS B 54RIRE, 117 18 A,
Fh=

BRI, BB AL AARHt, PR, B RS, SElgE . T, MAEE 1) A —~mipi
f > DNA [E1EHE] 5 54 [B] H ARBGHREES . 2011 4 11 A, #pF

it

Oliveira DV, Nakamura K, Kato A, Kobayashi J, Ikura T, Komatsu K. Facilitates Chromatin Transcription complex,
FACT, on DNA repair #f 54 [0] H AR B #2222 2011 45 11 A, #h7

T B A BR AR
IR, B2 517 OB N DNA-HGHRCEIMRIZ LD DNA OF L EM OGS L, RES R4~
4 A 20114 A1 H

MRS, RIS L ORI Y 2 7 &2 DNA 50 6E 25—, mKLEEHSKRS, @y
TARXRT v, 201243 4 17 A

IR, THOSHER, 2D N LB, 5 6 IR RFMEMIERT- B ¥ —> R T A RO
BERICHZRD ] « ARV Y by v ay [HARKERKEZEZ D - i - HIK - R - oor7 -
AAROEBZETT) . &S, 201147 A3 H
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Shi L., Fujioka K., Sun J., Kinomura A., Inaba T., Ikura T., Ohtaki M., Yoshida M., Kodama Y., Livingston GK.,
Kamiya K., Tashiro S. A new system for analyzing ionizing radiation-induced chromosome abnormalities.
Radiation Research (in press)

Takaku, M., Tsujita, T., Horikoshi, N., Takizawa, Y., Qing, Y., Hirota, K., Ikura, M., Ikura, T., Takeda, S.,
Kurumizaka, H. Purification of the human SMN-GEMIN2 complex and assessment of its stimulation of
RADS51-mediated DNA recombination reactions. Biochemistry 2011, 50 : 6797-6805.

=+
=

BIERORBERE ARHFHEENS Y 2 32T 4 7 A F T- 3F David S. Latchman
(AT 4N AR A F—Fvat)  (FBIEFR, BE £, HAaEKR HE %)

it

BRI

HAE % Z7o<~F oLtz Lz DNA ESE S 7P LD vy = %7 4 7 Al
B0 M AMEERSET7 o T 407 201243 A3 H KK FHEFLEGL A, WH

HAE #.7a~F OB EN L7 DNA BEISES VLD ey = 32T 4 7 A
5 3R A 10 DAERR RIS SR 16 4R-25 ARJE - SCRRRMAE 3 A SCRTE®) . BRIAB Y AR Y D 4
201241 H 30-31 H Fifieat o ¥ —. —BiiaaiiE, B

HAE #:.[7a~F OB EN L7 DNA BEISES SO ey = 32T 4 7 A
29 EYta kT — 27 g w7 2012451 A 2627 H B

HFREIER, s B B 5 90 Rl B IR, A % [The role of histone H2AX
eviction in DNA damage-induced checkpoint activation| %5 34 [F|H K3 FAEMFRFES V—2ovav S/
20114F 12 H 15 B Bk

HAE %07 MEGICBITA 7 u~TF o OEELE Y =T 4 7 A
B3R E Y =R T 7 ARIENIES 2011 411 A3 H B

HA % IDNABEISEY 7T UcEBiT 5 TIP60 b A ko 72 FIALEEZEBE RO Z A T I 7 A
G v r ) AFgES 20118 TH 27T HE 4RI~ v a v

HE BT DRBIFZEOBUR E AR 2011 4 6 A 10 H MFERFAA A 7T o 2 —
LWl

HE ¥ IDNABEEYHISEICB TS X Ry 7 Fxy U —27 Offi )
it 7 2EEROHIEE 55 2 [MISEEEEREE 2011 4F 5130 H-6 H 1 H

INA S —FEFH

Masae Ikura, Satoshi Tashiro, Hiroki Shima, Kazuhiko Igarashi and Tsuyoshi Ikura. : [The role of chromatin
dynamics in DNA damage-induced checkpoint activation | Jis J& KRB R E R AR FEATAINL 50 840
[EpR AR T A 2012452 A 2021 H

