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Establishment of Mixed Lymphoid reaction in the rat lung transolantaion model
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Functional interaction of LINE-1 and DNA double strand breaks
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Analysis of low doses of ionizing radiation on mitochondrial damage in radiosensitive cell lines
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Analysis of the molecular mechanism of chromosome assembly in yeast
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Analysis of dose-rate dependency and the mechanism of the induction of radioadaptive

response
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Revealing regulatory mechanism of DNA double-strand breaks repair meidated by nuclear
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WHEE H Analysis of the accumulation of DNA damage in NHEJ-defective cells under low dose-rate
irradiation conditions
K4 T I 2
JeREE _ EWLEIE =
iR AR LA
TN LA IR i BRI v 4 — HEB=
g A X H ey B A SR ESR TR L2 MO DNA 12/ U 7= DNA2 EEH UK (DSB) |
T AR Z HR)) & BEMRRSES (NHED) ) Ick-> T ans, T
FHF 1F, RRENRFE L TH-oTH, MEEE T 25 & fBsEEE (SLD) MEiEd
L& EHICHIREEA R Z ) . AR PRB S 2B5TH D, Fxld, =V Y
DT40 #faz AW CTIER S -, S & &%/ DSB &8 B s 1 K ML 2 F V7
ZE B EHRE SRR E R IR T Tk NHET O#&EIA & v EEEIC 72 Y | NHEJ [
e RN EEZEE T 2 E 2B 60T LTV 5 (Tomita er al. J. Radiat. Res.
2008), AHFZEIE, AKAR AR y SRS FI231F 5 DSB OERME & FAUTHE S fIOSE - 5
Wit C oI E B L T 5,
ZHVETOWEND , S EEFIRN TI23\\ T, NHEJ ICBI5-4 % KU70 2 /R4 L
72=7 KU DT40 flificiL, HR (ZBH5-3 % RAD54 RIBHIIATZ 1T T2 <. RAD54 & KU70
D2 BEXREMIAEY b, 2o =—JEEkEE - BIERES IR T2 2 2 LT,
L LR S, 20 OFERPSMIAEDFHFEIZ L 5D, &2 WIEMaE b7 EI2 XD
WIS IEISER T 2 00 REHATH o 7o, &2 T, REFEZOAMEREEZRE L,
TR ARG v & — DR R 100 —
H SRR PR G 2L (I 8\ T, DT40 i
(Wild) . # X O DT40 #H i i 3k o 80 .'
KU70", RAD54", RAD54" 'KU70‘/'%'~EHE’M ~ ]
0.1 Gy/h D vy #it7% 48 Wil (FEFH & < 60| -
5 Gy) HAS L7z, fifaz LIVE/DEAD £ ]
Fixable Dead Cell Stains (Thermo Fisher ﬁ 40 1
Scientific) CTYfAIZHE L, HFHT =
g —4 A kA —%— (CytoFLEX, X v 7 20 - 1
<y a—)LE—) ERWTAEMBEEE
WE Uiz, £ ofE5, Al Ku7o” T & F E P T
A BIEL | RADS4 KU70™ M1 EGESEOEOD
KU70"#fa & RADS4 Ml [l o fii 77 S Sy S¢ s¢ s
L (®1). EoT. AEBRICLD ., = R
0= TR S T DR A AT B =2 § R
[EIASRRED DAV, BRI e S AT 3 8
LCWAETTIde <, MIRSEDS <0 e
ICHEINTND Z AR S, N
WAL, Bl &R B a Ry X 1 (TR (D & 5 A
5 E L BT, DSB OZfEM 7 KB REEL ’%M:
THREZRD FEHO TV TETH D,
BFFEIER <?éé E4)

R R TEERERBG RIS T T OBMISHER I3 1 © DNA2 AEHYIMHEE
DEZEME] 5 6 MUK BB EIT L E (2017 429 A F4)

_20_




DNA " ARERGIWHETE % O A A
Dual regulation of DNA double strand break repair system
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Analysis of suppression mechanism of serum removal-induced cell death by irradiation
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Analysis of human dendritic cell functions
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72 ERIEVEY A N A L OFEAZIHI L, JHIEY A S A 2 ThHD IL-10 DFEA A
L7z, ZHDOBEIHE LT, LU R N CDIc Bt DC 2 Xk 571 —7 CD4
Btk T A Thl FIIRE KON Thl7 M~ b2 H L=, vV K2 FiZ, CD141
Bt DC @ IFN-o BEAE A2 il L7223, B MifRER DC @ IFN-a PEAZ IXH0H] L 722 o 7,

Th17 FFUIRIEZEHET D Z LIk > T IL-6 72 EDY A b A 2 & B FREfEH
Fa D BEFE 295, DCIZxf9 5 LU KX ROERIE. Th17 flfa~o 23 b & #l<4
HZ LIk TERMEHEICHTHLT Y KI ROWBBEEICEBML TWDHZ N
R E T,

(G SC3EFR)
1. FEROFERICHOWTHIER IR T TH D
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Antigen presenting cells controlling immune response
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mE REZ R BB W2

Wrgeth

PTG

A B TR EATTEE > 2 — Hixz

WrFeRtEE

BERHII DOB LN~ 77— M) AR L 72 —%20 L CTHIREZR
ik LEL Y IAA . HURTE R & & D% OBGREORE), B X OYREIROEZERN PR %
179, =T, ZL OFEFEMRIIDC B L O MO & 22 2= H L TRV, 1
5 &I L CTIE E~DORYGE IR T 5, 29 4R 1T Candida albicans O 5a 7 PN i 20 5
DY DREET> T,

C. albicans 13%EISE DK T Lz @lng<° AIDS BE YT 5 H USRI E CTH
%o T, C. albicans B O MR, ~ U A DRPZISE % W3 5 R B AFET
HENRE SN TWE, £ 2T, C albicans F{A X 0 Fehling $£12 Califl L 72 N B84
ERIEZFHETDHREGEY R Loy R g5 Lz 2 A, MikH o TNF-a72
ERIELABRT D20 A I A VOEAMMET L, RIELIMA DY A S A 2~ IL-10 DRE
ENEHE LT, £, VRS ZBIER L IUNAE L~V E T R & 2 A,
PESBR OB BIZ LV~ 7 ADFTHENLE LTz, ~ 7 AT clodronate/liposome % % 5- L |
BEZOMIMARET D L BEBIC L D IL-10 EAIZIE T LZ, &5, AR L v R
L 72 Mo% in vitro C C. albicans NAFES I L OV REHETHIH L 72 & 2 A BHE R IL-10
PEAZROT-,

VI EOFER I, BRREYLE C albicans N RUFESH I, MO VR U Agdmii e o
k1A 2 IL-10 DFEA ZFHE LRI E 2 3 LT 2 ATREMEDS R S 4172,

GRSCIER) (FRER)
L,




WF7ERE H

microRNA ZAEM) & L7=H KT v 7« T U N — « 27 ADB%E

Development of drug deliverly system for targeting circulating microRNA

e

K4 P ez

L T o W HE R

Gt 1

FIT P E E

JRE TR EATTE R v 2 — Hiiz

W FeR 2

THE, BDAME» LB &Sy VY — A& FEN 5 microRNA (exosomal
miRNAZ K % 53 A Aa o> HEFE il A . BB il R AE 28 FLH S du, R EBIRIE DR 4y
FE L TCHEREZEDTWD, ABFFETIE exosomal miRNA OFEGREFREZ Bfg L, =7
V) — A%ﬁ#ﬁ%wﬁﬁé#%(mumm#%)%%%%%ﬁ%kbfﬂ%ﬁé*
& C. anti-miRNA gz =7 V YV — LI S T AR EET 587272 DDS
BRI OREEE A 57 T2,

anti-Exo HLIAIZ anti-miR B %5 A S - fuiAfE 60U EE (ExomiR-Tracker) %
F%5F L7z, Traut’s Reagent & Cys(Npys)-(D-Arg)9 % FH\T7T V¥ = ALk % (ER
L. antimiRNA & - E S KK S 5 Z & ¢ ExomiR-Tracker % 1572,
ExomiR-Tracker (X7 V¥V — A% L CHIEMNICEA S, MIIREICRET S5 Z &0
MR STz, 512, ExomiR-Tracker & FFE LR AFMIZIZIWVTEER miRNA @
e RPRMICIRET 2 Z ENARETH A Z E R R S, TF, =7 VV 2% ||
IR LU7=%, A 2N SE5Z L TDDS & L TRIHT 282803 8% AU IZi T T
WD, Box DRI LITIEITT 7 Y Y — L B SRS 20BN < %W ZIERE
BHETEHL0V) RICBWT—HEETHLOTHY , 5%, EHEFRICETTHTE
Th b,

(FRSCHER., Fa%EE) (*: Corresponding author)
1. Yamayoshi, A.*, Miyoshi, D., Zouzumi, Y., Matsuyama, Y., Ariyoshi, J., Shimada, N.,

Murakami, A., Wada, T., Maruyama, A.* , Selective and Robust Stabilization of Triplex
DNA Structures using Cationic Comb-type Copolymers, J. Phys. Chem., 121, 4015-4022
(2017).

2. Ariyoshi J., Eimori N., Kobori A., Murakami A., Sugiyama H., Yamayoshi A.*,
Characterization of the releasing profile of microRNA from RISC using anti-miRNA
oligonucleotides, Chem. Lett., 46, 143-5 (2017).

3. Sugihara Y, Nakata Y, Yamayoshi A, Murakami A, Kobori A., Inhibition effect of
photoresponsive -haloaldehyde-conjugated oligonucleotides on the gene expression in
HelLa cells stably expressing GFP. Chem. Lett., Chem. Lett., 46, 1265-1268 (2017).

4. Ariyoshi J., Matsuyama Y., Kobori A., Murakami A., Sugiyama H., Yamayoshi A.*,
Effective anti-miRNA oligonucleotides show high releasing rate of microRNA from
RNA-induced silencing complex (RISC), Nucleic Acid Therapeutics, 27(5) 303-308
(2017).
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Sugai H., Nakase I., Sakamoto S., Nishio A., Inagaki M., Nishijima M., Yamayoshi A.,
Araki Y., Ishibashi S., Yokota T., Inoue Y., Wada T., Peptide Ribonucleic Acid
(PRNA)Arginine Hybrids. Effects of Arginine Residues Alternatingly Introduced to PRNA
Backbone on Aggregation, Cellular Uptake, and Cytotoxicity, Chem. Lett., 47, (3),
381-384 (2018).

Yamayoshi A.*, Kobori A., Murakami A., Photo-dynamic antisense regulation by
photo-cross-linkable antisense oligonucleotides, Phoregulation of DNA/RNA functions,
Asanuma et al, eds, Pan Stanford Publishing Pte. Ltd., in press.

Yamayoshi A.* (FA#Fi#H) : Development of novel antibody-oligonucleotide conjugates
for targeting exosomal microRNA, 1st Minisymposium on Material Biology, October 17,
2017.

WS BT (@R « B TREOTE Y =37 4 v 7 HIEEsEO i % B 5 L
T-REREMERZIR OAIRL, 5 98 [l A AMLE R BRFTHF = - Filaml MR E 2 h< &
ffbs, 2018 4% 3 4 20 A
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Roles for the fatty aldehyde dehydrogenase in DNA double in strand break response and repair

roEEE

K4 FT I ez

; Ve PRRZEAAL A2 7T

Wt 1

TR

i SR e e o 2 —

W FERE e

HIGEE 13, DNA ZEEHREIGE ITHERET 5 FA BRIV CTEEL/RK 1T % FANCD2
L AR ORBNERE TE CAIENIRT VT b REeNfRt 2EN, ZEREAKRETE
Az AR Lz, UL, ZOEEHEO DNA HESEICBIT DTS RHT
bHT-, ABFZETIE DNA ARSEIM (DSB) I L A8 a5 Licky, +
DI 720y THEREDMIA 21T H Z L 2 B E 35, HgEE I nE <, (kT V7
b NAREESE 2 S8 ELNHI 5 L M DNA HED~— 1 — & S5 y H2AX O L
NHEBEINDZ &, BLUV FANCD2 OFRERF IZ L - TIREMRBMES NS ZEZ SN
HZEEHOLDILTWD, ILICHBET VT v Rk 2 & 8B S w7 e,
~A h~A4 3> C (MMC) MEIZX L TR ipitEa "I b RHB LTS, Ln
L. BEAET V7 & RO DNA HEEEIZ ED L D IZFEGT 2 003EAR E L TR
72 3%, A%, DSB HBIEISEICK T2 RENH S E 20, BIET VT |
N & DNA HEIREICHB T 55 FHEREOBARIZIN 2 . TRE T & DNA H{5)5EI1C
BT 287725 ons Z ERMRr S5,

(FRFER)
1. 29th Fanconi Anemia Research Fund Scientific Symposium, Fatty aldehyde dehydrogenase
as a novel binding partner of FANCD2, Atlanta, 2017 %~ 9 H 16 H
2. BABREARFERE 46 MRS ORR0) IFE7 VT MBI 27 7 2=
i 2 2237 B OBERERRMT, 2017 45 11 7 6 H
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DNA #5 F LT L RAZBIT 528X F AL AT A D&KE

ArEAE o .
Roles of ubiquitination systems in DNA damage tolerance
K4 B 5 &2
WFFEREEE 2 pam R
SRR %ﬁ%kiﬁfﬁ@?ﬁ% %
N VAR
T NGBS mH R AT g v 2 — iz
TR e A i UV 72 £ O DNA 2GR BEDOFEIEIZ 03D & DNA 3l 2 4T S & 5 729 RADIS
12X 5 PCNA @ K164 D= X F AUITIKRAFE Lo SR E T 5, BAARIIZIZ, PCNA
D K164 DFE ) 2 X T ALIZ K W EERE D B 2 DNA EREEN, RV 2% 1k
WLV T U7 L— AL v TFRENEENT D LEEZ LN TWDEN, Fox idfHxir. PCNA
RE3EROEHOY 7= bD KI64 NRFICEMi SN D, T7hbb, ~/LFE/
X TFALEND I ELVHIE SN D REIEDRENFET LI L2 RWE L,
AWFZECIEEmATERE & OREHFEICLY, a0 AT 7 MEEAFL, ZOHFHMRO
DNA #85 b LT o AEO M 2R A T D, BEE TIC, siRNA A7 Y —= 7T
Lo T, ZORED & & 7= 22 HIENE EAH ORIEIZEKED L, Z 5 OBAR Tk Rk
e EERWT, R RNT 21T > TV D,
RFFESER GRsCHER)

1. Kanao R, *Masutani C. Regulation of DNA damage tolerance in mammalian cells by
posttranslational modifications of PCNA. Mutat Res Fund Mol Mech Mutagen, 2017,
803-805: 82-88. doi: 10.1016/j.mrfmmm.2017.06.004.

