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TTEX Ku70 {233 PARPI1 ligase3 #1 XRCC1 7£ DNA WS fa R E

2 7" pac, 2o, Eap'’ (400016 & Jk , 5 PEEERF A « R 55— BE B P9 A LIRS MR | bR 4914 ) %
F gl )

(=] HIY BFEmiidlRBGE @42 (base excision repair, BER) J&4# [H 7 PARP1 . ligase3 Fil XRCC1 7£ Ku70 Hk%
) %4 T 5 DNA 3 W7 24 ( double-strand break , DSB) T 7¢ %2 (0 i (W 25 & K 4l PARPL i =/ s, vk RAIAT&
2552 Ku70 shRNA (20 Mk, LARALAY DNA BUTE B 241755 7]l 1 85 3 calicheamicin 355 DSB, 4385 N [F] 4H 73 2K 1
GRE F ZEhRic e 25 5 R A TR 4 E K70 TR JE e J (o i TR AE S 2 (W FE 11, Western blot $F 47 381 46 )
PARPT 1137 DIQ X FLUL o iR AR (U4 M . 53R £ 254 Doxy VER T, Ku70 W] 8 7, HR B EH M RB AR Z 5w, 2
FERN ZhMCE B H AR K E H PARPL ligase3 Il XRCC1 #E Ku70 NG a0 Y (0, i SR EWE 22 . Western blot i
1T T RAEH .78 PARPI ligase3 £ XRCC1 74545 Y2 (65 A B 4E B DSB 2 B2 38 N 3% Jin . i Jim PARPL #4157 DIQ, Fifi 25
DIQ V&1 Tt ligase3 fEfM Y (0 ST TR AE B WD, 8518 UiBKk Ku70 J5,PARPIL ligase3 1 XRCC1 7E DSB % {4, Jii
BN, XA RES DSB AL —3, 3 H. ligase3 AU YL {0 i R B —EFLEE ) PARPL #RH1: .

[47] DNA W4EKZL; Ku70; PARPI ;ligase3 ; XRCCI1
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Silencing Ku70 promotes recruitment of PARP1, ligase 3 and XRCC1 at chromatin
with DNA double-strand break

Cheng Qiao'*, Li Hongyuan' , Wang Xiaoyi', Ren Guosheng'” (' Department of Endocrinology and Breast Surgery, >Laboratory of
Molecular Oncology and Epigenetics, First Affiliated Hospital, Chongqing Medical University, Chongging, 400016, China)

[ Abstract | Objective To investigate the recruitment of base excision repair (BER) key factors, poly
( ADP-ribose) polymerase 1 (PARP1), ligase 3 and X-ray repair cross-complementing protein 1 (XRCCl1) at
chromatin with DNA double-strand break (DSB) after silencing Ku70, and the effect of PARPI inhibition on
the protein recruitment. Methods A cell line capable of inductively expressing Ku70 shRNA was treated with
calicheamicin to induce DSB. Proteins recruited at the damaged chromatin after down-regulation of Ku70
expression were identified through stable isotope labeling by amino acids in cell culture (SILAC) and Western
blotting, and the influence of PARPL inhibitor, 1,5-dihydroxyisoquinolin ( DIQ), on the protein recruitment
was analyzed. Results Ku70 was down-regulated significantly by virtue of doxycycline, while the expression
of other proteins was not influenced. The SILAC and Western blotting results showed that the recruitment of
PARP1, ligase 3 and XRCC1 at the damaged chromatin increased after Ku70 down-regulation, and the
recruitment of PARP1, ligase 3 and XRCC1 at the damaged chromatin increased with the increase of DSB
degree. The recruitment of ligase 3 at the damaged chromatin decreased when the DIQ concentration increased.
Conclusion Silencing Ku70 promotes the recruitment of PARPI , ligase 3 and XRCC1 at chromatin with DSB,
and the protein recruitment is correlated positively to DSB degree. The recruitment of ligase 3 depends on
PARP1 to some extent.
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DNA X5 (double-strand break, DSB) 2i#%  —FififEa, TR A0 32 2R T ) P8R o 2 4
DNA $5 1525 X SE R 2 B9 58 3 R PERC A KB (nonhomologous end joining, NHEJ) ' 642 i 4% # 17
B4, %12 L Ku70/Ku80 — R IA# Je4i 4 T DSB,
[EfE1EE] AL, ifi: (023) 89012511, E-mail; 1gs726@ 163. com 4k 5= 5 T UiF 18 & 5 1 DNA-PKes, XRCC4 | ligased




