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RE  Ku70 &8 8 R EINAA K —Fr2m etz P 6 DNA 515 5% &, )6 RAIE 5 € RAUAAE T @ le Az F $h 47T DNA 69 35145
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IE B R RSB E B A Bax A5 09 MR T AR HedE AR DNA BLHRISF 35 L4 ok Ku70 & & #8135 B 1546 8 i B AT 7 o LA
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A5-A8 72 Ik 96 4m B89 35 F8  DNA 48045 15 B A= b 96 2m L8 = 5 7 W R 48 4 & BAF R . A3k Ku70 & & w9 8035 )5 15405 4 0 i #F 52 P
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S R B ST, KuTO R AL T o e Lo
1 Ku80 JUMS —HIUTRIFHEFPRAE S, 55 DNA
RUBEINT B4 TSR 4% £, TTTAEE DNA B3 15512, oo W R
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Baux [EIEKLIAFERS AN IECREORAMIIR T, o g s s WA 25K ks DNA 554 0B D B
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JibJe AR DNA S 0518 52 LI S A -2 e v
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DNA i f5 ™ EAYIE 2L, DNA XU W 240 SR AN RE
L IEIER BB E it 20 R AL T8 5, i
TSP SR ) & AP ARG YT v, 0T T S i
1% DNA BUFEKIZ R SEMRE AN, My r 2y
Yt —E R E MK 255 S i) DNA XU W7 8¢
WEL BT it 967 240 JH 7% 1 58 875 & I g R R 0
I, DNA $5i 15516 52 2 Moy 248 B = A i Ak ke i) —
ANHEFAE, DNA XUEWT R 52 7 X A4
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DA S e A S Tl TR T ZE RIS R , ] ek
HWm g TR, TRl AT DL AR A R R AT
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Ku70 52 DNA 534531 [F] P A S 2 42468 5 1 s o
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DNA A, [l 5248E T i or 78 P A, A4
DNA A 8 25 1 38 4 16 7 3£ (DNA —dependent
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FEm 4(Ligd )55 AR g 2 R NIUR] 58 i1 7R 20
JEH, 24 DNA A A UEE TR, Ku70 f) S27 A1 S33
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HBAOLT Ku70 1) DNA K25 A 38 A, {E2 FiT 5 1)



416 FHEHKRESK

525 &
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WAL AT REfE PR N Y Ku70 BIAR, 253 DNA
WERE B S E R AR B = R
AT Ku70 1 S BEALAE Bax /- SRk
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SUMO (small ubiquitin-related modifier ) f& — %
HEMIZ ZRHEA 2 E1h B2 45518 Ubco LA
K B3 #AERA I FEER T B EE A L, S5
R AR R DA B P A A A T AR, AR
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