(FRFER)

1 e RE, RANR, R FA) BN, M HHER]. 7/ L0REAERNZEIELIZD
FHREFRVBZ DNA EROHIEBEEOfET. U —2 L ay 7 Uil BEhER O R A LR
#RIZBI0 5 DNA Lk . ConBio2017/45 40 [8] H Ay T AE M B RAES A

2. meAREE, R, AR (A BN, 8 S HAERVELZ DNA RO I
HEDMEAT. 2R T LTDNA 815 (78 WIFE IR AR — B - TR RHRIE 0O W REME A 4R
H— . HARIETFRE 138 52, 2018 45 3 J 25—28 H ., 4R
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FEFFIARAGRE G IZ K 5 DNA - E S UIWHE1E Hs o fg i
Molecular Mechanisms of DNA Double-Strand Break Repair Though Non-Homologous End

Joinig

roeEE

K4 Pl ez

Wt 1

" AT PRl
B # IR T DR B

o TR BREE - L2 0 T2 S
LR BB TR BT AFBERED)

: TN R T -
I R o BB KB )

S R B - T Tk e
S WA TSR T RAEBEEE)

PTG

AN 2 N R SRR A T v 2 — T

DS

(EFLEMIA S O, EUZMIIC VT, DNA “HESEEIMIE T & LT THHRMEB 2 ), [3EH
AR AWNHED) ) @ 2 SO CER SN D, AR Tk, NHEJ O 45 #4255
DA HME LTITo7-, NHEJ |23\ Tk, DNA bt >+ —T% 2% DNA-PK
#HAER (DNA-PKes, Ku70, Ku86 7572 %), DNA KR L& K& T 28ETH D
XRCC4-DNA ligase IV AR FLHZREE ZH 5, SERL 27 R OS2 T, Ku70 K18
HITEKu70 KAB~ 7 A R VERRHE SRR AMEAR B R R (1 mGy/min)i2 % L VEksz
BT EWVORRNE LN Z L 22T AREE L NHES #8151 KA ORHR B =i
BRI M ORGSR T - 7,

AAEPE X, Rk 28 FREIC S| X & . Ku70 KA~ U A E{T#riE SR 35 L OY DNA-PKes
ZRIAT D scid ~ 7 A RIFRAMESEMIIE 2 W T2 a2 1T - 72, EHRE=R1.0-1.1 Gy/min)
& EMREER0.9 Gy/min) THRIN 21T 2%, AffFE an=—BRikIc L > TR Lz, &
DOFER Ku70 & M I v SR 2R WA 10 (AR R RS i W IR M 2R L2 s,
DNA-PKes Kl | 2R SR HRE K 0 @t R RIS @ VRS R L7z, & 612, Ku86
TRAET DT v A =— AL A K —filigiE M B ok XR-V15B M, 35 L OV DNA &1
REIE® O b MR A AW TZRF 21T o 703, S A B HEBIME 2R3 57201, F
% 80 FEEEICH| Efi & ERAIT O TETH D,

(FERFR)
1.OYoshihisa Matsumoto, Hisayo Tsuchiya, Mikio Shimada, Junya Kobayashi. Behavior of
DNA double-strand break repair-deficient cells under low dose rate irradiation. (FAA /A, L
B B BT, VR i, SRR E SRR T T DNA T ESHEIMHETE K18
ML OZEE OfEAT.) 5 76 8] B AR PR PR S, Pk 29 459 H 28~30 H. /~v 7 ¢
= (), P-2009.
2. Ok mfR, BH &%, /K i, 4K 384, DNA " EHEUIEHEE KB O
MRS D ISE O, A AR 20 60 BIRE, SRk 29 4 10 H
25~28 A, RIERITIUL T T P(T3), P-120.
3. Otk M, B %, ki, A /4. DNA ZEEHUIBHEE MoK
MR RIS D RS RO R, BABURSIEG #2556 BIAEMIA RS,
Rk 30427 A 13 B, ESLRAMFTEE o 2 — i B RN, SRR © DNA 4115 4).
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WHEE H Analysis of the mechanism of the maintenance of genome integrity in human
pluripotent stem cells
KA it [ Zd
WFEAERAE . v .
BIR FERG RS REEBEEE T2y BhZ#
e 1%
TN A ANy N R SRR AT v 2 — W%
TF oA g bt b ZHEMEEME(human pluripotent stem cell: hPSC)i%, E&RIGHE~DOFIHDOBLAIC

L. ORI LT EEEAZE LT 5, hPSCIZBIT DY ) L2 EMEHER RS
OfEBRIL, in vitro FBIC X D MERFOEICEBWTHLEETH LN, +oll7esiT
WD EIXE WM, & TR TITEBE SRR % O b MElaO AR
{LREZFR . 7 DL EMHMEFHEAE S & OBEMEZ I 50023 5,

VR 29 FFEES . Sl EFiE b b ES HilE X 0 /ER X i 72 AP e i (human  neural stem
cell: ANSC)D 7™/ 22 FEPEMERFRERE DfFHT 21T > 72, hNSC IZy#R % 1 Gy F721% 2 Gy
SHU. 4 BROATFREZRT- L A, MERGFORAETROK TINBIE SN, Fhk
(2T % hNSC OfF IR I 60 BFREIFRE CTH D Z & 5 DNA HIEF 5% Ofia
JE DAL ZFH~_T-, hNSC % WG ALIERSER A VT ) A X F 2 TUER L, 24
BRI & 48 BERIL D DNA B R h 75 AKX — LV B RNT LT-y XA DINVTF ) AKX TF
A% 24 IFH O hNSC Tl G/M I~ DOEREN BAZE ITHIZE S AL7o )’ ILER% 48 I O
hNSC TILAE OB DOEIE 1L, subGl HIDOEIE A Z 72 2 L 2 & QLR
LIAFRE TH o7z, L7223 - T, hNSC (% DNA #1575 %%. DNABEISE L, D
< &b 48 B E TICIHAEGFO AR EHET LD LHER IS,

KIZ, DNA #1512 L 5 hNSC OFFESHIE~D b ~DEEIZ O\ TR 21T > 72,
hNSC % %A H VT ) A2 F 40 DNA HIEFHFA % 5 Teh5 T 24 RefEIRGEE L, J5h
R¥aw LicDb, —HEEEER AT, MRS & RS EIT o T2, T ORER. FHA
WMER AT -/ S iaO~— I —TH LR F=—7 U UGt E 25 2 LR
Molz, Ak, DNA HBIEFHR D O LiFE £ TORM & biFEghs & (BN &
HNET T ETH D, BIIERH W TV DM EFHER T, 587 1 vy 2 IZEESE T
HIRR S FIEE LS04 < . BEMROEEBMICAAE TH D20, HMEFBERICOVTHKR
MELITIRO TETH D,
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R4 D DNA R ES IR DT
Research for DNA damage response in plants

WHEAERH

K4 T e

i A IEA PSR S PN S PN iz

Wt 1

BRI AL 2 FL SRR HA R %

KRR eV e R A PN VN & D3

RBHE e NN D2

B A e L N NS M2

PIT PR

/N SRR AT e S — T

W FeR 2

DNA (CHEGEEZZTH L, B —FF—F¥ TH D ATAXIA TELAGIECTASIA
MUTATED (ATM) & ATAXIA TELANGIECTASIA AND RAD3-RELATED PROTEIN

(ATR) 234BfE DNA Z[EH19 %, i) TlL, ATM & ATR 23 HEWY) R FE 72 NAC RS
[N C& % SUPPRESSOR OF GAMMA RESPONSEl (SOG1) # U k45 Z & CTIf
PEAE L. ARSI O5 1R <° DNA (&1, #ilust & DNA G E 25 &R 32 &
WHIHIT WD, LavL, B &30 | fE¥Y O DNA HEINEIZRET 5 8 IEIER
WZIRHANTEY . ZO0 FHEREIZ OV TIERI R SR Z 0,

BIfEE Tl F 2 13 SOG 12 L Y BEFEEGHIE S5 146 OB ZRELTHND

(Ogita et al., 2018), = LT, HiEOFH 2 OWFZEIZL Y, SOGl DIEREISFDH D
ANAC044 & ANACO85 (LAF, ANAC44/85) 73, DNA HEEIZISZE L7 Al e & # o1 1k
WCHEERREHEZRIZL TSI 2L L2, ANAC44/85 1, SOGI & &V AlE
MEI/RT, £ T, ANAC44/85 @ DNA HEFEISEICB T A2 &REIZHFH L2 5,
ANAC44/85 DREREXRIAZEFMRIT, sogl BERERIAZE IR L [FIERIC, BRI LT
DNA 85126 LTl 2R 2 E N LM o7z, & 5T, ANAC44/85 7% G2/M Hi
BAR T OEGMHENIZE D> TW\D Z EDVRESNTZ, —F T, ANAC44/85 1, SOG1 &
IZH 720 . DNABEIZIZEES LW ENBH LN E 2o 72, DIRTE TIZF 41X, DNA
BEICIGE Lo o Rz, #flA MYB3R $55 K1 (Rep-MYB) OZE(LIC
k2 GoM Wi+ ORBEMEINSBETHD Z EEHLMIL TS (Chen ef al,
2017), & Z T, Rep-MYB % "IV EHOLENITIIT D ANACA4/85 DR H-Z G ~7- &
Z 5. ANAC44/85 73 DNA {5152 L72 Rep-MYB % L R 7 B OERBICHETHH Z
EREINT, LEOFERI D, DNA HIENIE X 5 & ANAC44/85 DRBIFHE S,
Rep-MYB % o /X7 ENEFET 5 Z & T G2M HIEnF O FEFRDNH] S v, HIfE 23
G2 WITIEIET D Z LaVRIB I Nz, £72. DNABEL T TlER, B r bR ITLD
HORE JE A D45 1R T b FIBRIC ANAC44/85-Rep-MYB RSN G- L TWA Z &b, 20D
R A J = X DTBRBEA B L A TIGE L CHIE 2 E 1L S 5720 DHEARE Y 2 —
NTHHEEZLND,

(i SLFHEFR)
1. Naoki Takahashi, Nobuo Ogita, Tomonobu Takahashi, Shoji Taniguchi, Maho Tanaka,
Motoaki Seki, Masaaki Umeda. ANAC044 and ANACO085, NAC-type transcription factors,
govern a core module controlling stress-induced cell cycle arrest in Arabidopsis thaliana. in
preparation

(FRFR)
2. Naoki Takahashi, Nobuo Ogita, Masaaki Umeda. ANAC044 and ANACO85 are crucial for
cell cycle arrest under DNA damage. %5 59 [0 H AHE# 2 F 2 FLIE 2018 43 A
3. Naoki Takahashi, Nobuo Ogita, Masaaki Umeda. DNA damage activates two distinct
signaling pathways controlling DNA repair and cell cycle arrest. Plant Genome Stability and
Change 2018, Gatersleben, Germany 2018 4 6 H
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Analysis of multiple cellular responses during radiation-induced tumorigenesis

WHEAERH

K4 FT I ez

AF R RIER T iz

WHIE 1

l

R Bz RIRKF: Bt 14

TG

AN 2 N R SRR A T v 2 —

DS

<HFFED HEY >
TR DI ATBFRIR, FEHRC X - THEBEMICHER S5 DNA B0 E 2k
e LT LSRR RIES S & BT B Y = 2T 4 7 A7 Bk % i
ISEEGIEZE I LN LT LTV, D7, B BRIRE % Ofk ~ 7o flila)s & % €
=X YT U RN A EOBEMEZfEIC L TV D Z SIS N A Y A7 ZBfR4
59 ZTHERETHD, £ T, ABIZETIL DNA BEINEREICHE A 5.2 5 2 L BN EE
FHALTW Db B AL & BN AU A7 OB EEZAICT 52 %2 H
B, AEFET R DB oRI e NSRRI 3T D 18R R R % 0 DNA
BB DWW TR 21T > 1=,
<HFGEREF >
AAEFE X, SRR RS OIS Sk 2 la 2 b O EZ HEIC T 57201z, B
72 DRSO B N ORI TIG-3 12Xt L TSR ESRAGT#R (1Gy/day) % 1Gy FRES
%, RIS AETE L-, £ 0%, DNA K$UIN~—h —Th 5 y-H2AX 54
LG E Yt 2 AT, IR R SRR IR 1% O DNA HEEE IS BT Hfla#{boi
BIZOWTHFI L7z, F£72. DNA HIEOBEGEZFHNT 5 72012, R B3R IR
i (1.25Gy/day % 2.5Gy PR % OMizz HWTHEa A v 8T v A 21To 72,
ZDORER BEER O y-H2AX LB X2 2 v 7 — LS Z{HIE Tk o
Wl THEICE Bt s (), Ziud, Z el TIRIEERICEER S
2 i HRaE F A DNA BIEOEEN R+ TH Y . HEHRERYE DNA BENERE L T
WD ERBLTWD, I, B{UEFR7: DNA BEBEEEDOIK FRZLRRY 7 v
12 1 weppL Vv F UREEIC LA LD Th I ERETT 5
u LPDL 72, B A NUIBLT B FNALEZELEAITH D
SAHA MLBEZATWRIBRD EBREZ T -T2, DG
. "
|
0Gy 0hr 1hr

[=Y

y-H2AX foci / cell

o N B O 0 O

BEEERERTICEEL SRV L 2R L
TEY ., L0 FEMLBEREIRT ORIKAR 23K O
55,

time after exposure
(1Gy/day)

R FAORMZ LD gHIAX Lyl k=
(ELIEFR)

Ay NT =N ~ORBITBOONARDPoT,
1. Oizumi T and Nakamura AJ. Analysis for mechanism of age-associated decline in DNA

DOFEFIE, REBREMITE D SAHA WWHIZ K 5

7 v~ F AREZAE, BLHILICR T 5 DNA
damage repair capacity. 2nd International Symposium of Quantum Beam Science at
Ibaraki University, Dec 8-10, 2017, Ibaraki, Japan.