RS, WIEESE, EEFEE = AFER, AR S ATERS, Pl JRRERL PR B & H

B, OEH TV Vb7 a4 37 22 W58 DNA {50 57— OB
034 F ARG TAEYFERFS 12 A 15 8 #ik
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Shi L., Fujioka K., Sun J., Kinomura A., Inaba T., Ikura T., Ohtaki M., Yoshida M., Kodama Y., Livingston GK.,
Kamiya K., Tashiro S. : [A new system for analyzing ionizing radiation-induced chromosome abnormalities |
534 M AASFAEMTFRFES 124 15 B Bk

Takaku, M., Tsujita, T., Horikoshi, N., Takizawa, Y., Qing, Y., Hirota, K., Tkura, M., Ikura, T., Takeda, S.,
Kurumizaka, H. : [SMN-GEMIN2 complex stimulates the RAD51-mediated recombination reactions |
834 [ HADFAEWTFRFE 120 15 B Bl

PN O AT, RIFAET, 2 ko, FEEZ, WIIER. Ha %, |t 12 : IDNA
BEISEICBIT A A h XY 7ok H2A.Z isoform DE 5 |56 34 [ H A FAMSF2FES 12 4150 84
b

Junya Unno, Akiko Itaya, Junya Tomida, Tsuyoshi Ikura, Minoru Takata. : ['Mass spectrometric analysis identifies
factors associated with the Fanconi anemia proteins FANCD2 and FANCI |
%34 BADTAEFRFR 12 A 15 B Bk

<EAERHETRIN, WA AT >
E - R

Kanji Furuya, Hironori Niki, Construction of Diploid Zygotes by Interallelic Complementation of ade6 in
Schizosaccharomyces japonicus. Yeast, 2011 Oct;28(10):747-54

Keita Aoki, Hanako Hayashi, Kanji Furuya, Mamiko Sato, Tomoko Takagi, Masako Osumi, Akatsuki Kimura
and Hironori Niki, Breakage of the nuclear envelope by an extending mitotic nucleus occurs during anaphase in
Schizosaccharomyces japonicus. Genes Cells. 2011 Sep;16(9):911-26.

Nicholas Rhind, ..., Kanji Furuya (12 # H), ... and Chad Nusbaum (§} 47 44) Comparative Functional Genomics
of the Fission Yeasts., Science, Vol. 332, 930-936, 2011.

HEHSEFR
K Furuya: “REGULATION OF DNA DAMAGE CHECKPOINT SIGNALLING THROUGH
PHOSPHORYLATION” The 27" RBC-NIRS International Symposium, December. Kyoto,

TR EiR [ —FDDKICK D F = v 7 ARA v b F o7 B Ol
Bnl 17 AMEEIEIES . 20114E10 . FR0 IR =&, ESLE AR IEaT

HEEE A, EREWE  [F =y RA Y NZ 7 EODDK S F— PR 70 il A |
¥ 2 15 [DNAEH - Mz - 7 2 ZEMRIETY —27 >3 v 7). 2011410, #&

4 BIR : [The regulation of checkpoint proteins by checkpoint kinase ATR and DNA replication kinase DDK |
BMB2011 (AASGFAMFRER) - V—7 v a v 7 20114E120 | Bk

INA L —FEFR
Kanji Furuya, Izumi Miyabe, Naoko Kakusho, Hisao Masai, Hironori Niki, Antony M Carr: “DDK phosphorylates

checkpoint clamp component Rad9 and promotes its release from damaged chromatin”
The 6" Fission Yeast Meeting, June, Boston, 2011,

Kanji Furuya, Izumi Miyabe, Naoko Kakusho, Hisao Masai, Hironori Niki, Antony M Carr: “DDK phosphorylates

checkpoint clamp component Rad9 and promotes its release from damaged chromatin” Cold Spring Harbour
Meeting, Eukaryotic Replication & Genome Maintenance, Cold Spring Harbour, Setember, 2011,
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RBC * NIRS International Symposium (BEHERRT VRI T L)