%33 55 143 £ = FE KB K ¥ ¥ R
J Third Mil Med Univ

1498 2011 47 A 30 0

Vol. 33, No. 14
Jul. 30 2011

S WA TAN I, 14, Ku 2R R NHEJ (1) 5
Ti. S TAF = B B A B 1 [ poly (ADP-ri
bose ) polymerasel , PARP1 | | ligase3 #ll XRCC1 J2 # &
VK46 52 15544 (base excision repair, BER) i) G4 K T,
TEA& 52 DNA HLgE T2 (SSB) R B HEAE M, i
R KZ IR PARPL 25 T AMKHET Ku A
) DSB 1& & i f2—8 A 1 oK oy i% % ( alternative-
NHEJ, Alt-NHE]) ', AR FAHLHN A 6] T NHEJ, A
M T1& 4 DSB ) ) —5kik e [F] 5% & 25 ( homolo-
gous recombination , HR) SUORBSY @ S TR Ku70 T
fifbR Al-NHEJ Ayl s BN m A s E L 456
4 3 IR E SR AR UE R AR id (SILAC) 22 R A 4l
KER T E S 3 A-NHE] {53 K 7, Western blot 6
TFAIE PR LA B K6 ) PARPL (8 48 A0 135 PR %o G e 8 S
RN

1 #REFE

1.1 ##
FaERE Y tet-on/off-Ku70 shRNA £ 4t (19 N S 41 4 14 983 41
Mk HT1080kk ( KRAB-Ku70 shRNA) H 2 [E [E Z Bl 2= 58 vh
> CNRS IPBS #7248 5] A2 Ku70 fy 304k DNA J5 Bt (sh-
Ku70-1: 5'-CGCGTCCCCGAGTGAAGATGAGTTGACATTCAAGA-
GATGTCAACTCATCTTCACTCTTTTTGGAAAT-3"; shKu70-2. 5'-
CGATTTCCAAAAAGAGTGAAGATGAGTTGACATCTCTTGAATG-
TCAACTCATCTTCACTCGGGGA-3") i A 3|18 J5 7 pLVTHM 2%
1, 31 5189% 8 pLV-tTR-KRAB-Red Z {4 ( Tronolab , ¥+ ) 4%
& HT1080 4 fifi it £5, A ££ doxycyclin ( doxy ) 4F H T %S Ku70
shRNA 3k, WUE W 54175 557 il 1 5% Z ( calicheamycin, cali) 3
U5 T7LE CRNS IPBS; HAHUAR F 2 /) RBTA S fe
Pi 4K anti-XRCC1 ( LabVision&Neomarkers ) , anti-ligase3 ( BD
transduction laboratories ) , B fig £k 41 £ 14 ( anti-y-H, AX, Upstate
Biotechnology) , anti-PAR ( Trevigen) , fa i N\ £ T2 B B 1A anti-
PARP1 11 anti-Ku70 (R and D system) , BRH 1o S A 4 it 11 B 2
i BN E 92 — 31 (Jackson ImmunoResearch laboratories ) , doxy
(Sigma) ,PARP1 i35 (1, 5-Dihydroxyisoquinolin, DIQ, Sigma,
VAR AR i, 3 B IR AR AE T - 20 °C), SILAC Xl &
(Pierce) ,,
1.2 7
12,1 HMIBEFR AL BRFR4iff T DMEM B53Ru, 3
10% Jif 4 M58 M 125 U HREEM 125 pg/ml 55 % ,37 C,5%
CO, 5 T3, M5 Ku70 shRNA, A 5 pmol/L doxy T
WEFRWOPARESEREFR AN 0.3.5.7.9 d, {EHEAT DSB 55 HT, I
B Ku70 1EH K Ku70 R RZ A0 oA, SR G L cali 44 nm,
WFE 1 b, Sr BT830, B SR L F vk L ,4 °C PBS 10 ml %
20K ALE T B T 1.5 ml Eppendorf 45,4 CRN &0
1 000 r/min,5 min, % B3, p BARBUE 1. 5 0 REUEE D,
MIAEFS S DSB 403,
1.2.2 fag A 2 brid 4