2. KRBV FULERZ AR, BIEI2fE D DNA BIEEEREIK T ORKMY, A

AT RS2 60 [0 K422, Oct 26-28, 2017, T3

3. Oizumi T and Nakamura AJ. Analysis for mechanism of age-associated decline in DNA

damage repair capacity. 63rd Annual international meeting Radiation Research Society,
Oct 15 - 18, 2017, Cancun, Mexico.
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Maintenance of the genome integrity by the proteasome and its related factors

WHIEERE

K4 Pl e

BlPN =t N E7ES S
P R TE R
HRRFER G =2 — 13
A1 T —Hr5EET

I P R HEHd

AR TR EATTE R o 2 — Hiiz

26S 7T T Y — A, F XY BRI IR SRS, RS B O HIE
S OICHEBEEICHERET S Z LR MbNTW5D, KT T, DR T LAY
WHW, a7 7V —LbFOERTFIZE DY ) AR A 5, 2R
ICBWTC, 777 V=AW (7 a~TF il & TS (CRELTEY., £
D JHE I & T JHTELIN 1 Cut8 XL EETH 5, Cut8 DIEFEXIEIC L~ TF T
T = EDOE~OERENBLT DL, (1) A7V R0 Cut2/ X = U O fRIERIE
2 & D MHETETT R & Bofr 72 Ye R o, (2) FREOBIE T HMEWE (genotoxin)
R D IPEDIE T, EWH 7 AfERHCRE 2 2T 2 RBA A5 LI+ &R
WESINTND, Cut8 [ IFEMmEED R SN D%, R COMANEE Y >oH 5
—Ji. ORI OWTIXS F 0 EfE STV ey, F72, Cut8 BIRIZEHEENMY
THERRETO 7R EONLRNT LD, Cut8 EHEREMREZ > T, 7o, (b
IR FEESN-RFZ2RET S Z L1, FaT 7 Y —LfliEEeE,. £7-. Znbns
JAMERFIZE DX S IG5, AT HAHAESELIEDICAREEZ BN,
AFPEIL, Cut8 HDHWMITmT 7 Y —AAREHET 5 TR b 5, RO
Vo /A VG =rF%F—7F Cekl BLOPpkl8 (BEZEEMD Greatwall kinase {[ZFHY3
%o LAF. Gwlk L KFL) OIEMEE, 725 E Th D a-Endosulfine REH 7 Mugl34
DY AT v =R R RS F T 2 Tk EA L, ZOERR A,
FRx IR B R OAEE, Gwlk OBEIFEHLL & Cut8 HRERB O RTRIVAIZEL 52
HEMIZBNVTEHAL, 7 a—20U UERREOIKTFO X 5 7 cut8 miRIEsz 2L B
DSERSYEIIZHNE S D R B N T, Gwlk 2EMALT 2 Z LA LN E o7, Gwlk
ORI, RBICHT DI A —LFal—F—L 525 TR T —ERnH5HZ
ERHE SN TS, IO RIERMAOE{LD TOR 241 LT Gwlk OIEMHE(LZ 5] & i
Z L, mEMIZCut8 HAWIT T T VY — AFEIZERNB AT SNDSZ LT, 2%
FARLFH) 2 X T B ORI THOIN TS D THIULX, LD DR f-IXEERED
b FETEEICRESN TSI, TOHIERE A LIRFESH TV aTREME I
<L B, S 6T, Ml E S, dk G asSUR S B ORI ORI BT, e T T
V= BRNBED S ) AERREEIC. D ORBIEFRISERNE G T 5 AREE L B
2D,

(F%F)
1 REM B RS Hlozx—u A FuP—5Ef FE5 AR AR Y
2 (2018.3.21)
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The role of oxidative stress defense factors in radiation response
K4 Bz 4
UiEae sy IR S
AR Ak JrbaipNE Y NE S s E R o HEH Tz
AR THEBR PR FPe B 508} WHEE
et s EE JrE Y NE Y N T D ﬁ%ﬁi
JE o E THEBR PR FPe B 508} KRFBEA
LRy 2 JrbaipNE Y NE S s E W KFPeE
FEBR S R A fn B b
PTG ANV N R R S AE AR TR v & IR
A ZEAE 2 1) OXR1 OBURBHICXT T DRBAISE & 2T DB T H%EIOfFEH

e bR b L RSEE s Oxidation resistance 1(0OXR 1)V ZEE MR 22 6 LE
RLEL~DOBG WG S, MM - EEOIER 22 R 5 -0 OMADEIET T
DT EDNRENTE 7, BUE, OXR1 OFEREMEIA MRS MR BIEIE A T = X L0
MR DER 2 72 2 b L RSB DRSS S h o2 H %,

HA: ARIF5EIE OXR1 DO BUHHRIZKT T 2 MG A 7 BT B EE Ot 2 H 1Y
ELTET,

FER ARRFEICBWT, OXR1 / v 7 # 7  HeLa fatk Cld = > b o — LAk & b
L 10 Gy H o~ RE 1% O superoxide L~V <, ROS IKAFHY 72880 NETE Rl A3
HINU7z, F£72, ROS JHKAFRIZMIE M BN B iv, T ORE v IMZIE RN
DFER E7g > Tz, OXR1 /v 7 X7 A2 X0 flla A SIE R 0 U o i{likig
TV FEBL RN TR L O 3 R IR % ORI E R 25 2 LT b 2 L AVR
Xz,

flidm: AWFFEDY 5. OXR1 A% ROS (KAFHY « FFKAFHNT IS BRIBRI 2 D7 7 W22 TE M
FIEMEICEBL TV D Z &R ahic, 4%, BRI HIIZ W T, OXR1 (2 X
% superoxide FEZEMIH, AMAQEHAHIE A B = X A EZH LI L TITE 720,

2) BUNBBSHEDOI b2 FU 7 DNABRES KT T HMIRSE~DOEED & 72 5 fFH
R B - 5 AR TIE, BRTED 06G1 T FEH HelaS3 AR T, MR
FHZ X V% S5 8-oxoG PMBFNCERE XN D Z & T DNA AN & BTk S
AU, MREDOHEBIEZYEN T 5 2 L 2R LT D, ZORMRERKIZ, I b=k
U 7 JAAE 0GG1 (0GG1-type2a) OIAFIFE B MK A LA L, HEHRBHNZOI v R
7 DNA HEN KIETHREE~OEEDO I LR HEAEZHE LTS, Tl
0GGl-type2a HRIFEELUZ K o THIFARIC KT D MR ERNEmE DL Z ENAHM L TEH
V. I Fa RU T DNA ARG RICREEZ RIT LS 5 2 LR shd, 8
fE. 0GG1-type2a EIFEELUZ K 2 BRI E DT ) DD Z TR D720 Uk
B RCROWE & KT B,

3) EMREREGRIBEHIC X W EA XN B RS, B2k DNA BEOMIE~DEEDMREH
WE BEY - REE IURERMEHRIC X - THEA SN D ROS 3 L OMWR{L DNA BIE1 5%
DA ~DFEEIC AT 5L, BEOREOEL INL A0 THD, AWFFETIE,




OXR1 DA b L A NIFERE, 0GG1 DI LIEEBEIREMRRICER L, (KR &R AU
FRESHC L0 EA- S5 ROS, (K DNA B OMIf ~D BB L T bR 5 A %415
HZEHHME LTS, AU TIX, BJRTE 06GL 5% BLARR L MK 228 X AR
BHORT L CEREZ M2 R 2 2 R L TW5, 2, OEBRERKEHIC L 0 EE
SNDHROSIZE S TEEDNA BEESND Z &, @F UL, —FEICHEFRChRrEsSND &
DNA SHUIBTIC A S ML FHEI L 2 DIEEDETHLZ LR L TWND, 5%,
0GG1 B FIFEBLMAE IS LOV0XRL / v 7 # 7 iBFIEBARE 2 L, L0 K=
HIGETHRIZ X 0 FBH S D ROS ORI ESE~D 52 - MRS A DFRIA 21T 72 > C
ITE =0,

(FRHER)
LoARJE B0 /AR L AR (R) ki
Bl 2 b L ZHRPUEAG 7 OXRI (ZHEAE WG 2/ LT DLZEMEICHEBRL TV D
HAEIE AR 89 MRS I IR — MR E I L ORI A A AR (] Lo -
[ i) ,2017.9.13-16
2. BRJFEEA- /BRI, RO Rk, R Bl (5R) BkAE
Oxidation Resistance 1(OXR )T HURHRIRH 12 L 2 A S 2 T L T\ b .
HATE R 2 5 60 MRS, sUEHITSUE Y 7 9 (THER - T3Er7) ,2017.10.25-28
308K (5R) BkME, R R H Rk, AR E. R
E I OXR1 DHESHRIGE & Al 5 k6
HATE R B2 5 60 MRS, sUEEHITSUE Y 7 9 (THER - T2EM7) ,2017.10.25-28
4. ENEEZL, WRSE, /AR, & EREER SRARMETS. RKIL-GE Bk
FefbIE  8-oxoG E1EEEE L b OGGI T BLMIAG D HURHRES .
AATHEWR RS 31 MRS SR BSR - AT ,2017.9.20-22
5. SN, RS, SnAHERE, /BRI, = L, BRIl (BR) Bk
8-0x0G &1 % > /%7 OGG1 MR FBLOMMI L EE .
HATRE SR B2 5 60 MRS nUESUT UL 7T B (T3 - T2E57) ,2017.10.25-28
6. Ako Matsui, Junya Kobayashi, Kazunari Hashiguchi, and Qiu-Mei Zhang-Akiyama.
Oxidation resistance 1 (OXR1) inhibits superoxide production and regulates cell cycle arrest
after irradiation. 33" International Symposium of Radiation Biology Center, Kyoto University,

Dec. 4-5, 2017. Hotel Co-op Inn Kyoto.
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Functional analysis of RAD51 protein complex in DNA repair
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Fex 1X, DNA —ARSHGIWT OFH R 2 (SIS CEELR ¥ > /37 B RADS1 1%, Fkx
REAELEABEAERETERT 5 L & bIC 7 DREEAICER LEN & RS
BT A2 LA L TE 723, RADSL OF AEE AR E L TCOMEIZIRHATH
%o F T RRFIE CUE A R ge o 2 — DR RUEHTE & D IL[FIFFSE T RADS1
RN EAER T2 2 LR B ORIEN D RADST D% N i IR IE AT Rk Ak o i
BIZE Y filEe, HF7EO BRI FIBIZLTO LB 0 TH D,

1) FLAG #55% RADS1 Z2EFS BLHIRUARIC v #RIRGTIEE 2 -V TR RS (12 6y) %

179,

2) JEHHRIRS S X OFERR S e B D B HIIRA  RADS1 AR &2 K45,

3) MASFEMTE LN = A& 7 ma -y Mgk a W, HEAKROHEKRE % FET 5,
4) BEEORERKEFIZoV T, RADSL DREN @ RS TE R T DRE| 2 T4 5,

INHDOIIZEOFER., B R Ro3Y 72k H2A. 7-2 OFRERAFRI 72 SUMO [KAERRIZ X
DA, RADS1 D7 ) MABEBRTIFHI 72N 7 4+ — H AERRICE > TWnWbh Z & %
Bl 5 2MZ L, Nucleus 56l2363K L7z, 72, RADS1 OBEKGFH 27 v~TF o FRITY:
CARERIE DY) SR TR IR~ DR B Z 95 A T = X L ORATIZER Y 1A, IN0BO 7
0~ F R RE A RN 7O AIMIZE D U VLR Z ORIENCEE CTH DL Z L&
S Uamscfm L7z,

G L)

1. SUMO modification system facilitates the exchange of histone variant H2A.Z-2 at

DNA damage sites. Fukuto A, Ikura M, Ikura T, Sun J, Horikoshi Y, Shima H,

Igarashi K, Kusakabe M, Harata M, Horikoshi N, Kurumizaka H, Kiuchi Y,

Tashiro S. Nucleus. 2018 Jan 1;9(1):87-94.

(FRHER)

L TS RAEIEIC L 57 ) METEESHE OHITE] 2017 FE BBl R P B AR IR
R (FARIAARDFAEMFRFER) BR AR QITHF12A7TH)

2. "Nuclear topography of homologous recombinational repair" The 3rd Hiroshima
International Symposium on Future Science "Frontiers in Bioimagining Based Life
Science" FF HUR (2018 423 H 21 H)

3. “A structural role of RAD51 during homologous recombinational repair 2017 Ff A A
— VU TEFOR B RAZ—5 ORI (201749 A 5 A)

4. TRAD51 (T K 2 FRIRIFAHE 2 E1E OHEIERIRERERI | 2017 FEREE MBI FSR PR B R
R (B 40 [ ARG FAMFRER) RAZ—RE JBRA] (2017 4 12
JERCHED)

5. “A structural role of RAD51 during homologous recombinational repair £ 35 [R] (A (K
UV—2rvay7-H16BEA A7 AEs RAZ—5E YRR (2017
12 A 21 AH)
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Analysis of NBS1 function for DNA double strand break repair
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BIRETEA LT DNA “EHHUIWHEEICBIT 2 KOO RE- O LRI ntky 7
WD Z oI LTHBNS, NBSL 25T A I R 2 EE 2B\ T
HERREEZH S TVWAZ ENHBLINLTWADT, AFZETIE, 1) msasE CHEE
oz Zord =0 ~ U BAIFIKKDT40 % T Nbsl & DIEEEIZFEDE TN v
77 MR A BINE L, ORI 238 U C, NBS1 ASEERE L T\ 5 DNA HEEEE
RO BE/ERZHOMNITH 2L, 2) NBS1 XU X7 EORERA A &
DNA EERN R E OBUREZ AT A Z L, @O 28I EREZE VLTINS,

ZIVE TOZET, DT40 #fa4 /= Nbs1/Ku70 # 70 7 w7 7 %7 MlkL, %
nNENOT TN 7Ty Mllak v SR ETh S Pk A v b
T A OFERNS . HWEIZEO S ORISR T4 Uz DNA ZEHEIKT (DSB) O
FEAMIIHEEE L CWD Z ENDb-o T D, Fio, FEFEE E TIZ Nbsl, Ku70, B X
WRads4 @/ » 777 ML RNZZEN DX TV /) v 7 7 U Mk z v, ik
FHRCA U7z DSB BB IR 1T D BEBIGE > 7 OFENCE B LIZFE 21T\ ix
TRAEIE RAEIEIZ 331 2 DSB fifE & DI A RT 4 7 AGRNT L CTE T2, 2 H Ok R
WZOWTIE, AR FELOEZEDTNDEZATHD, ZHITMAZT, DSBIZL -
TH & Z SN D IRHIIZEIRIEFIC I 1T D NBSL Z /3 7 EHERE & O RIRICEE 4 5 iR
HrZ-flifoe L C 320 L, NBS1 &7 de MRN AR DERED DSB 12 K - THFE I 2 (40
JAZEIREE B OFHFR DR LB OBFITRS B> TWAH Z EN KV E 72> 7D T,
AREREIX, K VREHIZR ) TR A2 B S 2T D T2 DT AR F NBST & VW - AT I B Y
AT, FIRE X OREOFERN AL L 2o T2, SRITERSIOHMRF 21T
W, T2 B E BT TETH D,

A SLFHEFR)
1. Royba, E., Miyamoto, T., Akutsu, S.N., Hosoba, K., Tauchi, H., Kudo, Y., Tashiro, S.,
Yamamoto, T., Matsuura, S.: Evaluation of ATM heterozygous mutations underlying

individual differences in radiosensitivity using genome editing in human cultured cells.
Scientific Reports 7, 5996, 2017

(FRHEEK)

1. HEEBFF bk, FepgEIk, NEARZE KIEmME, IWBEE ., BORRE, AARTE
T, WA &, MAEGE, M JK  DNA " EMHEIRT O RS2 EEICHT 5
HEINEF T —BEEOKE. AR ERFPRGFERKRE (AR FEWTRF
2, M, 2017.12.7
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The effect of radiation or genomic stresses to telomere stability in HUVEC cells
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W FeR 2

EAZAITESIR O 7 L DNA & 6 > TR Y Ry 2R R AR R C U AR
RS2 Tk N D, M 2% EA D L YRR DT v 2 7 DNA ML T, &
NEFRHIE 2T 5 & I HORICAR AW R S IEICED Z ENHMLNTE
0. ZORWEMEEL L RS, T u AT RS ISR 2 K B M L O HI A EK T
HDHEZEZ LTS, —JF, B, SR, ROS ~DREZEREDT ) LA NV AT
P oMlasyZdE It (R Elbs L5 25352 nmonTnd, Lo,
INHEDARNLVADT B AT ~OEEITIT LA EW LN TR, £ 2T, AHF
72 ClE. b MILERNEMZFAWT, 7 LA R AR ET O X TRENE OBMRE B
L. R ZLFEDO A =X LD E2HONITH5ZE2HE LTS,

Brfg b M BRSO R, S8R, BB L KB AT o 7212, —EORMFARES
FEFE T S ICHlEZEIR L, 77 ADNA I, T e AT ORI EYY T ey MEAT
HIE L. RAABLOZ IO 02 L D2 blifd L tbig 35 = L &3t L, —#Fiz
DWTEE LTz, 5%IE. 72 AT DNAFEA S /X7 Th D TRFL, TRF2 72 & &%
etk TR L, TORMN CEIEICEY Y ) AA RV ADT 0 AT HEE~DEE L
BET 5 FPETHD,

