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7/ 5 DNA ZZRCHEFF L, {59 51213, DNA BEERAIEE (RS A FH/EETH L. DNABEHA =X
LAOEREL, 7 AREEM RIS L, BPAREBNOERNE 22 E 2505, 2, DNA BEKMED R
WKEDVRETAEELLTMENLZ ETHY, Hl2IE, X7 LI F FEBREBEER (nucleotide excision repair: NER)
@Ki‘ﬁ& BRI PEEEEBE LT, EEPAZRET L BEMEZIZIE (xeroderma pigmentosum: XP), T
Ib% 7R3 a4 4 VEMERE (Cockayne syndrome: CS), HIGEBATR SN 5 B4R E R R (UV-sensitive
syndrome: UVSS) 0% 4. 72, DNA SHREIZUGEBEOREIZX Y, BIFAMEZRT 7 7 ¥ 32— =%l (Fanconi
anemia: FA) ZEHHIGN TS, DX %7 ) AARZENEZRT BEEREOBMLEMRTFHRE -2 5, £D
DNA BERTPRESh, 20X 5= XL @IICE#L T X 72

et £E 512, DNA BEEBBOBREICI VDV BET L FOXERMIEEZ SR E LT, HHEAEEEEFORE
& Z ORI ICIN Y MA TE . TOKE, DNABEREEZREIET 2 A7) —= Y FEERMLL D, #EK44ET
6 D OF B EFATBIZFEREZFE - L TE 2,

AKWFZEICB VT, DNA HEFREBA L BILOGTF A H = X LOHGEED 5720, ENILO DNA IS5 KRI85
WIREBI 2 B IIUE L, #i7z e B SR AR S IS A 7.
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1. PR FELCEETEROMNE

DNA BRIV ESEDN B RKMEOFREG 2 E L, ML NV DNA BEFEZEE L2227 ) —= v 7 L kit
R LEN DT 2 X 0, R BTMERNE %A 7. DNA BEGEEOFHMICIE, RIS %O DNA
BEAROEZETMTAHFHICXY, 7 244K TH { NER (GG-NER) O % HRAIZH X5, UDS (unscheduled
DNA synthesis) #Ffii%>, DNA 512 & D #1E L7z RNA SO HMEMET 2HIC LD, K5 &34 L7z NER (TC-
NER) Ot % #7453 5 RRS (recovery of RNA synthesis) #Fifi, MO #REIZ4E 9 DNA BEREORKENZELE, U
VAL H2AX (y H2AX) 2 fafi e L TRl 2 Hika &, Mea il 2 i L7z, Thoick ), DNA BEEHIC
S OREPRS NIRRT LT, £ TIBEAMOREFTEZFEROAGE LR L7z, BEAIORBEZ FERD
WOonS b o 7EBICB LT, U7 R ORMA T —27 = 2% — MiSeq/HiSeq (VI +4) ZHWT, =%V
— NRNT RGN L 72, RIS AEITIC & o C, 2ROBEBFLEMLE TR O N2, ZhZho@s 1 % 5
2, Ly F oAV A v CREHRMIGEAT 23T, KEL T2 DNA BEEESHIET 2228 E LT,
REEEBRETREZIT- 72 (74 )V 2T RER).

YR AR ORA: SRR AEE e JE AR 0T



2. BBl B EEEE R RO

AWFZETH 7212 E L 7R BB R 113, DNA ZHIHIMBRICED 2 XRCC4TH Y, HREBFNER OfkRER
WO L7z, £F, 225y 7uy MEBIORERAGEKICE ), ZREOEOEBZMA L. KIZ, TP
BLOHEEGHEIC LY, FAR R B THEENCELOH 5 &HEHZRAELZ. 2512, AR
BIUOBAR/ERAEAE 2R, in vitro T DNA BHEIZBIT 2B 2 A L 7.

BRBLUER

1. FBRBEEEETERORE

DNA BT AR L L2 A7) —= 0 7280, BRI 2 R A S hiz. 2odo 1ERNIL,
INERERRERE ZR L, BAERWTERTH L. REFICEHLT, TFV—LFITICLY), W OhDHENLEITE
BB E SR, AV ZMEERERIC L), XRCC4ZFE L. %, IEWMRTIX, BRI % DNA 5
AWML, BHEE EHITUET I 528, REFICIIBEENELRLIFEIREN. LI L XRCCL DBAR
cDNA Z38 AT 532X ), DNA BEEIEFWMIAEE IS 2 F R s (K1),
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K 1. w4V AR
y #% (3Gy) FRgE, FROFERMIZEBIT S DNA BIEE%L y H2AX O foci B2 #EEEICERM L7z, EFMRE (H)
W, BEMRE (B) Tk DNA BB REHTH L KA. Ly F o794 VA% T XRCCL DT AR
cDNA #BAT2HICL Y, BEGEONENRLSND (X).



2. PR EELEE TR O

YIRS 7y MEIZX ) BEHRMRICBI) S XRCC4 DFEBEMHR L/ 25, BHEOK TR LN (K
2). fEgmPic kY, BEHRMIETO XRCCA DRBEZHTAELZL 5, BNTORBDPEFIKLTLTVWLOH
fREhz (M3). 20—k T, MRETOGABMREINLFHrLS, 7077 V=2l Xb0RER-7. ZZT,
TaF 7V —AHEHTH S MG-132 # %M L7225, XRCC4A DEIIRIAFER SN (Y Ay vy 7Tay bMEB
X O g ih).

e

- - XRCC4

M2 wxzxsr7ay bECES XRCCE DISHITER.
BEMIETIX XRCC4 OFEHED, EHHIELEXTEKTLTWS (£H).



DAPI XRCC4 Merge
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3. RIEHMPEIT L 5 XRCCA DFEBIMERE.

EWHRE

ABEMR

BN TIX XRCC4 D FEBIEAS, IEFHMME & RTET LT 5.

¥ 72, XRCC4 OFFAERI L ZZ WAL T, P B L OHESITEIC L 2MHESEH R T OZALE B L7228, B 22T
SNadorz. 512, MBS MK, SR/ 288 XRCC4 # M8 L, in vitro TIBEFERE D&\ 2 Mk
L7272, AEREIEDON o7z UL, Z8M XRCCAMFATTIX, MHAMERKRT LIG4 OZEEIMET 35
HOFER SN (YT AY T ay ).

PLEDORERA S, XRCCA 1, ARBNIZBWTHEL, LIGE DLEHICEHES LTWwWaBD, KEZIZBWTHSH» 5
T2 HA XRCC4 1%, MIBBEICE G4 L, 7077 V=Ll oTHREnsZ e T, LIGA DARELIRE, 4
e LTBEBORFEZTIZEILTVLIHDEEZ SN XRCCL DRI L ke (RNEIERIERE) L0l
HIZOWTIE, EOLLMENLELEZONS. A%, FERESAEMGREBEIC X 2F5EBR 4% ICE S
2bDTHY, AFREEIL Guo 5, JACL 2015 (FFRMEZHIIEEEL) IHEBRIN9.

H*ERREE

AWIFED IR FEH 1E, RIFKFFBBEERBDIZEIT O 17, PiRmE, IBHE -, B M, ObREE, BIRKE
KEBER SR AW e B R B SR o Rl B, Yty 7 AKRESF ) L+ % —>0 Alan Lehmann, Penny
Jeggo, Lisa Woodbine, Heather Fawcett T& 5.
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