C"”-Lys-DMEM J% C"-Lys-

DMEM 3% 5% i Bt 8 4% 4% 11 Pierce SILAC 7| &8 FH 17,
W L5 A R AR IO R SR S8 9% 2 d s e CP B3R
WA doxy 5 wmol/L LAiZE S Ku70 shRNA, k415359 d, L)
PRAEANBEAAT AL RARICIR S AR AL, B Ja% 2 2H4m
AR, cali 44 nm ZEFRANAE 1 h, 37 ROSCEE AN, 34 7AS [l 40
AR Y ERE,
1.2.3  HIAFHGEARIR A SRR 4N
(I 2H 13 45 1 BB IBO VR R SCHR 41, 11 200wl $RIBORERIZS S x
10/~ 4 its (Hepes KOH pH 7.5,50 mmol/L;NaCl 150 mmol/L;
EDTA 1 mmol/L; NP40 0. 05% ; 25 [ Jiff A1 85 52 fL B I 570 ) 38
SHRSE BT UK B S ming B0 3 000 v/min 5 min, £ FIE
W, FRiE N fraction] (F1) , #2BU % RNAse A 0. 1 mg/ml;
NP40 0.1% , H( 200 pl, InA_F3RTTEEY H,25 °C R 10 min,
B0 [A] fraction] W EYE  ARICH fraction2 (F2) o 5 , TR0
YLVEW) EAMA 200 wl S2HGR (AN 1% Triton X-100 1450 mmol/LL
NaCl) , 784318 57, M A5 A0 30 B 2 3 W TH , bR id i fraction3
(F3), #0 SILAC 22 58 1 %58, W TE fraction2 J5 4R LAl 55
DUTTE , BB AN 0. 5% NP40 Kz 300 mmol/L NaCl, 3¢/ 1R
5], B TUK E 40 min, [ IR LIEFE /MRS . 4 CTELO
12 000 r/min,15 min, I FiE W, Fric N fractionP, FUTLIE,
HARBUEAR L, T HE A B AR BUR A 1%  Triton X-100
1450 mmol/ L NaCl, - 75 b HL F 28 3 R 15
1.2.4 shotgun IR GEHEE B 2 20 (Ku70 T8 M Ku70
1EH 4H) fractionP I AT EIE S . 17 12.5% SDS-PAGE H,
TKIG B ATKE YN 19 440, B & aH LR A
Surveyor HPLC ( ThermoQuest) #& [ 43 & : HPLC R & it
SOAR C18 B HE(0. 15 mm x 150 mm) 3 —ICkE BEPE I, i 3
A R 0.1% WRKFH, sl B 275 0. 1% HFR 84% £
VSR, B0 E R JBE 2% F - 150 min PYEEIRESAR B f HL 5 1h 4%
ZRMERE B 50% , 9K 5 AE 4 min PYHY N E] 100% , I O] £
26 min; LA 150 pl/min, kB4 HPLC 4 855, A AR
TEAGHTYEE

FEIE AT 5 BIZ vk 8 T BiF R R 32 BB B B4 (LTQ-
Orbitrap, Thermo Electron, San Jose) |58 1%, Bt 43 M 28 JE 78
Orbitrap FPHEAT Full MS F3# (— g dig =, 834 J5 , 1
BUS AMTE Full MS 94 b s 38 BE 19 B 7 2 A LTQ #E47 MS2
A ZGBHERL, BRI BTIE A A1 1 ASTE Full MS 94
R SR EE Y B T AE Orbitrap kAT MS2 454, Horr Full MS 44
PRI E 60 000 (m/z =400) , FHHHTEH m/z 400 ~2 000;
Orbitrap H7 MS2 9453 HERIKE K 7 500 (m/z=400) , JFi%Es
T IR NN WAEL N T8 55 B T AL 4% (nano-EST) , FTig{X7E
— G B (AR 5 A= RIS E ) 1
s N BEEROE . R B 3 g (AGC)
HFR{E K 3e5  BBIEFEFE 1 AGC K 1e5, Bl TAES 1
M E R % W 3.2 KV BB 200 °C ; fx ifEfilf 18 6e
BRI BTIE 14 30% ; ER IR TS A4 B T e SR (E 1 000, 3%
T HLAT 0. 25, G I ] 30 ms,