AHFFEIC L0 RO ZUE ILOFFEIZ T ) LA R LV AIZL DT 0 AT ~DkEE
MBI FT 208 DBRHLMNITE Z ) LA R L AICL D R &L O E%E O
—UmNBH BT A Z ERHF D,

(FRCRER) (PR
L
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weE B A Differentiation Analysis of Bone Marrow-Derived Mesenchymal Stem Cells after Rotator
Cuff Repair by Using Bone Marrow Chimeric Rat
K4 FT e Ik
. RS RVAVSEE PNE St Er
A W BEFAABE (BIEARD W
Toru Morihara Kyoto Prefectural University Associate Professor
of Medicine
4 RS RVAVSEE PNE ST Er
AR EE BERLEA RIS (REAFD) ki
Wb 1% mA i T s EE
2 RS RVAVSEE PNE St Er Bap
KB MR (S s
TP ELAE B eI T v 2 —

WFgeA s R 29 AR BE I RA I BBl ORI 2 B B S8 5 1EH &2 B D G-CSF Z JEFRIETE 1T H]
U TSR (R 2 2R & B B ORI OFE BN R ORE 21T > TV D, 4% T — X & %
EDTRXEMDOTETH D,

UEELES GRCHR) (FRER)

L
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Analysis of non-canonical DNA repair pathway regulated by RNFS§

KA AR kA,

G RIRRZER B
R ENS FrETZE R
WHIE 7148 g —4 NS FHEIFE B
' AT [ Bl B

TP ELHE g TSR AT S v S —

e RNF 8 78 DNA ZUGHDEEIZIB W TR TREN 2T 5720, DT40 0t M5
TR L7/ » 7 7 0 Miilaz -V T Bl R S &Rt Z1T - 72, Fr2, SR
DOTN—TBER LT v 7T U MilE S5 S, O ED Tnb, F7z,
DNA ZEAEIE1E1Z. SLX4 nuclease scaffold DEEFENEE &5 2 51157, RNFS B L%
O Tt THERET 5 RNF168 (2 L 572 A IO EE D2 X F L AKIZ L > TZOHEE ¢
I SN TWDAREMED ® %, RNFI68 DRERFEZ~AA~NY hr A b —TRE
L. TORFORIELRRAT, S OITHIrZED TV,

RFFEsER GRCHR) (FRER)

1. Structural insights into two distinct binding modules for Lys63-linked polyubiquitin chains in
RNF168. Takahashi TS, Hirade Y, Toma A, Sato Y, Yamagata A, Goto-Ito S, Tomita A,
Nakada S, Fukai S. Nat Commun. 2018 Jan 12;9(1):170.

2. Precise and efficient nucleotide substitution near genomic nick via noncanonical

homology-directed repair. Nakajima K, Zhou Y, Tomita A, Hirade Y, Gurumurthy CB,
Nakada S. Genome Res. 2018 Feb;28(2):223-230.
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Analyses of human y-H2AX/H2B complex
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t hy-H2AX/H2B AR Z i3 512 7= 0 . Fox HH THA% L 7= FALC (Functional
Analysis of Linker-mediated Complex) % (Proc. Natl. Acad. Sci. USA. 111, 699-704, 2014)
WD Z LI LT, ZOHEL, AW TFRFIENATRRIC/ZR - T 40 FLLEDRH
THLH AILOTYATF T a=y b (B A M ZEESCNERGEZYT D) HEKRT
OHEY T = b OMBIERE DR E Z FIREIC LT D T 5, FALC {EITH ZFEEREIC
BlIF D H2A.Z/H2B EERICHE S0, Z20OFERe & ED - EHESMHCH
BERET D TENTIER VY, £ 2T, b b y-H2AX/H2B EEIKDEERIZ & 0 23D DRl
(2, HZFRERE A Y FALC IED @M CRERE T 2 e Z £ 97" L, RIZ=T R
DT40 #lifa A T FALC 1528 H2AZH2B A RICHEHA TE 5 2 &, DOIFGREEREIT

. FOBICEMHN TH D b by-H2AX/MH2B E A KON E T3 DM % & 57,

E%‘(“ IFHFEARARNCEEBETN 2 at—LaR<, ¥/ LA LD X NVBETFERS
IZ KO TX, ZZICEB WA LT TAI REOE R N Bfn - Z2BRHICE AT
WX ATE (PNAS 2014), —J5., #ifilao e A Bl i3 ar—Thh ., FHEL
TRTO KO FHRETH S, 22T, ETHIFHROS ) LD A N VB ZiRATF
SH7off. H2AZMH2B AR E SR L Lz FALC IEDMEBI TE 20~ TOHE
B BAR E 2 N ROV RAE LT FALC JEIHRE L7, 2 F Y . FALC
BITE AR e 2 N UBIRTEAT 28I SO T HEEEET D RTREME N E E o T2,

WIZ, =7 b U DT40 #lLD H2A.Z BAGFEER (2400 H2B B8 713%4:) |2 FALC
ECHESRL L 72 H2B-H2A.Z HifE bt & b :/%ikrf/\ L& 2 A, H2A.Z KO T X 2 B 5k ke
ENdz, ZZTUEfEE A R D H2B AT D6SA fHIERAE B A E N L= DT40 H2A.Z KO
MBI B E AR L2, ZhiE, o — @%?»Ei@ H2B BT NRFSNTWE S &b,
HfE H2B (D68A)-H2A.Z DRERENBINT-Z L2 EWT 5, ZDZ L, B MRICEBNT
FLAC {£% H\ 72 yv-H2AX/H2B 8RO, BERAIICRRETH D Z L 2R 7 5,

(R SCFER)

1. Yoshimura, A., Yabe, H., H., Akatani, M.. M., Seki, M., and Enomoto, T. (2017)
Simultaneous depletion of WRNIP1 and RADS52 restores resistance to oxidative stress.
Toxicol. Sci. 4, 1-7.

2. Yoshimura, A., Seki, M., and Enomoto, T. (2017) The role of WRNIP1 in genome
maintenance. Cell Cycle 16, 515-521.

< LK)
BB, v TFY T amy F%EA{ZIKEP@#E#T:L:y ~ DEERERRAT
17 M AAREAEMARESR, 15, 2017 46 J
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Moleculer analyses of cancer associated histone mutations
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BEAEYMOYARDO ARG IIX 7 LAY —2 Lt RiEh b, AR Z NI
-DNA OEEEKRTH D, HFEEDOEAKK H1X. BNAT ) LT —4 X—2 % HWCRE L
THEERZEDE AT, X7 LAY —LOERBILEE, EHICX T LAY —A
ZELLSARLEICTDHZEZHLNIZLTWS, Ll 2RHDOE A R OZERHM
FED MR AACIZ RIETEEIZOW T, REHONZT L Z ENTE T o Tz, At
FIAFIEIE. B A N DOER N AALOBEMIS L OZFD A =X L EHENICT D
HEHIZ, AR BRAEMIIEE o X -8B T, AEREZHT 5 A b (H2B
E76K, H3.1 E97K, H2A.7Z R80C) Z 3BT 5 @ ELZAEM OREHRMaZFR L, an=—
BT v AL > Tl A N EBREPHIO N A RIETRE LRI Lz, = Ok
HBH2BE76K & U< IXH3.1E97K »ZEH b X b 238, L7- NIH3T3 fijal:, oo =—
TERIEMEN ER T 52 ENRHA LN -T2, 61T, BREe X P URBMREO 271 =—
TERIEME 2 EF-2 A 2B 52529 572912, AR HEFIE B KON, & E i
B D00 = A LT,

AILFRFZENS  EAR D RN NAHIIZHENDLH7, an=—TERED @V H
WRAEE~CHIZE VS A EDBH LN o7, AL, Nucleic Acid Research 351 M
FmCELTHE L,

Lt RBFFE AL LI R BICE T A AR S BIZ DB AT 22T XY
LAY — L& LT, 77/ 2 DNA OERERE R BRSO 7 - 2D HilHIBERE ORI 53
LHIEDBIIFFSND, Flo, B AR OBIFESCH B OB W~ — I — DFELIZZ < DA
REHLEL3Z LR/ TE 5,

(i SCFEZE)
1. Arimura, Y., Ikura, M., Fujita, R., Noda, M., Kobayashi, W., Horikoshi, N., Sun, J., Shi, L.,
Kusakabe, M., Harata, M., Ohkawa, Y., Tashiro, S., Kimura, H., Ikura, T. and Kurumizaka, H.,
Cancer-associated mutations of histones H2B, H3.1 and H2A.Z.1 affect the structure and
stability of the nucleosome.
Nucleic Acids Res. (in press) doi: 10.1093/nar/gky661.
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Roles of nuclear actin family proteins in DNA damage repair
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WHoERE B Evaluation of matrix metalloproteinase 7 as a predictive biomarker in the insulin
like growth factor neutralizing antibody treatment against liver metastasis of colon
carcinoma
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Development of noninvasive pencreatic beta cell imaging methhod
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2 BIEIRIF O EIHERIEL, A VAV AR E A VA VRS TH D, FTHA
VA WAL, A AV L ESWT DI B AIIROREEE (Hx DA R Y 53k
BE) KT BB IO E DD NHERNTHD EEZDLND, A AU UWEEICE L
TIE, MAEE=Cm A 2 Y & CER VL TRHMIFTRETH D . 2RICHW B
TW5, L LS, FERMIEICE L T, BIfED & Z ALK T, FHEEEAYIEE
i ATREZ2 FIEDOBIZE M THOIL TR, & 2 THox 1d, 1 B AR A ICERE T Dk
SHAERN TRIER 7 r— 7 2R L, ZORHREHEIC OV TR ZED TV 5,

SR, BBV X —OIVIS VAT LAEFHSETHELS Z LIk v, B Miafs
BENCN Y T =T —P 2T H~ U ARip-Luc ¥ 7 2) & HW a2t D -,

FEEIIT B M EATERT HFELE LTI T AL UL THEEREA A= 7
WX B HIEE . SR T EER T 0 — T R WD TEFENENICOWT, F0OH
A% [ —ER TOFMEEZIT 5 2 & CHBRF 21T - 72, T ORER, BEPERNL TR
W 0 — 7 W FIETIRUBERFE TV Th D E i~ v A 2BV T B Al
&, FE~0 7 e —T7HEREE LICHRICKLS AR LETOFME TITA R RIK T 27
Wighoic, B, WELMINE & 7 o — 7 EBOMBEIC O W THRHFZ2ED 2 FETH
Do

(FRBER)

FEZBEAIE B AN E BV B3 5 Eel bt i P RN e B 7 1 — 7 & AR A
A—=Uv 7 REMEN., AR, ERER, KRR, KNE.2, RIS, fREg
H 5 61 B 0 AMERIR PR EREAITES 201845 H (24 H-)26 H  BUREEE 7 4+ —

7 Il
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investigation of gastrointestinal cancer metastasis in mice and patient derived tumor samples
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AFFILULTFTO HAZ B E LTHEMESNT, (1) BDAMBBHKTT L~ A, J#
B HARFIEE T L~ 7 A LR B R 1o~ U A & H O O b O i it % fig
45, Q) BREMEZ W T-FEN BB MR 2 LA LEESES Z LT, A
BEOTHREFR)THNE - (LB RIEIN 2 23 5,

INBEERTDHZDIZ, VT =T —BEREBT HEEMdEZ~ 7 ABHE L, £
DENEES in vivo TIRAT L7z, £, Lo 727 —BIZH L TREEREZRONT A
Vrxmw e RAEEH L, 2O AR LT VYT =T —BEEA LZFRRH
e AR Z Al L, TVIS (Lumina 11, BHRAEMIIEE > 2 —) WLy 7 =5
—BIEE DR R BIER 21T o 72, 210D DIFFEIZ K - T, RO LR E % E &1
(AT 2 AR FEBR O VL2 FHICRINL L, GRS LTt Lz,

F 7o, TFEDIVOIAHESL LT- ZIRTEERIEE FV T 59 50 AD KRGS A A H sk
ORI A 7 za A RERSL L, LY 7 =7 —PBETEFEALE, ZRHDLY
7T —BRBATzuA F&, Nude ¥V AE/2IL NOG ¥V R7g EDRERE~ Y
AWML, IVIS TLY 7 =7 —BIEHEZMIT 25 2 L ICL o T, BEDNA DA
% RRERRICRRNT D HIEEMENL LT, Ak, DO HEEZHW T, invivo TOHH
DALFFEE O RS BB O B3t T D IR RIS SR E FIEDORRE R E 52175 TETH
5o

(G SLFEFR)
1. Aoyama N, Miyoshi H, Miyachi H, Sonoshita M, Okabe M, Taketo MM. Transgenic mice
that accept Luciferase- or GFP-expressing syngeneic tumor cells at high efficiencies. Genes

Cells. Epub 2018 May 11
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The evolutional analysis of DNA damage sensor checkpoint proteins
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77 B DNA OGN DNA F = v 73R A v MMEEIC I VB E D & Hifusg s
DIEIEZ IR & T D kk 2 7o RIS DS R B S 30D, ABFIE TIE 24 D O JSE | # &
HODNAF = v 7R A » MEEN, B EED IS IZHEL TEomH#{LD
BENLE B2 D EHEE TS,

ARILFRFFEICIBOTIE, DNA HERHE O EEZTH D RAD9 ¥ o7 EHAIRIZEH
L7, RAD9 RE1 7 Doy RMMHTIC LV . FHEEMW OO, Ein T EEIC
X 0 RAD9A & RADOB (L L7=Z &b oT-, S 5T, FNEND X 37 BICEA
DT I WA e, B BB TEX 27 I BEHROLSERFE L HEE SN,

ASt%i1%, ERRICE VAL E o mBA O E . ERICE > THL SN
BEREE B MZEIT D RAD9 Z 237 E OREREREI A1 95 —#H O EE e & > /X7 E H]
MEERICET 2T —42 L2885 2L T, DNAEEOKRHEN D X 5 s
BARTCHEL L CTEELBHLNIRD 2 RSN,

(ERFER)
L /MIERT TS ) AEHROBHMNTIC L DA LR OHEE  —MiFLEE O M ER
Sl b2 ET L LT o FAEwFE 2017 4 12 7
2. BREHE, FERIAT S, BRASHIN, YRR, HAPE, 22 HE, DE ST, R A T
Human mastadenovirus (23517 5 FRIERFIEICEID D01 FOEEEK ] B ARAMIRGYE 5
2017 £ 12 A
3. B, H EEKER, IS, MR A TRAEXKICRs W CIRBE ST 2 4 1 &
Y X J1 A& #1777 Oeneis melissa OFfE S LIBFRICEE T D050 H AL 2 2017 48 H
4. BREHE, /IS AS T, HRREERER, HFAThE, 3 H HiVE THuman mastadenovirus (235
F D UATHEAREERTR T X BEY A b OBRIR) A ARYYE 2 2017 4 4 A

(Proceedings)
5. Aoki K, Koyanagi KO, Watanabe H “Method of detecting errors and classifying mixed
genomes based on the characteristics of reads orientation” GSB Workshop - Big-data Analysis,
IoT and Bioinformatics (2017)
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DNA damage response occurred in defferentiated tissues in A.thaliana
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INE TORMIZI T D DNA BEGIGEHIE O ITIT, 102K TH > ZHHRRCAR b 40 S
ke Vo T ARICIER SN TIThL CE =, L LIEMOBFE OEBTREE2E 25
&L BN BRI R & W o TR BRETEE 0 & DNA 15251 5 DI FICiECIE, X
VoMb LI TH D, DDk LMk OMIas DNA #2275 L &
DX IRISERIENEL D ONIZNETIEE A EFERIN T\ oTz, & 2 TAAF
ZE Tl ZRE LIS O3 LT /RRIZ 31T 5 DNA HESEHEEEZ AL T2 L %
Hegl L7,