[Chromatin dynamics and epigenetic memory in DNA damage response

R 23412 H9 H~10 Biz=2—7 A U IRHICE
UNTHS 27 [RIRAERIE « TUERFEIRR S o AR 0 L3,
AR A— T AP —L LRSI,
K VRY T ATIHZ u~F il - DNA {5
WEEDOEDY 2 FET—< L LT, EANLLOD
PREEEE T4 2500 140 L OB H Y | 2
20 Keynote Lecture & 6 DDt v 3 TIHH
RS ST,

FHERUEBER
Keynote Lecture 1

Jerry L. Workman 18+ (Stowers Institute for Medical
Research, USA )

Functions of Histone Modifications in Transcription ]

THEH STz,

I% I Signals and Combinational

Speaker

Jerry L. Workman {1+

16

ATAC histone acetyltransferase (HAT) & & 8 1%
C-jun {KAFHIZRER G ORI HERE L TR D | ER
1% c-Jun FEAKAF IR G RE IR I RS & L CLaafFo
AN HEDKI6 T BT IUUETHZ EITED
EREHE LT D, LvL, BBEA b L ADE
AT 5L ATAC HERIT T =T — & — B
FEITC c-Jun LA L. X HIZ MKK4, INK DU 7
N— KAV FEFIEEIFTEEHIT, ATAC 2
MKK4 2 X% INK O U »fR{bZ4mi] L, INK K15
72 c-Jun OV UBbEREL, ZORRE LT
c-Jun (KPR B FHRBLNERILT D, 2D XD
e AR T BT IUBER DA b L RSB ITHERE
T EWVWHIBRITE A N SRR OB 72 72
ZHE MR CIFR IR G Th o 7o,

Session I : Epigenetic regulation and Transcription
Hozumi Motohashi f# = (Tohoku University, Japan)
I TMafG C-Terminal region contains a nuclear matrix
targeting signal and confers competence for
transcriptional regulation in megakaryocytes | Tafii
1T o0z, Maf % /37 BTG R+ TH % Maf
77 IV —IZBL, RRIFSNI=bZip ETFT— 7 % FH
L. CNCHEZBKF & ~T A ~—%Zfpk L TH
RET 2 2 &DFBNTWND, /N Maf # /37 HiT
KA ~—TEHS° DNA #5128 < bZip fEiELS O
HER S ITA LTV, £ 2T, s,
bZip #E1EIZ L D HERE & 13RI OFTIR D /)N Maf & /X
JEDOHREEZ D T2DIT, bZip EF—T7 LSO T
R BRI, ORER ., C RKEEKAY/ S Maf
77 IV —HTELIRFINTNDZ LR AHL
2o IRIZ MafG @ C Kl K1 &, MafGDC
DRIFERKEOEREZFIRD 012, £ BE&
Ml T MafGDC Z B SHL P T AV ==Y

~ 7 A (GIHRD-MafGDC) % {E# L. MafG-null



~ AL #HIT A YT, MafG-/-: GIHRD-MafGDC
~ U AERRE L2, MafG-null EAEZHAEI
proplatelet D JERAZ RIBN H H AL, £ O KRIEIX
MafG % 8 S5 & [BfE T & 7272 MafGDC Tl
T& e h o7z, MafG-/-: GIHRD-MafGDC ~ 7 A%
i /NI E & E & 55 L 72, MARE (Maf
recognition element) & 7 M: 18 1= #F D 38 Bl 1%
MafG Z Z8L & &7 ERMHIIL CITIEH 224 CTh
27273, MafGDC A JEHL S W 7ollfid TITamsl S
TV, L L, MafG O~T 1 & A ~—JE kD
N— " —TdH % pd5 DMARE ~D U 7 L— KT
BWTIL, 2T 722025 7o, MafG O RE T~ b
U w7 ZZFEE LTV A M, MafGDC 1F8 S 12 7]
B LTLE D, MafG @ C RihiI~7 0o &4
~v—HURTEERE~Y Ny 7 RACBEIEE S Z
ENTE, C REIZIEIE~YNY v 7 ZA~0D
targeting signal 23MFET 5 Z EDRBI N D, T
SO Z LB, MafG O C REEIKIT pd5 12 & Bz
IV HEET, B~ b Y v 7 R L OFEA I
TWAHZ EnREnT,