JE AR S (raw file ) ] MaxQuant 737 € 2 B4l , 47 P B LA
ECEPIE) ME— Ik BeAS B & 0 AR 1 B TR AR A BUE
AR, IF F MASCOT 2.2 (% Z K4 T. f&Ja, il Max-
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Quant X & JFUAG SO AT A IR AR B, 15 3] 8 i S e S R
8208 B BE 1 4 TPL HUMAN. v3. 53. decoy %5 [ /£, MAS-
COT 25533 UE 550K peptide FDR<0. 01 ; protein FDR<0.01,
1.2.5 PARPI #5055 B doxy AbBE 9 d J5 RO A, 430
AR [A]#e BE PARPL 4113515 DIQ (0.10.,20 40 .80 wmol/L) &b i
YiiffL 2 h, )5 cali AbIRANNE (44 nm) 1 h 3 DNA XUEEKIZE, I
B LARBOR R4/ MM AR ] 1.2.3, Kl PARPL  ligase3 #1
XRCC1 7 fraction3 H1 Y53 A7 50 o

1.2.6 BEEARLCTREMB LR B doxy £F9 d
G, cali ZLBHAH M (44 nm) 53 FI4E AR R0 ] (0,515
30,60 min) , B [EFLEE DNA SUEEWTZL, U4 K 5 U200 i 25 1
[7] 1.2.3, %M PARPI ligase3 il XRCC1 £ fraction3 H3 ()54
L

1.2.7 BN E M Western blot #:i JH Bradford & [
FE R & (Bio-Rad) U RE R VR, W S HEARE A E A,
JIMA Laemmli | £E 2% o % 348 # 100 °C, 5 min, 10% SDS-
PAGE # #1535 % [1;15% SDS-PAGE 435 v-H, AX, 90 V i
JE%E PVDF 1.5 hy 5% BERRA- W33 | b, —HUH IR FIFE
EN5#6 )5 ,PBST ¥ 3 ¥k, 4¥K 5 min, J% 3 —#7(1: 1 000)30 min,
PBST 5% 3 ¥% , ECL J#3% , 5% .

2 #R

2.1 doxy # 5 Ku70 T
doxy 1F F R4 5 55 4 tet-on/off-Ku70 shRNA 2 %7 B 21 g
I ESF ) 308 Ao X 2 0 A A 00 24 B0 o 255 20 0 . doxy P15 v %
FRIH] A AE A, Ku70 AHR 928 T 98 17 PARPL &2 B-actin [
FRIHARA P RSB (E ) .
1 2 3 4 5

Ku70— s so—

«—69x10°

PARPI— (N SN S S S < 113x10°
Bractin—> MENE—_—GGC———— <42 10°
1:doxy 422 0 d;2:doxy 422 3 d;3:doxy &2 5 d;4.doxy L3 7 d;

5.doxy 429 d
B 1 Western blot il doxy 5 Ku70 T

2.2 Al-NHE] 4%t B -F %52

18 doxy AR E R PI fractionP IS Wb, i 4 5 bR
iR A MaxQuant #F HEAT 8 & 4307, 455 A 771 FhiE 3
BT ERFE,H Ratio (010 WHE 2, KB/ E AR M EEE
[ Ll (H/L) Ratio {E7E 1.0 BififT, ULBA P4 fractionP [ K 55
FIRAIEH CP-Lysine bric 78y, M4 LAAE ST SILAC Ay 48
FARAERE S AE IR A BT bR E RS k5 1.5 A5 L Bk H
FhZEREA, FEIAZEREAF,Ku70 1 H/L 2155 0. 1, i
HAZE doxy ZbFRANAE 9 d J5,Ku70 35 T4 T 90% ; PARP1 lig-
ase3 Fl XRCC1 7& Ku70 T AYE I T 1E fractionP AN, H/L
{84 > 1.5, 1) Al-NHEJ gk 7, W&k 1,
2.3 PARPI1 XRCC1 ligase3 #9Z24E

v-H, AX &k DSB B4 S FE 4R, 76 cali ZbBLJS (40 g $2
B ks R, 7 cali Kb3EJ5 , Ku70 78 F3 B i) 437 B 0 1
%, BMELERE doxy W55 T UG, A3 2 19 Ku70 A7 4 4

F3, PARP1 .XRCC1 ligase3 7£ F3 Bt it 31 £F doxy AbFH AT,
Bl Ku70 1EH A1 Ku70 A 1§ 50T B AN R, Ku70 1E % i LA
F% A cali A FREF, PARP1  XRCC1 A ligase3 7€ F3 43 AH1R
Ao T4 Ku70 A, 3 LK cali 4335 PARP1 XRCCI 1 lig-
ase3 7£ F3 A B 3 (& 3) .