DNA FH[FEFHHE 2 (2B 5-3°% BRCAL X, HZS MW TH o~ RFHINE L TF
DERBE BRI 60 5 EHTHZ &R mbnTnb, 22 TET v r A X X+ ? BRCAI
DEFIT GUS BIEFEEAS SHT N T v AV — U BEIA F T T A A % (E
L, Vo ~fpiaE L7oth, R L 2 LA OfEKIZIS 1T 5 BRCAL O L AR A
WEWRHDINETNT, TRETOWRE LBV, AFEETlE BRCAl1 OFEBN T
< HRIBENC Lo T EH LW, b LfEl OK3E) Tz o k) ARRHoFE T
RO BT Tz, AU H U~ L0 2ERIC B W TRAEN ER T2 L
BTV A CYCBL; L IZDOW T CYCBI;1:GUS % R JEE#a#a ks v C R D FEBR
BAT ST, SYZGE & b LA TIXE OIRG L AR A TE WIS o 72, LLE
OFER IV | HEEERTRD LD BRI ICIGE LB a1 ORBFHEIT, oMbl
R TIHAE L TWARNWZ EBH LT >7-, DNA HEISEDL X2 L —FZ—Th
% SOG1 OFHEIL, HEFRICB N TH U~ L > TER Lz ERmbi
TW5, ARl SOG1:GUS OFBLEN T o~ IR IZ L - TEIbT 20 E 2 %ok L
TARZE TR E 2 A, o~ IR 24 FERZICIIAED N7 A 2 — LA TRADO LH-
NBO BTz, ZIVETSOGI & v /37 BT MR R IR I D IR AFE L, &5
\Z DNA HEOFBIZ L > TEORBUIALE LW EZX N TELDO T, SRIOKR
IEBLRR D, W~ BRI 2 Z T T ARZEIZBIT D b T A 2 — A DEIC SOGT O & 13
EDLIITEAELTHVDDMNIONTIX, %D LR DLITICE > THLICT ST
ETHD,

GRS (FRIER)
1.
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Influence on the genetic background by exposure to electromagnetic fields at the cellular level
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1 R ST ClEEL

il

AR

1 R ST Atz

TP LS

mH RE R A gE Y v 2 — Hfz

WFFeR 2

ITV VSR (2020 AED Y —E ABBEN T E SN TND), RIS RS RIAE N 55
5@&%@@@%—6%@@%%?ﬁﬁ%ﬂAN&ETﬁ%éhéﬁﬁﬂ&m@&mz
H) . FERE MR (WPT) 2 X2 HERE (85kHz #Y) O/ N, AR
EDO X DITEELE RITTH, BEE CHERT — X IR I TR, AF5EIE, Hifa
RV BEESICBE L ToE &%@J%%E%&waé

Wk 29 FEDERE DI E LTI, HILWERITSEBEE, I<E VAT LD
%%T&oto%ﬁh¢%ﬂ&@%%$%%kbfi AT 2kW o H s JE
RAER, EEHaA L, ZTEHAaA L, REEBELELZEE L, EHA A LT
2B ULTENOEZEEBNCT 4 — KNy 7 LTHA ORI ZIT>TWnWb, 207
O, ZEHaAA NPV ERAEE LD, MR Y v — LIXESZED a1 JLH
ICRRET D2 &b, — . 28GHz EE B RARRE L L Cix, 27-29GHz T
D 40W gz, 28GHz 5534w, XEHEWNE T 7 &2 8E Lz, 28GHz
WPT (X, BT 7o sn-@8EEEIE. BT 7 TOFEICEDS
T ESND720, ZEBT T HIARETH Y . HI1OZERENTZ BN E
ZRE LT, TOEEZHWTHIEIZIT S, MiaEEHOY v — UVITEET 70
TOEY72EICREIND Z LT D,

AR OANFIZE LT, AWFZEICBE 2 MR (XP <0 AT, @& Hk) & it
WAEMIFGEY 2 — . JCRB flifa N> 7 . ATCC. KURABO 72 &6 AF L, HllfaHy
JH, an =—JARE. MRRE I 0AG . BRI M, SEAME S M e KRR T, 2D
TN ﬁ%%;ﬁ%iﬁmkbf XP BENGENS SN/ E LT, XP-A Tk
XPmmnﬁw XP-Variant Tl XP-2SA IS AHFIEICE Y T D Sl Lz, £

W E 7213, B gL LEME LT, XP-A Tl XP-20SSV #llfia,
XP-Variant Tl HeLaS3POLH KO fifa 3 4 T 5 LT Uiz, BEEREHRR R
PRI L L C. AT BEMNORBIS S-fifn s LT, AT2KY MfaA Y T 5 &l

L7z, (7. EiaTdZfMiae LT, RPEIWTERT ATM clonel Hif35 Tih 5 &
HIWF U7z, BIAE. HrimlC AT L7z XP, AT fiHia o Mat bkl L THEli L T\ b

gk 30 4EEE LA ORFZEEE Tld, BIRIZ BIC L 5, BB R0 R HIC
5, iR — o —%2 iz RNA > —4 > A, yH2AX 1IC L% DNA —AH#)
Wr DFFHTC RPA 7 4 — 1 A2 X5 —A8{ DNA OFEHFER 2 X% TELTWD,

LR (FRIER)

WFFEIE, R 29 E T AMBBMAL TRV, FRBEER. MtERITRL,
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Screening of novel genes involuved in nucleotide excision repair
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X7 AT REREEENER)IIFR 4 OEMRNIZE W T b 2467 DNA HEA2EET 5
EEEETH D, ZOBEOBGHRIBITOREMETL I, 37 A IERERE, RN E K
ZMIEMERE R EOIRB DN & 72 5, NER IS HEZREE R 132 TRIE STV D25
JA N DEREEIZ 3\ T Z OEEHEAE DS IR ITHERE T 2 72 OISR H R FEEIZ DV T
REHOLNZESN TN ERZWN A ITEFEEL A N T EFILNT AT 2T
—F HBOl A NER IZB G- L TWAZ A MEL[1], ZOWMEITH X NER [ZHE L S
NAHORMORFZRET D720 NER ICE W EEINSG Y Z7ar7 2 Ay Y I vy &
& (CPD) D= A ERT 57T v A (CPD assay) ZfESr L7z, Z @ CPD assay & AW TH
AEMFFTA O siRNA library TRUHEZ L7l 2 7 ) —=0 7 %4770 > T\ 5, BifER
% 650 HDBIZETIZONWT AT V== T EEZTWD, ZOHFNLEBEROREREL Y
HEWI U CNER ICEEE L 9 D8 TEMIC OV TERDOFHME 21T\ V0225 5,

LS S BIZsiRNA library Z W27 T4~V — A7 U —=2 7 %filt 5 L RICHEE L
T8 % DBAL T BEY O 5y T WIRSHERT 2 1D 5,

[1] Niida et al. Nat Commun. 8:16102. doi: 10.1038/ncomms16102. (2017)

GRLFER) (FRHER)

1. AT K 2 DNA BIEEEICKIT 2 8 X b U EMiOERR
KBFERARBGIISEE B8 28 [ R YW A iRFEEIH
(2018 Mar. 16, A /L)L 1i4E)

2. UV damage response mediated by HBO1
Invited seminar at Seoul National University

(2017 Sep. 20, Seoul National University)
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Synthesis and Evaluation of pH-Responsive Dyes
K4 Bz T4
e HUH RS R
=R FEi TR Ze Rt HEH=
WE =X — (LRI
T LA JRE TSR AE DI IE Y v 2 — Bz
BFFERBLEE pH ZHLICIE AT B a1, /e pH BEEA IS CE 5 70— L LCHMATH
Do MAFFEE TN FE TIT, MEEFHE L THOND AV RV T =07 U —2 Dby
FITREMEERELZ G I D 2 LT MEGA A —2 0 71T 5 pH RSB MR
NoT =t EBE LR,
AW TIL, HIEN/NERE O "
TR AL LT, TR 0y = (1 fir O
(1 E 600-650 nm A1) UL PR N NS
LTS pH JoEtE Cy3 AER 1 1-0 (ﬂ(u%rz:'cem open—r:n\gform) 1-C (non-fluorescent, closed-ring form)
ol (D, BONIE g g - pHssspbea® 1 OfiE. BRI F T,
& 1 ORREET TORS =TI seerto BBk 1-0 (0, SRS TR, Brita s
WAL A7 b vErT (K 2a), RVEREIL-C LA5.
300-400 nm DRI 7 F "
VDHABRR 1-C 12, 600-700 nm o P26 .
ETTORIRY 7 F A 2% e
R 1-0CHRT 2 pHAVRE S Fo4
RBICONTHERE1-C oW "2 A L £
};*FZ)‘)‘/J‘é <72h N E“ﬂ%ﬁg 1-0 ® 030;1 7400 500 600 700 800 02 4 5 3 10 12
WEERRE L 225 2 L b Hoveenaom "
272 10 650 nm (23515 2 Wt ?Méb/(ﬁ) ff@ ;%1/130? ;ggrféuw%&Xyl(])\owz((s)'olxol?;/[l\ji
RN o uffer = 5 15 triton X- .0x10° 3%
Eakx fi’c PH (CiWCTm ). (b) 650 nm 1B W THMSIL LT 1 0)%(‘6. :
L7z (Figure 2b), 113 pH 3~8
TRHENRRELSZEL, £DpKaltd9 ThoTo,
1 Z# &R, 4°C CHeLa fldZE38 L7- & 2 A, B8 Lol oOLEITIE &
WEBER L7 oT2, LL, 37 °C TR LG A. 1 ZHWEEEBIZB W TS
WEEE DR BB STz, 1 A= A b— AEH THIENA~BIT L, Mzl o
PSR 230 L. PSR OBHRIKICHEZ(L LT L E 2 6D,
2 3Lk 1: K. Miki, K. Kojima, K. Oride, H. Harada, A. Morinibu, K. Ohe, Chem. Commun.
2017, 53, 7792-7795. [LARID 3L RINFERE 5]
WFFEsE R (FEFEEK)

1 [ArRAEI T TR &2 7R pH IR CyS REFRD G L W] ORFEHER .
SORKERL, JRE i FRABEARL KIDE— [RA 2 —3EK] F7ECSIHEFT =
ZZ 2017410 A 17 H~19 H, Z U —kR—/Lfibd GR) [BEHR A2 —%KE
wH

2. THAFEPNAR pH BRER O a[ AL &2 Fg 1) L7z pH B Cys R AEDOBFE ] ORFEHER
SOREEmD, JRE 3, AREEARL KIE— [RAZ—%EK] BRI DA F
0 13 AR, 201846 H 11 H~13 B, #RERSER KT (R
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F7ERE H Analysis of effect of knocking out genes involved in the unfolded protein response on growth in
nude mice
K4 i) T
e EFRE TR
P o TN ¥ =
O KA i
& BT A - KFPeA
iR YAE:S
FTAN JHE 1% SRR AE RS v & —
i ELEN MR A B L ASSEIZIE. IREL, PERK, ATF6 @ 3 #%#&737(E L. IREI #%
% & PERK R OMHEIIN AMMILD X — K~ 7 A TOMWIEZ T 5 2 & REwE S
TW5, ATk %, ATF6 £ (ATF6a & ATF6B D 2 OWN(E(ET D) DREEN X —
YUATOHIEIZED L S B ERITTOHALNIT S0, KB MR
HCT116 Z T, ATF6a EMATEEHIIG, ATFOB BAMAEE NG, ATF6aATFOB — EEf i
FRR A BINL U7, IREla EEMRZGMEa s be— L e LT, 26 0OMiE X— R~
T ANBHE L. FILH OHEFEE AT,
AT DFEF:, ATF6aATF6B — AN/ TAR & B D REMZ R LIZ720, S 57
Hay ha—;Ll LT, ATF6aIREla — EARIEHIIN 24557 L TV 5,
WFFEFER MR CRARRER)

L
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WFJERE H FEAE D AT
Analysis of cytotoxicity of a biguanide drug, metformin, in glucose-deprived human cells
K4 FT I 5 &4
ﬁ%’%'fﬁ%% = = IGIEN 3
S SRR -4 SR S
A= R T IR A
i VAR
TR R BRI e v B —
T FeA HEE#EIZ 9 TIc="Y b U DT40 Mz AW T, A M7 4/ 0N a— 2 FT
DNA #6525 BIRIBEEMEZ 7”9 2 & | DNA HEGEME R 0L % T2 fif it
75 FANC i KARAIIERE TR BN D Z L 2 WS L, ZoORSAR e Ml
JIZEBWTHBESN LML D7, & b Bifllakk TK6 (23T FANC Bf5F%& /) v 7
TU b LT D TN D,
RS C e =3

1. Selective cytotoxicity of the anti-diabetic drug, metformin, in glucose-deprived chicken
DT40 cells. Kadoda K, Moriwaki T, Tsuda M, Sasanuma H, Ishiai M, Takata M, Ide H,
Masunaga SI, Takeda S, Tano K. PLoS One. 2017 Sep 19;12(9):e0185141.
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Analysis of primary glial cells to hypoxia in vitro.

roEEE

K4 FT I ez

A S EEEMFTERE  BRIRfhRE Bh#k

Wt 1

Lk =5 KRB

s e
AT A EAERFER B KA

TR

JAHE SR e e o 2 —

W FERE e

JIbdE ZE SO MM MR AE N KT A IR EIEITHESR L TV D S ODOREREN TH 5, D
R E LT, ZAVE TOMED, FITHRGM &V D B—ofiflafilc s B L&l &
NEZ HILD, MOBHEREEEZ T3 21213, IMNAA O H7e 2 HIRufE R L2588 B2 AH
HEETLOIVNERD D, 20D, MR 77 % - ERMRE —>D2=> I
(Neurovascular Unit) & LCHE x, A GFERICRE L X 5 &3 2 FMICZEnEAL T
VW%, Neurovascular Unit Z AT 2MIfafED 5> &, MANIZIAS 2T 54U 9757 K
YA ETEEHIAY (oligodendrocyte precursor cell, OPC) 734U 25 > a4 hOftG
TR &S BEENOBE 2 2 T NSO o fafE & EE2H AVEH U, IR
DIZDICEHIRREZ AL TWD ZEEHGHEEDIIRH L TE 7, L Lan b, ikE
4% D OPC DEENZ SOV TITAHRENE S HSNTWD, £, —DOMIEICE
W H NSRRI EREEIZ L 0 £ < OB (phenotype) 238 5 Z & NEHFHE S
DO %N, IHHIEREL T TD OPC DIEZALIZ DWW TIIRMBEAD K13 L\, ZDT=0,
AWFFE TIIMRE % D OPC OEIRECIEEZ b2 B 62T L, MMl FEE 13 2 588
1R~ & BT DR A LT 2 Z E N HITH 5,
INETOLZA UTOZLzRAHLTWD,
O MMFZETT L~ 7 ADREMAEE T, "perivascular OPC" 23NN L, JdHFEZERL 0 I 45 57
E DR &EET 5,
@ WM EEEER OPC IZxt L CREMARTEZNT D &, 2L OBRFHBIANT AT v 71T
26T 5,
L2rL7Zes &, R A2 123N LIBEZ b3 5 OPC OFEM 72 FE IR0 O AEfufE & DR
HAEROZEIZOWTIIARHATH D720, 5% I LRDIMEREHIT T FETH S,

(FERFR)
Natsue Kishida"?, Takakuni Maki', Hisanori Kinoshita', Yasushi Takagi’, Ryosuke Takahashi'
'Department of Neurology, Kyoto University, Graduate School of Medicine.
*Department of Neurosurgery, Kyoto University, Graduate School of Medicine.

