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WFFER R OMEEE (FnC) : ffROEZ 7 7 2 DNA 1Li@ s O AFESRME T Th - CHEEE2%ZIT T
W5, TS DOEE DNA BMEE SN0 EHIIERS b LT < 72 B0, 47/ & DNA TEE
FEENT 7B A LB MERE R L 5T D, Foxld, BEICEST 2 8ERIEEDRWZ oy
B XRCC 1 EFHUCHRBAERT 24 R EE2 R LD T, 2O OMEEHOEFRZ T L
T2 A DEFEDFEIRIC 2B HET D Z L 1T L - THEE DNA DIEERIR L EITTH 2 L,
— DR T ENRDT D EAEENEIT LW ERNIH LN o7,

WFZEREC R O (33L) : Genomic DNA is continuously suffered from modification including
oxidation and hydrolysis. DNA repair is crucial system for maintaining genetic
information, however, chromatin structure is obstacle for repair enzymes to access damage
sites. We found a novel protein that interacts with XRCCl, a non—enzymatic DNA repair
protein. These proteins localized to insoluble nuclear fraction and critical for
chromosomal DNA repair.
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77 I DNA BTG A R 57201 %
DO IEBLS & EREICHERF 2 2 L NEET
HoHN, BEOMBEGFRIE T TH- THER
b, K fER EOBREEZZIT TS, 2
5 OEEEIEE T HEES DA T4y e i
DAL T B ATREME DN B 2 & 1S 2 oo
TEOMHTENS LS HMHNTWD, FFIZ,

AP MK iR D X 9 7R ko EffiX, & B
MEIZ 1 H4Y 1004 —F—THERRT 52
EMHEINTEY, &b%< 7/ LADNAR
BRINTWHHEERTH S, T k) Rk
DA 2 E1E T D ROSFERE D3 bR £ B 18
ThHN, ZORISOREITIEF I FE L <
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BT THZ L2k T, ZORISRIZEBIT
Dl % ORI X D FEIED kinetics Zfif
Mri., &BICEERIEMEZ R &2 TR RE
MRINTIH o 7= XRCC1 & o 7 E DR IERE
BEE OIS I 1T D &EEIZ B 5 LTk,

XRCC1 (R AEAMAE A3 iV~ DNA 48 Bz M &
IR &L 1 AREHEIE N L S Bl TN
BNDZ ENHEINTEY, DNA ligase
IIla & ~Tu&f~—%Fa L T DNA
ligase ZZEL LTS Z ENHA BT
7-723. X 52 DNA polymerase B L FHEAEHT
A Z &2 5o T DNA polymerase DiEM: %7
i+ o2 EE2PLMNLTZ, 20X,
XRCC1 13 PRFEE I 5T AR DL E
PEROVEMEZ I+ 5 = L 12 k> T DNA BT
HFELTWD EEZ BN,

LU, ‘U272 > T DNA ligase 111 %
FEEL L2V T - T h DNA B ICx LT
B MEA R ST, ZHUE XRCCL KIBAIAE D7
TR L — L2 N2 N2 HOD T —F
MHWE Sz, Fox HLIAIIZ DNA ligase
IIT CAREAVER L7auy XRCCL (D25 Ak % 385
T AHAMRIE DNA ligase 11T 2384 LT\ 5
ZH B 53, DNA BIEITKR L TS AR
SRNWZEEREL TV, ZhbHDZ ST,
XRCC1 & DNA ligase 111 & OFHEAER T DNA
G DOIEE SO D AT & BRI 72 W AT HE
PERLTWND, T TIE—K XRCC1 DOFERE
VAT 722 D72 728, XROC1 R AEGHINRIZ i\ DNA
BB EZ T O, ORI T D%
ZIXFEFZ RO TV,