100

04 08 12

16 20 24 28 32 36 40
R LA

E2 SILAC EEERZEBANERERLLGISHE

®1 SILAC EEERZEHEHIWER
AHXT 53

&R D EEFS AN g WBEC
s R )
( x10%)
1pioosad71y ATE-dependent DNA helicase 2 o o0 00 33 01060
subunit 1(Ku70)
IPIO002908T  DNA ligase 3;DNA ligase T LIG3  112.910 16 1.8067

IP100002564 DNA repair protein XRCC1 XRCC1  69.525 6 1.884 2
IP100449049  Poly (ADP-ribose) polymerase 1 PARP1 ~ 113.08 36 3.2298

1 2 3 4
PARP1— — - —— —]13x10°
XRCC1— e —70x10°
ligase3— — —113%x10°
Ku70— — “ " —69x10°
y-HAX— — - - 14x10°

i S 17
1:doxy R ALF , cali RALFE ;2 doxy K AL FE, cali 472 ;3 doxy 4L 32,
cali KA ;4. doxy &3, cali 432
B3 Western blot &I R [F 4B £ 14 T PARP1 XRCC1 ligase3
= F3 s H

2.4 PARPI1 XRCCI ligase3 % &, Jf % 4& ¢4 ad 9] iL 42
X cali VB FAS [R] B 8] J5 049 40 B 13 42 350 i ks ) 2 3, i
% cali /i FHIRF] A3 /0 (0.5 15,30 .60 min) , y-H, AX ) 4 i,
B 2, 5 y-H, AX ZZ{LiE#—B, PARPL  XRCCl #I lig-
ase3 1E F3 Ty o A g Wil n . AH 52, 20 P4 5% 4x 11 Ku70
1 F3 RERAWH B I L2 as (K 4),
2.5 ligase3 3 & i J % o) PARPI {1 s bk
7 Ku70 FHAY A0, 22 DIQ AbFH 5 , XF 40 F3 3 HU iy
i) 4 R, i DIQ ¥ B 1y 1 F1(0,10,20,40 .80 pmol/L) , £
BMRF W R % BE [ Poly ( ADP-ribose) , PAR ] 14 4 i 3% 7 sk
A, 52 —3, ligase3 £ F3 oA g i (B 5) .
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1 2 3 4 5
PARPI—> wa » s QD DD 113210’

——— —70x10?

XRCC1—

ligase3— & SO e —113x10°
Ku70— — «—69x10°

virax- [ . 1110

B-actin—> W SR S S——— 12 10"

1: cali 4220 min; 2; cali &2 5 min; 3: cali &3 15 min; 4. cali
422 30 min; 5 cali 22 60 min
El4 Western blot #:il Ku70 TEEESEQERGLERESE

HY Bef 18] 3t 72
1 2 3 4 5
rar— N R B S A < s00x100
PARP1— «—113x10°
ligase3— WI—_—_E- ® —113x10°

V-HLAX > —— c— a— — a— < |/ |’
B-actin—> S S— — — — )| (]
1: DIQ O pmol/L; 2: DIQ 10 pwmol/L; 3: DIQ 20 wmol/L; 4: DIQ

40 pmol/L; 5 DIQ 80 wmol/L
B 5 Western blot # il DIQ X ligase3 7£ F3 B &8

3 i

2 TR e AR M DR R i s kAR A LV
(D)J HEZH &5 2 S A4 DNA i 475357 14 5 = 2
DSB k. IEHWEOLT , 4iMdi@ i HR Hl NHEJ P 4%
WX HHATBE . R AT R B e s
ANFT NHEJ, IR AN [A] T HR () 88 A0 R oy 3 428 Alt-
NHEJ, Ku % [ R A 5 M m v F . AT7es
2 R ARG AT T K RS, A 455 % 40
AMEIERCR GEREE A . WESE R KRBT AR EE R
OH:AB 4 DSB R ILIE(% T NHEJ™ ; @Ku & 4%t
i ALW-NHE] &35 T SCHAE T s @7 DNA 2K $% D)
FAL B LRSS T — A [m] 5 B AR Y T 2R AT 7
SR o B, HRTX T N TR TR
BAEE A BR , 8718 Al-NHE] (92 i85 2 1 i AR
ML TS 2 968 AF A A= 00 B B BR T . A DR A I U AR
Ku70 Mg % Al-NHEJ (404, 2 715 3] 52 5 1
A Ku70 B9 ZE A0 MRk, AT R T AR B U tet-
on/off-Ku70 shRNA R G N KA bk, ZRGEEE
AZE Kox1 [ 19 KRAB §% s kI8 T K
T Y TetR (tetracycline repressor) £l TetO ( tetracycline
operater) . 4 TetR 5 KRAB flt & J5 i 28 1b 485 1, F¢ 5+
PER S5 G TetO, KRAB i v #151 21530r 3 kb 35 Fl Y (14 )
BT 5% 5k, NN SZ ) TetO 3 452 (1) 7% 58 B Ku70