Yoichi Shinkai {# -+ (Kyoto University, Japan)i
['The role of H3K9 methyltransferase ESET in genome
integrity] Cifi{E #4T>7-, ESET (Setdbl)ixt A b
Y H3K9 DAFN KT AT2T7—¥ThHD, ~
7 A ESHfE (mES) CTESET % K &1 % & imt:#
FEMEZ R, ZOESMEILRHE LD~ — B —i#
BAREORB ERIC LD DT, FRIEEINEE
Fr SR 7 CHHE Ch o 7=, S HIZ, ESET X mES
N TOWNIEME L b e D VX (ERVS)DHIE
ICHMETH D Z LA Sz, mES #ifld T
FerX I ZEXFT T8 ESET &2/ v 77
7 N (ESET- c onditional KO)T& 2z /ER L 7=
L ZAESET / v 77U MZEVENE L
Exn, TOAEBHEDORA D=L EFHD T
B, FTHELEIL FACS EHTIC K o TR %
7=, FORER, ESET KO Al M & 12 1k
R LTz, &5Z, ESET #KETH LT A B
— VR K MRS E R Lz, ThbDZ
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& 775 BSET KO Ml Tl ps3 OFEEL L1703 [h)
EL. ZORERT ) DOREWENELTD Z LN
THRINT,

Session II : Transcriptial regulation and chromatin
organization at DNA repair

Jesper Q. Svejstrup 8 1= (Cancer Research UK) (&
[DBIRD, a bridging complex that regulates RNA
polymerase II transcript elongation and alternative
mRNA splicing] T S4172, mRNA splicing | %
R LIRS EDR D D Y | alternative splicing 14
YRXT DKM A T D, RNA polymarase 11
(RNAPI)IZ L 2 HrBHE 1L DNA HEIGE., fft
Z, B mRNA A7 T A o7 raxTF N
W EBEHEIEHD>TVD EEZLNDN., T
REITRM 32\, £ 2O, mRNA 4%
Py B Al I E ~ W 2% 9 5 hnRNP (heterogeneous
nuclear ribonucleoprotein) DA 21TV FE A 571D
[FEZ1Thivz, £ Df% DBIRD(DBCI/ZIRD)
complex % [AlZE & 4172, DBC1 & ZIRD (% RNAP
IEfEEL, SHICENTNDOSFZ2 /) v I F Y
> % & polymerase density S#A G R\ Z BN L
b oz lniZashi,

Kaoru Sugasawa f#1: (Kobe University, Japan) %
DNA damage recognition in nucleotide excision
repair: molecular mechanism and involvement of
chromatin structure| T S4L72, MR LI
L - THL S DNA #i5D CPDs, 6-4PPs DIETE %
¥ T & % Nucleotide excision repair (NER)(Z (%
global NER(GG-NER) &
Transcription-coupled NER(TC-NER) (Z J » TEE
Eh%, & FO GG-NER #7587 572, XPC %
DNA DS ARG 2785 L. JEHEE DNA $ICHE
L. G TFIH 2V 7 v— b3 2%, LaL,
BB TIZS A DNA 1327 o~ F s
IR L TV 5728, DNA IR IL 7 v~
FURMEIZL > THEINZADN, BEDRN
DNA Tid XPC OIFFFFERY MGG Z LI 5729
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W7~ FUOMEBEINLETH DS, UV-DDB 1T
Nucleosome core @ 1 CPDs, 6-4PPs IZFi& T&E 5,
XPC |32 UV-DDB & D& & L CHREEEMALIZY 7
J— hENDHDITMZ T, 7 UV-DDB 7 CUL4
ks A bhroaerxF o fbazi LT,
nucleosome OV ET U 7 %AT 5 AlHetEZ RIE L
TW5,

Session III: DNA Repair, DNA damage signaling and
DNA replication

Wei Yang &+ (NIH, USA) I% Human DNA
polymerase 1) in cancer prevention and chemotherapy |