BRI ORAS ) 5 DNA VLY v~ F R
ZLoTEY, DNA HE2EET X 3
BENT 72 ATDHZERREIZLTWVWD,
FICTru~vTFroEErAibsgC(rr~v
FrVETV T, BEGER L E
TEED L ANGFETLIIENEZEZLN
TR7o, FEEE. DNA SHUIMr AE1E 7 5 RUSHE
B, SRAMBRIC K DRI B 3 5 SRR
Wi e~<~F o 05T Y T H LRI EN
BELTWAZ ENTTIIRENTWE, —
JF. MR IERIC 2 < B U DERLChnK o3 fif
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B A2 CERBRE N TR EBEE KN
1TolFEBRTIIr n~F o HEx L 72 DNA
HE TIHEEDENMETFT LTV &0
EENTWER, ED X o RRFNEBEOM
farp CIEE R E BT DHEEEZ B2 LT
DTN T,
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PLED X 5 7235806 Fox it XRCC1L DR
FNOFEREDS AR A I 31T D DNA (&1 D Zh=3RAb
TRbbEky u~F U EEICBT HEE

NRICEHFE L TWSEDTIZ RNV EE X,
FRZ, XRCC1 HHITITEERTEMED RO &7
WZ & HBEDNA EoFFERE N & il
DO D DNMEERESR & O AAER R HE X
NTNWBZERhEEEZHDOES L, XRCCL
DR DNA SALICAE A L, 22z a~TF v
Vs o720 R_X0Ex) 70— FLT
rawF UoMEREEICE LRI LTED
2 CIEEMIGZ#ED DD TR E VD
Ve A 72 T,
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FEROERRRERIET 5720, £7
XRCC1 EAHEAERT2HRDO S L R7E % A
JV—=v7L, ZZizza~xFrUE57Y
VIR URTBENBND DAL EICL
o BRI 2 NA T v RURAT A
ZHAA L. XRCC1 OB OE e MEHRE K
cDNAFGATT7V—% A7 Y —= T Lz, &
DFERINEHDORY T 4 77 u— i Ebh,
ZDHH 11 EARR—DOBIETFO—HTH-
7o ZOBBTOEMIMEICZ a~TF U E
TV TR NRIETHDL I ERRESN
TWABEZ U RIBEThoT- GHUREED-
D, TITIEXFURTEET D),
ZDOBEF X OAE cDNA ZEEICZF DXL
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B e FERV AT ALK o TH U RTE AR
L. XRCC1 & X OFHAASER AR L, HIZX
S AR Z VR U TR AR T T 0 22 72 e Ik
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AFTELOT, ZNEHWT Hala flifad
IR IZ 331F 5 XRCCL & OF AAER % 6z
I L > TR LT, & BRI
i7 % XRCC1 & X & & A RO IFE % s
DT, FNIEE S T AT XD B EITV,
KBTI g Nl ONTT T AKX T ay
T4 T EfToT-, £7-. Hala MR DNA 18
G AT 2%, Za~TF U BEoh b~
NU w7 AT XRCCL DATT D 2 & 2
HLTW=DOT, AEEOBITH X 1220 TH
Ronanfifs o 78455 E L Ty
AL LTy T 4 TSV LT, &5
2. B~ R U w7 Z|Z DNA HE#% XRCC1 %
DM DOIEEEEE D foci BT A 2 &5
ENTWVWADOT, Zhb BRI X b foci
IERCT D DA e Bl o THT L7z,
F 77, EEEEZ O foci TERLD X @ foci TEEL
WCIETE L TWENE I MEFRARDL =D,
SiRNAZHWTX &/ v I Xx g LizE&Ed
foci FERRIZ DWW T HENT L7z, & 51T, siRNA
WCE-»TXE /) v 7 oy LMo DNA 18
BT DRSS XRCCL &2 ) v 7 B L
T2l D M & FARIZE WD E D &
FANDONAD (P)H EZ# E&ET 5 Z LI &» ThE
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ZFIHA L CDINABEGOERE T D HIENHE
IhTn5),
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T H R EXNRIEINZOT, 2D
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TV RVAT A TR0 X Efs 1 DF
— KA A > (SNF2 family N-terminal domain)
e ru— P ol-0T, o ra~vF
VEFYV U T HZURIBEOZDRAAL &
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I E419°, X @ SNF2 family N-terminal
domain O A AAEHANRFRD BT,

