M3 —A)

NEEE 2

B LA N VRREIZRIT S TIP60 & X b 7T EF /U LEER
BEEORE

[1] HHEfE
RFEH  HAB ¥
rEiyNE SN e 2 S
MBI o 2 —)
K - AKE 1T DA
CRALIRS IR AIFSTT)
5EE: - Wit 139,280 I, Jirer 60,720

[2] #FgekaE

TR, FR(bA R LA E DR T A B L AT
LT TIP60 b % b7t F /U ERIL, #55., DNA
&1, DNA #ESUSEFEEIINCHIET 55 7 LA
b UARSEEAE R Y N U —2 AT 5 2 L VA
HITWD, Fexld, TIP60 ZEVE#HARE LT
FERLL ., TR & L TRk A b L AR
K72 [RE L7z, TIP60 I%, DNA —ASHUIWmE
DY AT AGELBE I L TT ) DA RNV AIRE
ST FINDIEH DRI BT S5 EZ T LIZA L
AT BB 5 Z LA HITND A, B
N5 TIP60 EFEA b L AJE & ORIRIC
ONTIRFE A EBH LIS FUTUVRLY,

AGRRETIL, TIP60 b A ko 7 F /U VRS
(RORSRRIR - & U CH-ICRE SN LA h LA
R B B LT, 5 HECs T 58 A hoo
T FULE LTZREA b L RAEEAE R Y b
U — 0 D53 FEIEOMEAATI ) T LA AN E T 5,

(b A b LA K o GRE SO B s FREODERS:
(AL Fex s, #HH LCUA TIP60 A RO
RFAETS- L TWABDHNTHONT, & PCR $%
WEY o~ F AR OGRS 2,

AHERIFEE TR SN TODEEA b LRSI
B59% NRF2 A KORERK 7-& NRF2 il
I OfFHRE S &2, LA LV RSEIZBITS
TIP60 &AL NRF2 BEAKRDT oA h—2 il
DORFEMEZOW T bR E IR 5,

WFEHTHEDEOBRIRGL (FRF : SRk 31 4 3
A 25 H. BMESET : BUCREINEE ST AR
TEF7EEs)

iz 7B DS ) JA R L AR LT TIP60 HE
(RORERRIR TV Z & D3 Fx DT B
Mo TND, Alal T HEAIRORERRIK -0
A TEENNHEZ ik b LT, BREEAED
AL N Z T 2\ A A A= THRAT,
BEMRNT A RS S5 2 & OFRMETOWT, A
WFGEEED A L —Lign LTz, TORER, Hix g
DEIRBH A R L AT LT TIP60 3 LT NRF2 #
AL, FEERGE & I SRR FRIEORE S
BT, 26T 5 2 SI3BEFOALFHITHED AT
LWGRTZ D08, ZOERIR I LA EENNHEZ D
ZEE RIT B FOFETIIREECH D LW O ik
FMGE LT, 2 TAEL Fald, BET T a—
FHEEANTHZ LIZED | SRR ML RIZH LT
DA KRR - DB A b A 1 0 EEANZRED
D LT L, AT & BRI Ol S
WD EEN 2R LT, G IIT O b
RAHME L LT, TN ORI O S A A=
T, & UCEE T T a—F L ORES, B
fEA RV A, 7 DA NV ARREITHIETHA L
AREF NI —7 OB LEAEZ DI, D
THEETHS LW Bfifh, SRIOMETHahE
IZBWTC, IHTHZ T,

A L AGEEQERY M TV DEHEUEREDD

HFMIIEEERY b7 OBEEFE REE

1) B-#EDRY F TS HTD
Ak LZADENIED
EAHTTOENEREDHD

o 5

2 BEQRGLHARLRIZHLT

Fra
W aUoR EEAR LR

LA LA

\
F s REESED
T24=F+—Me

-

DENEREDHD

R AR

g

H
b
»

B ]~

n
e
&

BEMEOEEN

HEMT 70 —FITLD BN

ST LRARSY F 7o #iE



[3] Ak
(3—1) HFIEEE

ARV, LU ORI A 15,

FPE 1 BB(EA N LA TICET 5 TIP60 A
{KOHT NRF2 @A EROHERK T & UTHET %
ISHORFHEARE LTz, ZH BRI ORIEIZE D,
LA N L RIZKIT DG & DNAEEE DD v
U o T A TR DHRASD Z LN TE
72

202, BMEA FLABIOY ) LA R LAIZE
i1 % TIP60 #A1AE L NRF2 #HAKE S L= A
NCRERE R Y hU—2 OB L, 7 a~TF
ANZK S THIE S Z EDH BN T,

(3—2) WeREhR LI L

F(LA N L RITKS D AERIE OS5 A TN =R LD
FRENE, BANTEA L RS D Z L ATRETH Y |
HAHEBEOER NS DTH S, SRIDA kLA
BEEEFR Y NU—7 OB LE RED ST
AACHART BB T 7 0 —F e il S B T2hgE
IZHRR L, —EORERESD Z LN TEL, Z0)
EEANDZ LIzL, BEfRcs T, AL
ZICBIEAE R v BT — 7 PVSEL T A%
P25 Z ENAEEIS /2 03B ER Y, A, Al
DIFD Z EISTETZAAN, Bt E Dk~ e8hi)
eI OATHAE T BN TX BB/ 0T
NERETDH L AL,

[4] &Rk
1) Furuya, K, Ikura, M., Ikura, T (2019).
Epigenetic interplays between DNA
demethylation and histone
methylation for protecting oncogenesis
J Biochem. Review, doi: 10.1093/jb/mvy124.
[Epub ahead of print] PMID: 30605533

2)  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.,
Kurumizaka, H (2018). Cancer-associated
mutations of histones H2B, H3.1 and
H2A.Z.1 affect the structure and stability of
the nucleosome. Nucleic Acids Res. doi:
10.1093/nar/gky661. [Epub ahead of print]

3)

4)

5)

Sun, J., Shi, L., Kinomura, A., Fukuto, A.,
Horikoshi, Y., Oma, Y., Harata, M., Ikura,
M., Ikura, T., Kanaar, R., Tashiro, S (2018).
Distinct roles of ATM and ATR in the
regulation of ARP8 phosphorylation to
prevent chromosome translocations Elife. 7.
pii: €32222. doi: 10.7554/eLife.32222.

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
(2018). SUMO modification system
facilitates the exchange of histone variant
H2A.Z-2 at DNA damage sites. Nucleus. 9:
87-94.

Wakida, T., Ikura, M., Kuriya, K., Ito, S.,
Shiroiwa, Y., Habu, T., Kawamoto, T.,
Okumura, T, Ikura, T, Furuya, K (2017).
The CDK-PLK1 axis targets the DNA
damage checkpoint sensor protein RAD9 to
promote cell proliferation and tolerance to
genotoxic stresss., Elife, 6: €29953.


https://www.ncbi.nlm.nih.gov/pubmed/29759113
https://www.ncbi.nlm.nih.gov/pubmed/29759113
https://www.ncbi.nlm.nih.gov/pubmed/29759113
https://www.ncbi.nlm.nih.gov/pubmed/29095668
https://www.ncbi.nlm.nih.gov/pubmed/29095668
https://www.ncbi.nlm.nih.gov/pubmed/29095668