Elucidation of the roles of oligodendrocyte precursor cells after stroke.
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Establishment of cancer therapy by nanobodies tageting transcription factors
K4 BiE] T4
R B 6 5 ) [ 2R S o
AP Bl RSP 2501 PIER
AT NS mH R E IR v 2 — Bz
A FE exosome Z 71" L C, nanobody % N ~=% S EHIEANE BISxd 2 0 FEERTRIE O
HBEAZANT 52 LA HE LT, Fx OREREFEZITO,
BFFEIER GRCER) (PR

1.
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Establishment of mouse models for activated B-cell like diffuse large B-cell

1ymphoma
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= 7 B RE il 1 iz
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A S B RE il 1 R
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S I TR T v 2 — o —K

W FERE e

B Y > RBED 15-20% % 15 6D D IEMEL B AIEAR OV AR B fifim Y o /Sl

(ABC-DLBCL) X FHABOIFHRTH Y . Z OFREITIE T NF-B IEVEL MR CTH
Lo B ITESRA ) 28X F U H LR B F U H A RINIZAR T 5 LUBAC U 4 —
B, BHIILY LN BT A R—ZEHTH 5 MyD88 L265P 285 L 3 L T ABC-DLBCL
RIEAEETHZ E2ME L CTE T,

AWFZETld~ 7 A % FV T LUBAC 2% ABC-DLBCL J&JiE % 4= U 5 B O fiRBH % 1 6> . LUBAC
25 B ABMUZ 3T AID 12 K DRI BERE RS 2 rIREMES R S nlz, 22T
Fk 4 13X LUBAC 2% DNA 81512 X D3t A i35 & DGR Z 72T, Z D A 1 = X L OfE
Hzx=HfELZ,

DNA 8551 & o sEIZ 5t L C LUBAC 23HIHIANIZAER 9% & S i & FERET~ < |
LUBAC F 8l % (b S ¥ 7= fflatk 2 WV TEEERC VAT 7 F o, = MRV R 8D
FEANT LV DNA BE 4755 L 7o, LUBAC ORERE A 2% S 72 Ml Tid DNA 8512 K 54
FalZE3TCHE L, — 5 C LUBAC #ERE TUHE A CILMIARsE RN ] S 7= 2 & 225 DNA 215
NFEET SRS A LUBAC 2SFEMIZHNHIT 2 Z L AR S vz,

(FRFF)
1. 2017 FFEA MBI R FERERFER KRS
1P-1016 TH#H) NF-kB IEMHALZ £ 5 B MY > EE 7 /L~ 7 A{EH ORI
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DNA damage response induced by antimetabolites

WHEAERH

K4 FT I ez

UMK 37 5
R 2 B A A B S RS A

Wt 1

iR HEA ENS HEHd

PTG

i SRR AE TR o 2 — R

DIV

5-FU I3 S D REHEIANE. DSAMIBAN ORI 2 5Ll U, AR 5HE 2
T 52 LN BTV D ARBHETANIEE ~ R FEEHO B AR T 2 HUEREEK L LCTih<
NHERROETRHH SN TV AICH L LT 2N E o REHRTA OERITEMETH
D, TOERAAI=ALFILT LEHALNE RS TND LITE 220,

HEE T AEHE PR ARBHETA L O L T SN D 2 L DLW AHKI & k5 &
LT, #ERHZFHE S5 DNA HE0E & 2 OHUEEIF: & ORIz OV TR 2 i
T X7, ZIETIZ5FU (Fujinaka et al. 2012, Nakanishi et al. 2012) , A%V 7' Z F
> (Kiyonari et al. 2015), 77> 7" h7 3> (Sakasai et al. 2012, Sakai et al. 2012), X7 L
A RT7FIa s chHsb MY 7Y P (Matsuoka et al. 2015; Kitao et al. 2016) . &
VRPN AA (Timori et al. 2016) (ZOW T, ZOFHDOIEH A I =X L ZH LML T
X7,

ZIVETOMEL Y | BSAKKEAN TRk % 72 EF &2 £7-2 5-FU 7 DNA f{5J5EDH T |
F#Z DNA HELEFRICEB T 5 X F LA (DNA IR kL R) (2 2SR g] =
R INnbZ &, EHIZZ0 DNA ERA b L RREZIHT 5 Z & T 5-FU OFES
WREEmDDZENRHFKD Z L E/RLTE 72 (Fujinaka et al. 2012), 23 AR CTlid—i%
AIIZ DNA LA ML AREE S TWNDH EEZEZ LN TWD, SFEES . BITREHEIA
IZ X2 DNABRIZ R U RAEHR D51 A 1 = X L ORI & % D% OHIBSERIZ- OV T O
i tE 7=, £, SFEEIT N E TICHEEE OMZE» D A2 TE-HUEERIC X 5
DNA HHIZA R L ZADOBD VIOV TRFUC E & ®72 (Kitao et al. 2018)

1. Nakanishi R, Kitao H, Kiniwa M, Morodomi Y, limori M, Kurashige J, Sugiyama M,
Nakashima Y, Saeki H, Oki E, Maehara Y. Monitoring trifluridine incorporation in the
peripheral blood mononuclear cells of colorectal cancer patients under trifluridine/tipiracil
medication. Sci Rep. 7(1):16969 (2017).

2. Kitao H, Iimori M, Kataoka Y, Wakasa T, Tokunaga E, Saeki H, Oki E, Maehara Y. DNA
replication stress and cancer chemotherapy. Cancer Sci. 109(2):264-271 (2018).

3. Tsuda Y, limori M, Nakashima Y, Nakanishi R, Ando K, Ohgaki K, Kitao H, Saeki H, Oki E,
Maehara Y. Mitotic slippage and the subsequent cell fates after inhibition of Aurora B during

tubulin-binding agent-induced mitotic arrest. Sci Rep. 7(1):16762 (2017).
4. Ishiai M, Sato K, Tomida J, Kitao H, Kurumizaka H, Takata M. Activation of the FA pathway
mediated by phosphorylation and ubiquitination. Mut. Res. 803-805:89-95. (2017)
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Analysis of fluctuating Heterochromatin region by DNA damage
K4 Bz 4
zef e @R
B T FERE Bz
LT RERM
T P ELAG HE TSR AE R IE Y v 2 — W
Ze A [T DNA B2 6 SR B A R BHIE A AT oY = 2T ¢ v 7 7R il

K1, b Mo E ORI « BB OIZ), LREVEENHING “1PS MITER” 1230
THHEREAQFEEZH L LTHEREZED TWD, DY =X T v 7 RIEHHI R O
12LLT . ~TuerZavTF U IR ®mRO 7 a<vTF UEELZ R L, NE OB
FORELZIHIT 2N SN TV D, Fox ik, BEE TIC DNAHEZFHEFET D &~
TurzavF UEENER L BT R SN TOW A B FABE T AR L
TW5, AR TIE, A% 2R UV (12 X 5 DNA BIERA~T 1 7 n~F Uil o+
OB DB NITT I, o, TORBFERA N =X LDEN, FIZEDL D7
A B = AL THREZFR L BEORGK Lo~T 07 a~F 572 T 28t 2 &
NHKDLONZE LT, 0 F LV TORA D= X LERE B LT,

Fex ZHFEREEZET VAR E L THOW, ~T a2 a~F U HEBO BRI HAETR
sns&yN7E®CMPWCMp%ﬁ&Ufsm3w%%%%wtv47n7v4Mﬁ
DFEERENS DNA BEOFERIC LV ~T s o~ F U ElAEH L, RERENZELT
DART D12, DDI3 #[FE LTz, WIT, BEIZFRA BEEL TWenT s a~F UH
WO 2 A3 5 B I AR 1 O A ERL L U 7L # A A PCRIC K D FEBLED
Bl EREL, ~TurZa~vTF UEOR S EICX Y D12, DDI3 DIEBL & T 5K
+ Sas2 Z &€ L7z,

F7- BEE T, 806 VR0 B A VT 1R L ~L TORBLRBEDZ AL 2 B 1k
TEHUAT LEMSL L TEY , DDI2, DDI3 DIEBURAEDZE 4 1 i L ~L TEBR L .
HAMEZ R L7,

ST, TRl BT MIHE SN TWAD DNA Z A —JIT S L, Sas2 & DDI2, DDI3 D
FEIRICEA TS DR ORIE, IO, Sas2 Bi~T 17 u~F il a ks, 3H

Z T 2K F A FET 5,

Sir complex
(8ir2,3,4)

YYYYYYY YY) AAAA g
¢ %H‘HL{FHFH |Tﬂ mﬂ (bﬁlllldar\

. i DNA

Sir complex DNA damage
(Sir2,3,4)

Y |Pmo| DDI2/3\
DNA
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(Sir2,3,4)
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TREDOSBIRERE A FIVN- 4 7 s DNA SIS D LR D22

BREE | | |
Distinction of genome DNA damage response between two different fission yeasts
K4 T Ik
WFei g TEWs AT LB - [ESLR IR
(e N FHFFERT - RS Btz
& —
WF5E 717
TP ELAE EEA R B eI T v 2 — A
TS L RN TEREREIE S/ LN DNA A b L ARG 8 78 & OBREEZALIZIS U TR A
~EHPHE R AW ST 5, RBFIETIE IBMERERE T &b 5 53 B% R japonicus Ffl TOH
REASOEHULERRFHEEFET D52 &2 BN E LT Bk 72 ZIBMRERIZ W T
EEARIBRASDOZEHUZ MAP 7 —ERE M < 2 & 38 S TE TUW 223, japonicus
M TIE MAPK #E BT B R IR A~ OB IEA I LI TII RN Z RSN oo, £ D
— 7T MAPK #R & W4T LT < . cded2 #E#87% Ras s & & $1Z japonicus 7 Tl
F AR DRI L E T 5 Z LR BN L o7z, Z0DZ L3 RAS BURFITHE
B XN D MR DS NEEIR AT v 7 Th D 2 & DR S AL MRS WM LT A
LA TN TIRBECZ BN RN I ZMED 5 AL E 0D EEZTVWD,
LIRS GRCHR) (FRER)

1. The Ras1-Cdc42 pathway is involved in hyphal development of Schizosaccharomyces
japonicus. Nozaki S, Furuya K, Niki H.
FEMS Yeast Res. 2018 Jun 1:;18(4).

2. Schizosaccharomyces japonicus: A Distinct Dimorphic Yeast among the Fission
Yeasts. Aoki K, Furuya K, Niki H.
Cold Spring Harb Protoc. 2017 Dec 1:;2017(12)

3. Mating, Spore Dissection, and Selection of Diploid Cells
in_Schizosaccharomyces japonicus. Furuya K, Niki H.

Cold Spring Harb Protoc. 2017 Dec 1;2017 (12):
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Analyses of transcription—coupled DBS repair system

HoeEE

K4 AR &4

pa i) 8 ] A B iz

Wt 1

AR 52 8 ] A B B

TP LS

T B TR EATTEE v 2 — HEHd

W FeR 2

AR &0 M U 5 DNA HBIBI0E U TkAx RIBEINE 2175, Bl iy o3
JEDY Vb, TEFE, X F AT, BEISEDO DL LTE X LIS
nTW5, DNABEZRHT 5 L CHRERINIEERERE LD I ENRBEZ LD,

Z DORFFEIX, BURHBRIZ & o TH 7= DNA 858028, 2 s & v X7 B OBEEH#
ZERBPEN L~ TRT L. 2 DIEE Z L R 7 B OFHMSEEZ A LM T 5 2 L 2 Al
ET 5.

AALFHIENT & LCL & MillE HeLa ORhHIR 2 V7o BRI SR O SEBR R 2 A5 3 5
72012, BEHRRIZB W TAE L D 8-0x0G B L OEDFEIARMY) & L TD DNA2 AFHYINT %
BT HHHLO DNA HEZFHE L=, ZOHEIT 8-0x0G #HT5H 2 7 AKX —DNA D
HHETHY A B hr CTHIFFETHETZ AL RoTn, ZOREZAWER Y
XY G TRRET U7k S, BB Z L ICAEB L CUe DNA2 REHUIEr & A 32 &
X2 o Tz, BUEZDZEM AT LTV 5,

(FERFH)

1. X7 VAT FUIBRMEE Y AT LMk -> TIEE S D DNA HEORE T v &A1
B, SEmE, SIRE (AARRELRFARRR)

2. A study of a novel nucleotide excision-repairable DNA lesion
Kuraoka Isao (6th US-Japan DNA repair meeting)

3. New assay to detect DNA-damaging agents in water pollution using DNA enzyme functions.
Yukiko Suematsu, Mika Yukutake, Narumi Shioi, Isao Kuraoka The 5th international
symposium on Aqua Science and Water Resources

4. An Assay to Detect DNA-Damaging Agents that Induce Nucleotide Excision-Repairable
DNA Lesions Reine Takatsuka, Shigenori Iwai, Noriko Suematsu, Narumi Shioi and Isao
Kuraoka THE 12TH INTERNATIONAL CONFERENCE & 5TH ASIAN CONGRESS ON
ENVIRONMENTAL MUTAGENS

5. Alternative excision repair model for topoisomerase mediated DNA damage Kuraoka Isao
(18th All India Congress of Cytology and Genetics & International Symposium on

Translating Genes and Genomes)

_61_




JEEBRIRE 28 & 72 &9 NRF2 AR D LK & Z O W) 71 # O gt

Wt gER B ) . L
Modulation of NRF2 nuclear complex in response to gamma—irradiation
K4 P& 5 &2
TeAREE . . . _ -
VNGEIESOPS AL RN = S ZE F ¥z
En YRS
It NGBS HaE %% BRI T o A — W
gemgrgn | NRF2 [ZER(L A b L RIZRE L TENICER T 28506 LR - Cth D, LaL, Eif
RS © 72 BT IEMEB BN Z OBIT EENTORE. 7 a~F U EER EICED
X I IZHET DN OWVTOREMZRNTIE 72 STV, £ 2T, AFZE T, M
BD~A4r7u7yx— gy EERNNRR2 BERO T 17 4 — AN 2 G T
FET 5 Z LI2L D NRF2 OEBEBINFRI T DB TEEIAONCT 52 L %
HHOE L7,
HEMRETT TIIED LB > TV D EABEESHBRYEZ AW T, NRF2 HE RO
LD i SR A S0 L7~ Hela AHAEIZ FLAG-HA % 7 /L & 7 735U 7= NRF2 A5 X
W2 RN, FORBLERE ORI EL T, NRF2 AR %2 &EICkE < Bds
THDONREEL o7,
NRF2 A EORERRIA 123, EREEIZ L > TED X 9 B A2 217 5 DI OV T
M A O RE %2 & 6% E M ﬁ& FHMAT E A ICHEBE IR TWS
UV-micro—irradiation IEZ A WVWTAEEHRHT A TETH D,
WFgEsER GRICHR) (FR%F)