THEH S LTz,

Speaker

Wei Yang -+

RER Y B2 DNA 8 (TLS) (ZHERES 2 DNA
AU AT —ED—>, DNA polymerase n ILEEFMR
HRECEFIUEHIZ CPD BIENFHFE INTHETH,
ZDORFHINZIE LWEREZFF AL, & 512 CPD
HaR) X CDNASHAMIEST 2 213 TE 5,
CPD Z & ie DNA [INLEMEL &5 LMbLD
23, CPD % & ¢r DNA $4 & DNA polymerase n 4
IRz A ST 9% & . DNA polymerase n 1%
DNA @ CPD % & {eilfr & OF EAEH T DNA % B
BRI IR L Qe SN M & R T
XP-V D D2 < TlL, DNA polymerase n WD =
OHAEMEHERTERNR GND Z &0 TLS
FERBIZHIT 2 Z OO EEMEN RIB SN D, —
Ji. DNA ZUEAIS AT T F U iSERRT DB & 9
GG D7 a2V o 7 EHA7IZIE DNA polymerase
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N VEEGHANZ CC EZFFATE D200 0 b
. HEEAE T2 T DNA $2 R T 220,
At EbtEiE CH 5 &, DNA polymerase 1 (% CPD 215
IR GG 7R v 7GR ST DNA %
BEHRICHEERR X2 L E—F L T,
ZD X HITHEE DNA & DNA KR Y AT —EBHANK
OFE RSG5 Z L1Z. DNAKR U AT —FD
PWEEZHMES 2 ECTHIFITAEMNTHLLEZDL
5,

Chikahide Masutani 1# 1= (Nagoya University,
Japan) % [Analysis of physiological relevance of
PCNA mono-ubiquitination in human cells| T =
#17-, DNA polymerase n (% UV #3 DNA 85547
~DOY 7 =AYb (T4 —=D A I
PCNA @ K164 O EXF AN EETHHZ &
DENHIDD, ZOENL % Arg (T HR L T4 B
DNA polymerase 1 &/ v 7 2 7 Al TRl 56 Bl
SH 5 &, UV B4, DNA polymerasen O 7 4 —
B ARH BT, M EHETORE, UV &z
PERL, ZOWMMOLEFF L ALOEENZ R
L7-, $£7-. & b WI38VAI3 fllfaZimmeib/kFE (1
mM) TALEE L7284 % PCNA @ Radl8 [Z{KfFE L 7=
IERTF AR, LrL, UV HUHEEE
(IR Pl dF ALBEFE USPL &2/ v 7 &
7L ThH, PCNA X% F AbDE@RIIR 51
hole, b, UV EIEMERER THE S
2% DNA HEFAERHTIT I 5B PCNA O
B X T ALDBEIH STV D ATREMEDS R S
Do

-
—

Kanji Furuya f#1: (RBC, Kyoto University, Japan)
L TRegulation of DNA damage checkpoint signaling
through stepwise phosphorylation| T S 172, B
£} Rad9 /% Radl, Husl & 9-1-1 EAMKETEA L.
B N VAR OMNEI T = v 7 WA > MK
RET 2 2 &DBFHN TS, Rad9 1ZZ DY k(L
%z L C Cutl(TopBP1) L #E &9 523, #HEIA F L
AFEAERFIZ ATR AR FHOIZ T251, T412 23V U Higfk.



DNA #HEHNLIC e —F ¢ > 7 Sk, %V T DDK
(2 XV S319/8320/T321 73V »Efb &4, BEFRAE
HAL s DREEEST 2 &V D ZEBEO Y U EIZ L D
FIAERE S & 7o 72, 2B D DDK IZ X %
U UBAGE L2 Ala BT DL T T U AL
BZIZ DNA #HIEOEFRN R 541, Rad22(Rad52)
74— N AP EFNERE L, Rad9 BEREIC 1T D 2
oD UEEAGEAL DO EBEMENS R S LT, T D
LT BRI L DU R LEEAE X ATRIP T R
H5iU. ATR, DDK BZD VU VELIZBEH > T b
AIREMEDNVRIB S LD,

Session IV: DNA damage signaling and chromatin
organization at double strand breaks (1)