shRNA, 4 doxycyclin /A, TetR-KRAB ANRES Te-
t0 254, Kt Ku70 shRNA # #% 5% 1ok . H G S 81
doxy #iH Ku70 (915" o SR 040 M A [ 26 23 1) &
FR U ARG Bl % e DR Ku70 FifJ5 8 DSB 5%
LB EN, ikl 222 E 0, K15 Al-NHE] {2k
. g R ESEA T, AL T PARPL,
XRCC1 F1 ligase3 , I H. ratio {H i 75 H B 14E Ku70 Ui
BRJG7E DSB Yo i RAEW 2 i f5 Western blot 15
JE Tk —458

PARP1 2 B4 b ) iZ fE7E A % i . PARPI
FH DNA S5 283805 J5 , 1 S o Ik i iR P2 v — A% 1 IR
(NAD ") 24 12 sk A1 ADP-A2 4 BALIA | [] B SO0
ADP-IZ 05 B AR I A0 25 5 BUR W % 8 H B, B K
PAR, 5¢ i, ADP #% W34k it #2 . FEAHDIRAL T, et
PRV DNA B 5L e s 4a il ik DR Al AR 1 55 22 P 4
JERE . 16 DNA B8 40, & RVl s 2 ik i
OGP 7, REAE T M 45 5 T SSB Wi , 7E12 2 SSB
AL PARPL R RIEE 55 S IEE. TE45H
SSB J& ,PARP1 Xt uff { B N L EE 1 32E 4T ADP 4%
WAL, 22 4E T % A9 XRCC1 ( X-ray repair cross-comple-
menting protein 1) il ligase3"'"*’ . 7ESCHk[4 ] fo2Lhl I,
ARG HE— L R IAE Ku70 F5 U0 H DNA XU 5
RABEDL T ligase3  XRCC1 732 i Y €057 (1) SR AR 48
Ku70 TEF O B2, Bil]ligase3  XRCCI A%
A RTREZNE] Alt-NHEJ {85 DSB,

5T R FH B 38 DSB %557 calicheamicin 75
5 DSB, DL K A AN [R] 2H 532 (R BB | 38 4 A [k
A PSRRI WL, B 5B 5 DSB 4 4% (4 s £ il
HAE B, fraction] \2 SR XS 5 i  E H , A445 40
JLBT A% H A F1 LA M 5 DNA S5 A AR Y 26 FT 5 frac-
tion3 N XMEV & M, G S A B E LS G E
Mo ATLAE Y, 50k % 45 A1, 24 DSB kAT,
Ku70 FTER A AE T, PARPL ligase3 Hl XRCC1 7E frac-
tion3 BAE M H LI £ T Ku70 iF % 8% JC DSB 1% i
T OFH L FRATHE 2P AT Tk S 1 G B R AR A
B2k AN, Pt cali &b B S [R] (1 SE 4, y-H, AX 328 37
W4 52 3 PARPI ligase3 1 XRCC1 7E fraction3
WAL LB ka3, ] PARPL ligase3 il XRCCI
ER G R R E S DSB IFEE S 6, sk
AR Ku70 48Rk DSB S24 B4 i kL, PR A 1 B
DSB Ay KM £

TEN AN PARPL #0757 DIQ 5, PAR #Y 4 Jiimi /b,
Vi DIQ A | T PARPL B4k 35 1 , IR, 3%
1% B ligase3 7F fraction3 ) R EEFEE DIQ 1Yk & 1
I W ek /. 7E SSB 2 &2 i B v, ligase3 5 4
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DNA FIZ5 &M T PARPL 354" -0 522 M, A
WF9E R e DSB 5L R, ligase3 [i] 32 $6 L (00 Ji 14 S 4
I EAG —E R 1) PARPL 4R . FRATT AT LA, 2
{IF NHEJ &4 5 2 , Alt-NHEJ (1% /5 F 1 72t 7] fg
505 s T4 DSB Kb, Wi b 1 DL 5 1) i
. 196 PARPL HUI3H45 G405 DNA 28— R 11
5L S R NS R O Wi T AL BE B
FEVETER ligase3 BT 2 kb X HLpEA T 42, AR 2248
J¥ Ali-NHEJ i 72 () 450, i 75 B IR AT .
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