1.
2.
FEEYTDH LD,
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Effects of radiation on cellular metabolism
K4 i) T
iR ce U . X -
HAREKEE TR « AW BE T 5 eI
iR YAE:S
FTAN HE% TR AR GE Y v 2 — W
A7 #FZED HRY)
HORHRRIZ S 6 S fifEi. DNA HEEEIZHO R~ 2N v U — 7 % Bk
T 5, RS CTIIFFICIRTE R >y N U—7 RE@R v b T — 27 OB TR S 1% D28
A fENT S %,
(W7 )
SRR 2 QAEFEIL, RO, RS, R E DT A =X EREtT o L b,
AT DRI DN TG I A21T > 72, FFIZ DNA EEE O T 2 KRETIENZISE
L CHEI< NBS1 X° gH2AX D E et GFP @A & H'E & 7= foci TR A FRIEIZ T 5
Z LT, RMFEREES AT 2 LN TE T, MHOBRT, T2 9 EEITET X v
FT—2 KRRy N —2 OEE & BEERT T ETIEEL o7,
WFgEsER (GRS
1. 2L
(FEFE)
2. 72 L
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KIEEMEAICE 1T D PD-1/CCR1 FHEGEFEE DR

7'D‘E|E
IR PD-1/CCR1 Inhibitory Study for Colorectal Cancer
4, T T
U= ; ~ SRR AT _
il P — JR WIS el
e TR R T e
EREL R AR s
= By SY AR =
N 7 )11 5% Rﬁ%gkgﬁgﬁgﬁﬁ KR
WRIE 4 n TR T o
ZlKF'EﬁEVF 77""!3%’:!‘ {ﬁ'ﬂﬁ%%ﬁ,‘ j(%lgfﬁi
TR KRR T e
e EEX R LGSR APt
R s 5L TG Jet o 7 — Hfz
Tk e A i 9 JE DH O U NERBE 23 1T DS I21E, T U L RBRD Tl e < FVEHII GRRMEZEHD

faZp &) OB B kO e EAEEEFICERE LS L TWb, Fxlds E
TIC KB « S5RBICBIT D7 A 52 45K CCRL ByE DB 86 H e il e oD 1561 A g
R AESCREANRR 2 > THFT L C& /2, TDOABD=AL%Z, CCRl /v I T U b~D

Az LTS IZEEMICREST L, PD-1 ftfk & CCRL BHE & OOFHMEIZ DWW T H iR

éo

En
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Analysis of the low-dose-rate irradiation in medaka testis

roeEE

K4 AR &4

et TR K

SRS T iz

Wt 1

~ FRORE R —
Bl R ST A BB R TR M

K g TR KRR —
A e oo KA (D2)

TR

ZNARAEAL TR - &7 LEVRERFSE T

Wt FERE e

INIDET VBIETH D A X T (Oryzias latipes) (5. BRI B D R FE
T LT, W MO TOITE 2, A X T ORERHMILIIBE BRI L CEmst
HTHY, SHIZpS3 ZKRETDHAX I TIEY ~BOEKE (R) RN (55HR
B 5 Gy) 12X > THEIFHIIED S I Ch 2 BIINNFHE SN D Z LA s T
W% (Yasuda et al., 2012), £7=. ZiE TOBFFE TEBRESEIFRS (5 x 100 mGy) T
LIFEINNFEIND Z EN Do TEY | p53 KIBA X HITE T 2 FEHRINFEE L, K
HRE (R) R L C O TR T L AURIE STV D, RIS
DB REIZHE L TND I ENE AL I EET N E LIZRERINEE Oy 1% O ff
BIZ & o T AFEAIRE O BN SR B O FE 22 RIS FIRE & 72 0 | FES B E £ - T
HIEHRE (B) BOHREIE OARRREEBFRICHLEM TE 5 LI/ TE 5,

T 2 CARZE Tl KA OIBRFR RN o ~ RIS E 2 VT A X D s E
HBPERRST U, 2 ORGSR 2 T L O BINOFBE A2+ 2 2 L 2 BV E LT,

AAEFE OILFERFRICR O TIE, RRE () CTORMERKNZ RN (1 EBRE) 12
FhEd D 720 BEHFICEB VT H A X h O H Bk E ik T & D RN EBRR AT D
=N E 2T — X DWWEEIT 72, BEENICSL OfEK (HIROI X TV D 4 —
2 —) ZEK U2/ O KA (0 30 cm, BT 10 cm, ¥ S 25 cm) % & L 72, KIS 26-28
JECIZEREL, #A~—%H L T LED M A HHH LMY A 7 v 2B 14 WeRE,
BT 10 R & U7o, AR RRGTRT & TRICTTIROMET % 5 2 72,

BFESRAE T pS3 KB A XA plfIT R LT 24 BRSO R ST (A EHERE 100 mGy, Bt
3R 0.069 mGy/min) % i L7275, A EIOERTIE 24 B O BE £ ICEEILD A &2
L LTLEY, A OFEER Tl 24 FEE O RS ICHEEZICO 2 X B3 LT L
F, 2 bR E U IERAHMEAR O MEET b RIS O IR H 72729,
MRRIRITIC P E LTV TR ESD Z N TE R -T2,

AR o LRIF A IRIC B TE, TERMATORK « #15 v S RAHFREN O R
K« EM~OEMGIELED T, AETH D 1 W OERIRFT O 7= 0D A 2 J plfad
MEFF L DML HED DN B 5, FBEATH ETICA X DA ZER LEX, A hL
A W S D EOEMRTINEZ FET 5, S ST EKTOT T =7 B L O
EEOHEZITV, KEOHEFRHIZ D 5,

1 M OEFIRSR U7l oW, 9B 070, BEKTH 1A
AL E UALRRED I 2 1Rk - B35, I o ER b, MIEOERIZEH L
THENT 24T\, (RRE (R) BMEMIE<IC X D8 %M 5,

BALAP
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Mechaisms of sperm immobilization stored in and queens
K4 FT e 5 &4
e ; -
BIEE T R R B L AR B Gl
i VAR
PP T WO E IR > 7 — iz
R Ze A o LZET VITIHEHEE bRV LR E LW e, ZORICZIT - T2 T4 7
M RO AT T 2, 7V BROZ OMOL EOFHFmITHEL & Bh b LT
SMNZRFFO T2 fEFITEEIH bRmIZ RV, LL, ZRETICE FeRAF s
D AN =X NFHEHS T,
CNETITHFEIL ZET U ORFITEGE THLZHEROPT TR FIAREES
TV ZEZWOENI LT B2 AR S5 2 LIEHBEORAR E2mfil T
L, RO FATERICEERER TH D LB DND, AEENPIZITER IR
BCTHoTZZ &M Z R NF—pERICNERBEBENRZ T H 2 LI LV T AEk
SHTWD LG Z L Tle, ARFETIL, ZHEMGET 2720, EREINRDIL T TR 23
HEHT 2R~ E S L LTS,
BrFEsER GRCHR) (FRER)

Hriz7e L
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The effect of hypoxia on fatty acid metabolim of breast cancer
K4 FT e 5 &4
WA EHE
JIE R FLARS B Bh#
HLE FLARSM WFFEiBn B
i VAR
FTPRE RS BRI v 2 —

WFFeAs WA BEEE K -0 knock down FLEEAMAEIK & LB SRAE & 70 2 s Al ark & (iR 2 U
—J AT —va CNTHER, BiEA1T o7,
Hid AR & [ U ARG AT 21T o T,

BFFEER (¥R (FRIER)
72 L,
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Nucleolar stress response by radiation and a novel radiation therapy

WroEEE

K4 FT I ez

R BV B R R el 7 g
R SFTER s TV 50 AT

WHIEH 71
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P SRRy TN 507 AHEA

T R N —
i s e N FHERIER

TR

JA SRR A T v 2 — iz

Wt FERE

/MR A B U R RE X, FEINHIIR 7 pS3 ZHlET 28 - 7eftE L L CIER S hvTwn
B, FA A, KRB SICK D YR Y — AEIRREOREE X, RPLS X°
RPLI1 72 E DY R Y — L F 37 EO/MEN D OIFREZRE S, 2 /ME
S OZEEIRICAFTET D5 MDM2 & REE 3 ‘Eg?ﬁi‘;brmﬁmﬁﬁ(musmmm
%5, fEEL LT, MDM2 12K % p53 D4 BIMERM 2 smn

N 4 N <\ 7 /&E 7__.‘1\ &
A S AU, pS3 AKAFAE DAL B IE ) ] S §§ =1

NOB/NMEA DL 2B (K1), A ik [0M8]

TR AL A SO RE I R E T B \ ::*Mg
TENMBN TS, Eh, xR e 2 TR
BHZ & - THUME A b L RS2 % 6185 2 e
KADORBANEET DL HEHOLNICL T mrgolvar L s SR EE Y 5
WD, LU b, B & D8/ IMERA~
DFEE LB/ IMEA N U RINE & OBEMEILZ I ETH LA TR,

AHFFETIE, ME ORISR LI/ MEA b L RSB &2 HIE L~ CHEy 7 v
ELTHRHTEDLAR—Z =V AT AETEH L, B/MEA N U RIS DS B R R
IZE DA N VARISEDH I L 72Dy, 2 DISE D EERRD ATE R DR M
PDDERERDNEMRAT D Z E2MEENE L, T E2Rad 5,

1) B/MER b U RAISEZENEY 7T LTRIHTE D LR— 42—~k
FHRZ RS L, SO LR — 2 —IEEZRIE L, B/MER b L RIEEOTEME(LE B 5
MZT B,

2) HHRRIRS % O MAREIE L &L B/ MEA B L AIREOFIEI A 2T 5,
3) RPLI11 siRNA (2 X > TE/IME R b U RIS 23] L 7= M~ iR 2 R L,
P53 BRIy T OHENINCHIIRAETME 2 Bgt U, BRI XD p53 #RIEE DAL & flly
ATFEDIK T OB/IMEA b U A REIRTFEZ I 0NN 5,

AAEFE X ERRO LRI TE 2D 5720, FERKF T I MW 72 < RS #0%
&L BIREBRFEORYE LN L, HMEROERCAS %O REB IOV THEATD
BB ATV, SRR A RN FEM CTE 5 X D FHE 2R E Lz, PRk 30 FEIC Lo
ARREICAIFFE S 2 BRAG U, BRI S O M S0 T S R TR IR RS2 1 e TR oD 2
TR Lz,

GRSCR#) (FR%HR)

AR FERFZEIL. SRR 29 42 12 AICBHB L7230 TH Y SER 29 3 HRE T
DO, FIERF DR ITILE - TR, R 30 FEEE IR 2 2R aIC D . %
< OMIERRZHRETEH IO, B 7ay =27 MY T,
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Establishment of molecular target therapy against Chk-1mediated signaling pathway
K4 B 5 &2
et BRI A v Z —RF SRR
% R~ S AL S5« B 5l AR B
Jea
N VAR
FIT N B AR R A gE Y v 2 — ]
WFEH 2 (W22 H 1Y)
F v ZRAY bFF—E1 (Chkl) FHBAEED BRI E LT, £ DRE
KINBERE T Th D, AHFFETIX. Chkl > 7T URIRIC L 0 B AR & X7 BN
TFET L0 LB OBNRABEERET D100 T2 52 L 2B
CE ‘g_ éo
Chk1 PHEAIL. ERHIE LD 23 AN THROLESHIINME 274 2 E 03 5TV 503,
DML F D I STV e, RIS TlE. Chkl % 55 -l | 2 H )
TX 5 KD AMRRE HCT116-Chk1-mAID % FiV T, Chkl O FiRISAIE 3 H AR HE
EHOMNZTHZ 2B LT, ZOEMAKFEZH LML TV, KRIZ, RELE
FEE DY Chkl BLER| OB FHIE DS, F~—H =272 0 9 D 0ERF L. 51T,
T2 FRER 2 X272 ) 9 D [REMEIC O W T HMFEL T\ <, AR
HCT116-Chk1-mAID FREE ORBISTIC RS U, BIAE, HREAMRITH TH 5,
IR« GRICEFR)

1. Inaba H., Yamakawa D., Tomono Y., Enomoto A., Mii S., Kasahara K., Goto H.*, Inagaki
M.*: Regulation of keratin 5/14 intermediate filaments by CDKI1, Aurora-B, and Rho-kinase.
Biochem. Biophys. Res. Commun. 498: 544-550, 2018 (*correspondence) doi:
10.1016/j.bbrc.2018.03.016

2. Tanaka K., Goto H., Nishimura Y., Kasahara K., Mizoguchi A., Inagaki M: Tetraploidy in

cancer and its possible link to aging. Cancer Sci. In press. doi: 10.1111/cas.13717
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Involvement of polyADP-ribosylation in DNA repair response after DNA damage

induced by radiation.
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AU ADP-U AR T ABKOGIE NAD % 28 & 3 2 BRI i S D —>Th 5, A U (ADP-
U 7R— ) A kEESE (PARP) & /3 fifl%3E PARG (2D THEREMAT 21T\, DNA [E1HISZ A~
B 5. OREREZ BTS2 L TN D, BRFRIC X 5 DNA 815 D512 PARP (I X 57K Y ADP-V 7R
U IUABEG & PARG 12 K B U (ADP-V iR — R) D4 RN R o 5 73 % . DNA 18K
FEEE OMAELEAICER LTH LT L, DA DU IR LS5 . R AT O
WED A L 35, BEREDFIEE Y Z—ZBWTHRER N EZZITHZ L THIlRL
)L T OSEuRE IRFENTER AR 2 AV TR 2 2RI HEE T 2 Z L S FTRE & 72 B,
Parp—1 K~ U A TILT /L ALALERAZ O NMERE A2 35U TR IS RS A3 HE N5
% Z L&D PARP-1 X IEAEZ: DNA 2 AREHEIBHERICMNE L B 2 Hivd, E72 DNA 2 A6
Y W& 18 2 T& 5 homologous recombination repair (HRR) & nonhomologous
end-joining (NHEJ) (Zxf9" 574 U ADP-V R /ALDEE 2 72 B 5N HE S n->2H 5,

PARP-1 |% BRCA-1 @ DNA 2 AGHWE~D Y 7 )b— MILETH Y . HRR OF|EIC B
b, REE 2 ANGEKERY ., 3 BITHIT T DNA 2 ARSI D 2 ASTIWFERAT
BT DAY ADP-U R Lk & DNA B8R 18 & O AEAER & T3 5 7= O O Rl %
et L. SCEGRE 217 - 72,

(FRCRE) (FR%R)
1. 72 L
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Role of RECK in cell metasteses
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UT4E. RECK 78 MMP 7 7 X U — O FZRHIFIEF & LT, MFEDOEN A, H5B%
CRBWTHERKEZEHLE T, 612, b MEGHMIZIRFT 5 RECK &IXRAT
TR EMEET A Z ERHRE SN TWD, L LR L, ZOFEMAREREIET, K2
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Original article

Replication stress induces accumulation of FANCD?2 at central region of large fragile
genes. Yusuke Okamoto, Watal M. Iwasaki, Kazuto Kugou, Kazuki K. Takahashi,
Arisa Oda, Koichi Sato, Wataru Kobayashi, Hidehiko Kawai, Ryo Sakasai, Akifumi
Takaori-Kondo, Takashi Yamamoto, Masato T. Kanemaki, Masato Taoka, Toshiaki
Isobe, Hitoshi Kurumizaka, Hideki Innan, Kunihiro Ohta, Masamichi Ishiai', Minoru

Takata. Nucleic Acid Res. 2018 in press

Selective cytotoxicity of the anti-diabetic drug, metformin, in glucose-deprived chicken
DT40 cells. Kadoda K, Moriwaki T, Tsuda M, Sasanuma H, Ishiai M, Takata M, Ide H,
Masunaga SI, Takeda S, Tano K. PLoS One. 2017 Sep 19;12(9):e0185141.