Francesco Natale f# +: (GSI Helmholtzzentrum fiir
Schwerionenforschung GmbH, Germany) % Genome
scale chromatin dynamics and DNA repair following
ionizing radiation | & V9 # A KLV CREIHZ1T - 72,
DNA HE&IZE X F 2N 7> hdD H2AX 23 Y
VIEEND Z EIFHEFICISHMONTBELETH
h. DNA GO~ —H—L LTSRS, 1L
Hlx, Py H2AX PilREERA L2 7 n~F o 50E
VLR (ChIP) & WktttfRs — 2 = o —I2 K B fighr
ZAlAG O (ChIP-Seq) . vy H2AX DA RLITHLE
REE (GCaA &) EHE L Z L e R LT,
t MR TH D HepG2 IR Hckhir &
10Gy RS L | 572 5 R[] #% 0O 9 > 77/LC ChIP-Seq
EAT-T & 25, HUEHRIRET O 30 5% Ti3K GC
EAREOMALTITy H2AX T EVEENTED
T3 RHRICAR D LA GC EHEDEALIC v
H2AX "EZ < b, 20 &hb,
heterochromatin C4: U7z DSB & euchromatin (2%
TLBEIND LW ETANREZ B, £z,
BEATHON TV D REARENL TS v H2AX 23E
LTS ZEAVREN. G L DNA HIEFISEHEN
DEEMEICOWTAEZRDO S HR D FEBHIFF S
Do

Alessandro A. Sartori f# +: (University of Zurich
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Institute of Molecular Cancer Research, Switzerland)
I% [The prolyl-isomerase PIN1 interacts with CtIP:
Implications for DSB repair pathway choice] & V9 ¥
A NV TCH#EZIT - 72, DSB OEEREH (NHEJ
& HR) (THIaE MUK FRICRIRSh T b & B
HATWVEA, TORFUCEHELRNFITHEY D
o TRV, £ ZTHLE ST, SIG2 T <%
BLL TS CDK2 &, CDK IZ L »TY ks
TeZ N7 i T 5 PINL ICHERZ ST,
CDK2 73 U “BAL$ % [KH+-12 & % DNAEE R O
BROWTHRT L7z, £, B4R PINL & U
b5 Ry ERE AR A RN T2 PIND & 3881 S
IO DRELREE ~ AART MU XY Y R
LR EAYIC PINT LSS DA & LT CUP 237
EENTz, WIZ, PINL (XD CUP OIFME(L & ik
A1Z1E, CDK2IC KL% CHP O U Vb3 8 /e
LD B, U (kA TE RS L2 CHP &
FEEL X7 MEIE Etoposide |2zt & 7o 7,
RZICPINL & / w7 X0 2 L7 #llalE Etoposide
2K D ATRREE OIEMAL S IR S D & D Bk
RNT — 2 PR E I, DSB EERREE OFRFUZ DU
THT Ml a 52 2% Th o7z,

Kenshi Komatsu f# +: (RBC, Kyoto University,
Japan) |Z [Control of homologous recombination by
RNF20-dependent H2B ubiquitination| &9 %Ak
VT Z T o 72, ST, NBSI fia# o8
7B L L CIRE S U7 RNF20 O IR FREH# o 2% E]
2DV THENT L. DNA #8155 Tl RNF20 {K{FH
\Z H2B NE/ 22X F UMb S, & OEAIT
H2AX FEKAFAIIZ HR R CHRET 2 Z & 2B 5
PNZ L7z, £9°. RNF20 |% DSB #BL~ERT 5 =
&LIR BRI O H2B OE / = B % F (L% RNF20
WRFICTH D Z LRSI, RNF20 % /) v 7
A LTI, RADSI & BRCAL D7 4 —
T ATEREAHI S A, HR OBELIE T L, IR %
~A h~A T ClZHLTEEEZETH- =, —
FTH2AX &/ v 7 X0 LTSl Tk H2B 13
EFIZE /2% F bEi, RNF20 / v 7 X0