HeLa FMAafh IR (2 35U TIEFRIT XRCCL & X
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THAI= L 2 A, HLXRCCL Bk THE b4 %
T T2 TR X A3, B X PR T bk
AT o I3 XRCCL 338D Hiv-, &
BT, RERENERE « IRV AT AL - T
AR LT R ZE AR D XRCCL X2 X & V=66
PR LR SEBR OFER, WE OFEAERIC M E e
FEIEIE, XRCCT O N R UHAEML, X O SNF2 family
N-terminal domain fEIK CTH D Z &N H >
Yl

F 72, HeLa KR &2 7 VBB 7 22 X
STAHE L, XRCCL & X 2 & EARDOIEE
ZHER LT & Z A, £ 700kDa D431 |2 XRCC1
X ENEFELTWABZ LR SGhoT-, T
T8 %2 D TREOMED HREWNWT LD,
THBUSNDE R ERBREARE
TERL L TV D AIREMEN S 2 Tz,

TR FETHLIT. XRCC1 23 DNA IS DFHSR
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WO~ N v 7 A5WICBEIT5Z & &
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T EDNghoT,

in situ THIRE % A[¥AE k., DNase LRI 5
ZEICEoTE~Y MY v RZEBITD foci
FEIE LT, X 1%, JT4DNA 5525 2 220
MmchiE~ MY v 7 AT foci AL T
WA ZENGhoT=, Z D foci iZ DNA 15
BAITENTIEZ T L2202y, % @ foci
DGIEYBD S 7 F TR L T, E£7-.
BB RBIR SN DIEEEEFR O foci 1T X
D foci & HJFFEL T -, siRNAIZ L > TX
) w7 HZ T LT Tl DNA 5% D
1BEESR foci OEUTFE L < LTz,

SiRNA 12 L » THIfUPN O X B2 U 7= [
1% DNA $85# @ NAD (P)H &3 LTz,
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PLEOFER S X TN T3 7 o~
F N, K~ Y w7 AZFEAE L, DNA
BEBICZa~FonbE~ MY v 7 A
BATT D2 ERHERI 7=, XRCCL & X A3HHE
HAEHT25Z & &, XRCC1 2M4EE DNA & & %
W~ R w7 RZBAT LT foci ZIERLT
HltuaEzAbEsE, DNA ITHEENED
% & XRCC1 & 4845 DNA SZMEEA/ER L, &
DI EERE X E0) bRESG LN
TERTFELTWEE~ MY v 7 2 ED X foci
WCEATLEOTIER N EE X -,

INETOENS, DNA HIE%ICEER
F foci HIBT D 2 & AMEE UG HELT
LTSI EDRIEL LTALSHEDLNT
W5, FEEEXRCCL HAMOEEREE & & Ik
~ MU w7 AT foci T 5, foci ZTE
% C & 2R WV FLR XRCCL A 3884 41 Tl
EEISN oI LW 2 RSN
TW5, HIEREEEIIZEROBEEZ DR L
CHEREBEETID, Z07DI2i37 /7 A
DNA HHZHEAFE L TV BB EBIIEE 5
Fub, B~ h) vz 20 REED EICHE
BN 2D T, 7 a~F U E 2T (L S,
BEBELESREZER LIRETK A &
I AT v P 5 2 LT EEREERN
b5, ZOLDBREEERERIC L DI AT
v T ORI EITIE. mRNA FEEARF O RNA
polymerase II @ CTDIZRNA kv 7
B UNRTEBREETHHEIZIC D, KL<
N-HE#ETH 5,

PR FAE1E 13 DNA FH A 2 70 Pt &R
FOSMZ R TR TH DHIRN RN =0,
Bt 72 EOMATITIE E A EITDbR TV
W, UL, FEERIZS LA DNA RS TV
% DNA 4815 D & D KE 53 1 3L bR BEE BSOS
TEEINDLDOTHD, Lo THHEER
FEEOENETITMEIC L > TEE
RMETH D, AFFETILXRCCL ¥ 7 E
DFIHOMEANET Z 7 B DO L ke
itz LB L C, YRIEBREEE LD & RE:
Wi, 7 v~F U HiEICIs T 2 miRnoskEe
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