Mochizuki AL, Katanaya A, Hayashi E, Hosokawa M, Moribe E, Motegi A, Ishiai

M, Takata M, Kondoh G, Watanabe H, Nakatsuji N, Chuma S. PARI regulates stalled
replication fork processing to maintain genome stability upon replication stress in mice.
Mol Cell Biol. 2017 Sep 11. 37(23). pii: e00117-17.

Biallelic mutations in the ubiquitin ligase RFWD3 cause Fanconi anemia. Kerstin Knies,
Shojiro Inano, Maria J. Ramirez, Masamichi Ishiai, Jordi Surallés, Minoru Takata, and
Detlev Schindler. J Clin Invest. 2017 Aug 1;127(8):3013-3027.

RFWD3-mediated ubiquitination promotes timely removal of both RPA and RAD51
from DNA damage sites to facilitate homologous recombination. Shojiro Inano, Koichi
Sato, Yoko Katsuki, Wataru Kobayashi, Hiroki Tanaka, Kazuhiro Nakajima, Shinichiro
Nakada, Hiroyuki Miyoshi, Kerstin Knies, Akifumi Takaori-Kondo, Detlev Schindler,
Masamichi Ishiai, Hitoshi Kurumizaka, Minoru Takata. Mol Cell. 2017 Jun
1;66(5):622-634.¢8.

Common Variable Immunodeficiency Caused by FANC Mutations. Sekinaka Y,
Mitsuiki N, Imai K, Yabe M, Yabe H, Mitsui-Sekinaka K, Honma K, Takagi M, Arai A,
Yoshida K, Okuno Y, Shiraishi Y, Chiba K, Tanaka H, Miyano S, Muramatsu H,
Kojima S, Hira A, Takata M, Ohara O, Ogawa S, Morio T, Nonoyama S. J Clin
Immunol. 2017 Jul;37(5):434-444.

Review

Mutation Research special section "Protein modifications in DNA repair and cancer”
Editorial. Minoru Takata Mutat Res. 2017 Oct;803-805:42.

Mutation Research special section "Protein modifications in DNA repair and cancer"
Activation of the FA pathway mediated by phosphorylation and ubiquitination. Ishiai M,



Sato K, Tomida J, Kitao H, Kurumizaka H, Takata M. Mutat Res. 2017
Oct;803-805:89-95.
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Minoru Takata. Regulation of homologous recombination by a novel FA protein
RFWD3/FANCW. National Taiwan University. Dec 14th. (Invited lecture)
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PARI regulates stalled replication fork processing to maintain genome stability upon
replication stress in mice. Ayako L. Mochizuki, Ami Katanaya, Eri Hayashi, Mihoko
Hosokawa, Emiko Moribe, Akira Motegi, Masamichi Ishiai, Minoru Takata, Gen
Kondoh, Hitomi Watanabe, Norio Nakatsuji, Shinichiro Chuma. H ABRFS 5 89
FIRZy 2017429 H 13 0 OK) ~16 A () K Rl

Regulation of homologous recombination by a novel FA protein REFWD3/FANCW.

Minoru Takata. Shenzhen University. 1* International Symposium on Radiation
Therapeutics and Biology (isSRTB-2017) Oct. 31-Nov. 1, 2017, Shenzhen
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Biallelic mutations in the ubiquitin ligase RFWD3 cause Fanconi anemia. Kerstin Knies,
Shojiro Inano, Maria J. Ramirez, Masamichi Ishiai, Jordi Surrallés, Minoru Takata, and
Detlev Schindler. 29th Annual Fanconi Anemia Scientific Symposium. Atlanta, Georgia,
USA. September 14-17, 2017

Regulation of homologous recombination by a novel FA protein REFWD3/FANCW.
Shojiro Inano, Koichi Sato, Yoko Katsuki, Kerstin Knies, Detlev Schindler, Masamichi
Ishiai, Hitoshi Kurumizaka, Minoru Takata. Center for Genomic Integrity at UNIST
invited lecture, Ulsan, Republic of Korea June 27th

Regulation of homologous recombination repair by a novel Fanconi anemia E3 ligase

RFWD3/FANCW. Minoru Takata. 6th US-Japan DNA Repair Meeting, Clark-Kerr
Campus, Berkeley, CA, USA. May 17-21, 2017 (invited)



Regulation of homologous recombination by a novel FA protein REFWD3. Shojiro Inano,
Koichi Sato, Yoko Katsuki, Kerstin Knies, Detlev Schindler, Masamichi Ishiai, Hitoshi
Kurumizaka, Minoru Takata. FEBS workshop Nucleotide excision repair and crosslink
repair - from molecules to mankind. Smolenice, Slovakia. May 7-11, 2017 (invited)

Poster presentation

Replication stress induces R-loop-dependent accumulation of FANCD?2 at large fragile
genes. Yusuke Okamoto, Wataru Iwasaki, Kazuto Kugou, Kazue Takahashi, Arisa Oda,
Hidehiko Kawai, Koichi Sato, Wataru Kobayashi, Ryo Sakasai, Akifumi
Kondo-Takaori, Takashi Yamamoto, Masato T. Kanemaki, Masato Taoka, Toshiaki
Isobe, Hitoshi Kurumizaka, Kunihiro Ohta, Hideki Innan, Masamichi Ishiai, Minoru
Takata. 33" Radiation Biology Center International Symposium.

RNF168 mediates the recruitment of SLX4 via ubiquitination during ICL repair.

Yoko Katsuki, Masako Abe, Haico van Attikum, Masato Kanemaki, Shinichiro Nakada,
Miharu Yabe, Hiromasa Yabe, Yonghwan Kim, Minoru Takata. 3" DNA
Replication/Repair Structures and Cancer Conference. Cancun. Mexico. Feb 11-15
2018.
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Original article

Wakida T., Ikura M., Kuriya K., Ito S., Shiroiwa Y., Habu T., Kawamoto T., Okumura
T., Ikura T., and *Furuya K., The CDK-PLK1 axis targets the DNA damage checkpoint
sensor protein RAD9 to promote cell proliferation and tolerance to genotoxic stresss.,



eLIFE, (2017) 6: €29953. (RU#R#TH 12 H 20 HefTlfgs, BT L v [HAZRD
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A Distinct Dimorphic Yeast among the Fission Yeasts Schizosaccharomyces japonicus.,
Aoki K, Furuya K, and *Niki H., Cold Spring Harb. Protocol, (2017) Vol. 12, 963-973,
pdb.top082651.

Mating, Spore Dissection, and S election of Diploid Cells in Schizosaccharomyces
japonicus., Furuya, K. and *Niki, H. Cold Spring Harb. Protocol, (2017) Vol. 12:
992-995, pdb.prot091843.

B AR

HEMB NS BT DER, HAEIS
FOEREENRZS FEH (7) 205-209 201843 H

3

R 7 v o7 0 7EMENS, (ISBN-10: 4065038014)
FEBR PR B A B ze . (FHY 428 &P & (B1E OV F-DNA)
R 2018 4E 3 A

Oral presentation

TR iR [RNABGEICEITS DNA F = v 7R A v AT RAD9 & PLKI
T —POMAEEOER] . F 19 REMBEFIER VR Y T A | 2017 &
7H6-7H (GREiKRY - ZHI=ER)

HREIR, HEIER., HEZ : 7 2 EEX ML A T CTOMBuEEGE 2 (f 9
% CDK-PLKI f&IIC L2 DNA S 7 U o 7O« 0 AR a5
S 60 [HIkE, 2017 4210 H 25-28 A (THEM . HEMHRITT 7))

Kanji FURUYA, Masae IKURA, Tsuyoshi IKURA:“CDK-PLK1 axis targets DNA
checkpoint sensor protein RAD9, promoting tolerance to genotoxic stress and cell
proliferation.”, 33rd International Symposium of Radiation Biology Center, Kyoto
University, “Cutting Edge of Radiation and Cancer Biology”4th-5th December, 2017
(Kyoto COOP-IN)
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Cnp3(CENP-C) prevents localization of Cnp1(CENP-A) to non-centromeric regions
ARERAE T AU, BT IREE. BIEFEA, AR
pombe meeting 2017

Multiple mechanisms regulate expression of transposons Tf2 in fission yeast
P AR

33rd International Symposium of Radiation Biology Center, Kyoto University,

TSC signaling pathway and Pkal cooperatively control expression of retrotransposon
Tf2 under nitrogen starvation

PR A, I AR S
pombe meeting 2017
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Original article

Katagiri T, Kobayashi M, Yoshimura M, Morinibu A, Itasaka S, Hiraoka M, *Harada H.
HIF-1 maintains a functional relationship between pancreatic cancer cells and stromal
fibroblasts by upregulating expression and secretion of Sonic hedgehog. Oncotarget.
9:10525-10535. 2018.



Koyasu S, Kobayashi M, Goto Y, Hiraoka M, *Harada H. Regulatory mechanisms of
hypoxia-inducible factor 1 activity: Two decades of knowledge. Cancer Sci.
109:560-571. 2018.

Kobayashi M, Morinibu A, Koyasu S, Goto Y, Hiraoka M, *Harada H. A circadian
clock gene, PER2, activates HIF-1 as an effector molecule for recruitment of
HIF-1alpha to promoter regions of its downstream genes. FEBS J. 284:3804-3816.
2018.

Goto Y, Koyasu S, Kobayashi M, *Harada H. The emerging roles of the
ubiquitination/deubiquitination system in tumor radioresistance regarding DNA damage
response, cell cycle regulation, hypoxic responses, and antioxidant properties: Insight
into the development of novel radiosensitizing strategies. Mutation Res. 803-805:76-81.
2017.

Sowa T, Menju T, Chen-Yoshikawa TF, Takahashi K, Nishikawa S, Nakanishi T,
Shikuma K, Motoyama H, Hijiya K, Aoyama A, Sato T, Sonobe M, Harada H, Date H.
Hypoxia-inducible factor 1 promotes chemoresistance of lung cancer by inducing
carbonic anhydrase IX expression. Cancer Med. 6:288-297. 2017.

Nakashima R, Goto Y, Koyasu S, Kobayashi M, Morinibu A, Yoshimura M, Hiraoka M,
Hammond EM, *Harada H. UCHL1-HIF-1 axis-mediated antioxidant property of
cancer cells as a therapeutic target for radiosensitization. Sci Rep. 7:6879. 2017.

Miki K, Kojima K, Oride K, Harada H, Morinibu A, Ohe K. pH-responsive
near-infrared fluorescent cyanine dyes for molecular imaging based on pH sensing.
Chemical Communications. 53:7792-7795. 2017.

Okamoto A, Sumi C, Tanaka H, Kusunoki M, Iwai T, Nishi K, Matsuo Y, Harada H,
Takenaga K, Bono H, Hirota K. HIF-1-mediated suppression of mitochondria electron

transport chain function confers resistance to lidocaine-induced cell death. Sci Rep.
7:3816. 2017.

Kawamura K, Qi F, Kobayashi J. Potential relationship between the biological effects of
low-dose irradiation and mitochondrial ROS production. J Radiat Res. 59 (suppl 2):
1191-ii197. 2018.

Katoh S, Kobayashi J, Umeda T, Kobayashi Y, Nobuo I and Suzuki T. Chronic
irradiation with low-dose-rate 137Cs-y rays inhibits NGF-induced neurite extension of

PC12 cells via Ca2+/calmodulin-dependent kinase II activation. J Radiat Res.
58:809-815.2017.

Shimura T, Sasatani M, Kawai H, Kamiya K, Kobayashi J, Komatsu K, Kunugita N.
ATM-mediated mitochondrial damage response triggered by nuclear DNA damage in
normal human lung fibroblasts. Cell Cycle. 16:2345-2354. 2017.
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lijima K, Kobayashi J, Ishizaka Y. Structural alteration of DNA induced by viral protein
R of HIV-1 triggers the DNA damage response. Retrovirology. 15:e8. 2018.

Nagashima H, Shiraishi K, Ohkawa S, Sakamoto Y, Komatsu K, Matsuura S,

Tachibana A, Tauchi H. Induction of somatic mutations by low-dose X-rays: the
challenge in recognizing radiation-induced events. J Radiat Res. 19:1-7, 2017.

EZE
JRHYE. HIF-1 & 28 A O, SEBRIES. 14k 35:1586-1592. 2017.
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Harada H. Hypoxic Microenvironments in Malignant Solid Tumors. International
Mini-symposium on Organs under Stress. CiRA, Kyoto Univ. Kyoto. Feb 16, 2018.

JRARE. AA - KBRS - HIF-1. [ESRENERY > ¥ —REFE Y v 2 —FiRlE
THE. FHEB. Feb 5,2018.

JR VS, TSNS NEREE & U RS ME - KBTI, JASTRO 25 8 [RI B A9
+ I J—. HAE. Jan. 20. 2018

JR S, AR OAKEE B IGE 2 1 0 F B s 1 OFE AT & #HE. ConBio2017. 4
. Dec. 8.2017
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Harada H. How can we overcome tumor radioresistance; lessons from hypoxia biology.
The 1st isRTB. China. Oct. 31. 2017.

R, D3 AASETT 2 IR IR OBUIR & B, JnORRE I J—. HAT Oct.
20. 2017.

JFH{%. Radioresistance of Cancer Cells; Lessons from HIF-1 Biology A5t E#~
+ I — inGifu. IFE. Oct. 16. 2017.

JEE#S. HIF-1 /3o A1 20— "Ti 5 2 A O S REUE. 25 F U A 78 5
FAAfFZE 2. AL Sep. 2. 2017

JE . HIF-1 O« SEEERF IR0 D BISERFSE ~ D . Bl 0 TAERTE 5K
AEEIZMIT T2 RFFAR T v — BB ORENL S AR 7 A 5B, Sep. 1. 2017.

JE VS, DN A0EMER S IREERGUE A2 5 HIF-1 2908 T58EE1F3% > b
U—7 . %5 BUKEERIIIT S, ML Jun. 29. 2017.

JEHYE. S AR 7 v 32— 2R, 56 19 [RURE R KB 2B A e L
VAT A B, Jul. 6-7.2017.

Harada H. Tumor hypoxia; an imaging and therapeutic target of interest for innovative
radiation therapy. The 3rd Bordeaux-Kyoto Symposium. Bordeaux. Jun. 29. 2017.
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IR, (AR RETRRIRE I C L D 2 b R U 722 L ROS FEA & D Bf%.
H AR 258 60 B R4, T2, Oct. 26-28. 2017.

Oral presentations

Katagiri T, Kobayashi M, Yoshimura M, Morinibu A, Itasaka S, Hiraoka M, Harada H.
HIF-1 modulates a functional relationship between pancreatic cancer cells and stromal
fibroblasts by upregulating expression and secretion of Sonic hedgehog. 20th. Sugawara
& Ohnishi Memorial Symposium of Sensitization of Cancer Treatment. Nara. Feb 4.
2018.
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