VHIIETTY H2AX DU VgL E 2B X T AbIE
E®ThHoToZ &b, H2B £/ 2 EXF LD
FRIIE H2AX OFEE & 137 L CTHERE L TV 5 &
Ex b, &I, BRI H2B £/ 2% F
AITEFL TR ZAE AR H3 O4FHDY
T D AF LD DSB EBRAL T H RNF20 K AFAYIC
HETWDHZ L& o~F o iblsE T &)
IZSH, EBICZEDATF MUK ET D7 a~TF
> UEF Y K+ SNF2h & DSB #ZICHEFE
DT ENRENT,

Keynote Lecture 2

T ARY T A2 HHIE Mitinori Saitou 1+ (Kyoto
University, Japan)?® Keynote Lecture  Mechanism and
reconstitution of in vitro germ cell specification in
mice| NHivE-T, For ORIT 200 FEL LS
DEIRISILIN O SN TIR Y . TN LI
IR HHERE 2 R H A 2 R 2B 2 R LT D,
ZNHATOMANE TS/ A DNA GEREER)
ARFFLTVWDS 2L aE2D L, TEY=2XRT 4
v 7 IR DS Z D &5 I kR il A~ Do -
FRCRE BB Z R L TWD Z Mg s D,
LU, =¥ =37 1 v 7 HlilcBd53 % DNA
AFVALRER OB X b AAEHEESR . HRx 7REE G
N HELZDNAICT—RENTRY FERO &
ZAETIEI DNA 2787 T LAZNTWNDHDOMNE
EBERIEOND, WS AEORE CITZRBINDNG
AEFEMIR AN R 2 SR TASMa~D U & v b &
Tur T IV TIMTEORTND 2 ERZUTHEN
7 LT A Rige A b AF L DNA A F Ak
DEBEZ D L, XENBIFTN L SN OEE
K FOXE FIZdh D Z LRI Eniz, =
VAT 4 v ZHHOFREN X O SH S G
DI LK LC LB TH Y . DNA HEIREICKIT S
VIRT AV ALZEV 2R T 4V ADT B AR
—JIZOWVTHE —EEZSELNDLDORH -
7

Session V: DNA damage signaling and chromatin
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organization at double strand breaks (2)

Jessica K. Tyler f# = (The University of Texas, USA)
I% [Chromatin disassembly and reassembly during
double strand break repair and the DNA damage
response] T SAV7z, REERZIV T, DNA
PRGT DL HAEEEOE A briF K e
FUNLEEL, TOREREZRBN T, HEET
%o, THNETICHEEHEBA~DOE A FOFEAIC
X ASF-1 & CAF-1 LIRS E A iy
BB Z L3, Tyler L OFENTIZ X > TH & H
EEN TV AR L 51T ASF-1 KBTI,
DNA & Dt X F OBEEMMTONT, Th
\Zff:> T DNA {554 & 7 /178 DNA [EH %12
HIEHE (LS TWD Z LIZVEH L7, DNA 5
B 7 F ORI, DNA #BIGEE~DO R |~ v
DHEEGNLETHD EHFEX, E A MCORES
WZFEV Mms1/Mms22/Rtt101 E3 ubiquitin ligase 73 27
R FUICEETH I L DNAEE Y 7 L0
FIICER D Z 26N E Lz, £k Mk
TASF-1 %/ v/ X704 2%5& Chk2 OV Ul
WU D Z e 8RR L, ZoM#iIe M
HIRFESINTNDH LN EELDEZ AR LT,
ZOE X OFEGPRGISE Y 7T VO IE
2B Z &1L, DNA HEEKICBIT 57 n~TF
¥ DWEEE OB L IRD T2 BEZTTTH Y |
A S ORDFEMSEER SN END Z LR
Wrrsns,

Akira Yasui f# +- (Tohoku University, Japan) %
[Repair of DNA strand break in human cell and
epigenetic influences| Cifii S iz, 7 r~F U
BT U U WEFRIT ATPase /& EIC L W . B A F oo
7w FUORLE, BRE KR, X7 VA —
DATGAT 4 o TR EERATV, 7 u~TF U AEED
FAESEA1T 9, Yasui it 513 DNA EHE O %
B 52023 2 720 Ml N IC DNA HBEITGE
DA B, VT INE A LTI 2T - T2
R, uxFrUETY T BEHETHD ACFL &
SNF2h % DNA A 7 v— 52 L &
RH U7z, &5612, ACF1 /X NHEJ ([C 3 & D



KU Z U RI7BEREG L KU X XZEDY 7L
— MR Z EFElm, 2SR OFEIEKE A
oz ~DR5-%ZoR Lz, DNA 2EHEICB T 5 7
nvF L UET Y U TRAOBARBREENIZON
TIE, L OB INTNDD, HEOME
Hro#iRka o, DNAHEEE~D 7 n~F U E
TV TR OBEBOEEME LR Lz, £, £
< OMBAHIFETY v~ F GBI T 23 K &
TN Z &b, BAMIOD genome instability
WZrzua~vFrVET Y T RFBRED SO TIER
W EEB 2 EFES LTz, Tyler 1 & Yasui LD
T L > T, DNAHEGEEICKITS, 7 r~TF
v DOREIEEBDOEFN DR LZITH LMD 2o dH
DT NG hoT, ENENOE LSO, Bl
FA 6 OfFT Thd 273, A% O L6 O
EOXHIRENRY ZREDLDN, a2 ED
B4 ZiB>TND 00, IEFICHIKENE Z AT
Hb,

Session VI: DNA damage signaling and cancer
Minoru Takata 18 1 (RBC, Kyoto University,
Japan) (% [Fanconi Anemia and the DNA Damage
Signaling| M % A ~/LCT, DNA ZUEEEIZLHD
R TH D7 7 > a=—21 (Fanconi anemia; FA)
RS DIE AT DU TR S 7z, FA RS OTE
1LIZiX FaneD2, KX Fanc I v F 4k, U v
LN BEETHD, 2EFF AUIZONTIT FA
ATEERPR R TF AL Z LM bT
W5, SEOWE XY, ATR 7 —E 2 FancD2,1
BERD ) VAL ZHH S F A Shic, FA a7
BEKNARTERTH S & ATR,ATRIP OHEBGHEL
~OITEMPAE S4, FancD2-1 @ AKD U V1L,
B AEFF AR TT LI ERALNE LS
72 T ATR (2 & % FA BB OIEPELIZIE RPA 23
WEEToH DM, ATR OIEMHLZHH 5 TopBP1 IE4
TR o7z, LinL7gh b ATR O T T <
F = v 7 RA » FMAT Chkl OIEME(LIZIE TopBP1
HMETHDZ L6 ATRNS FIROR %2V U
T 258N ONDAT=ALNHDHEEZD
No, ZORRITRIIHME SNZETVE S
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LTCEYH (LiuSetal,2011), 5% DOF 72 B EAN
HFl=-n5s,

Noriko Shimazaki f# +: (University of Southern
California, USA) |% Mechanism of chromosomal
transcription in human lymphoma| T, V(D)J #H#i %
2815 RAG HAMKLE B R F AERHIZOWTO
B e S iz, VD) RIS T 5
V.D,J BAZFWr A OFmA I BT DA 2
7 FVEBIRSS) &I LTAEL D, AR FHH K
IT RAG-1,RAG-2 &K 2 5D RSS IZHEA L.
PREICEAET 2 ZENEETH D, BIFEELD
T N—TDOWEIC LD & v A M H3K4me3
{ZRAG23PHD RAA U & LTHREATHZ &M
IRENTZ, E5HIZ H3K4me3 DEAIZLY VD)
BREAEEIND Z b, 2O X M
i2S V(D) R IZEEE T 5 FDR ST,

SO R T DB N T T2 DT BT IR
WA 17 2B B - BTEOH v T T
LSRR 7 v~ T USRS ) ORI E
Td DAL SCHE - FEERFERIC L0 H
WEDE LSO TRV VRV YL ERZE LTZ, &
BlDY R LATIEHFIFICHE LTS DI A
DOBMOH | IEFLFHERPM TN TEY | KED
RBC * NIRS ¥ > RY w4 (11 H 29, 30 H : K&
RESR) L OMEMFHF LIV,
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Children’s Research Hospital {Z Postdoctral Research Fellow & L T %
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