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DNA #8EIRE S 7 F 2 37 EIX DNA IR, 7 o~ B, B5570 E OSBRI R X 7B % 5.2 5,
DNA EEDMEFETIEL, < DYV T IS X0 B LEE S L7 G0 U TR < SR~ 9D, DT
. AU ADP VAR /ULE# 1 (PARPL) (3, DNA 5ESNA~RANLERET 5 5 /X Ho—>T, B DNA I
DEFEDERTZT T < DNA “ARHUIMOMRRIM 2 £ HRAE®R) CIHEMEFRGES NHE) (265 LT
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KIGE CTER LIRS o B ofid7 5. HSF1-PARP13 35 X018 PARP13-PARP1 OFEAEMIZZNZHUERE
BTz, &5, PARP13 %/ v 7 # LIzt b HeLa #iiClix HSF1-PARP13-PARP1 # &I S /s
WZ &5 HSF1 & PARP1 OfEAITESEZ > 737 PARP13 /9% Z L ¥y~ 72, £7-.DNA #2#2 & » PARP1
PNHCARY ADP U ARV (PAR /LS C HSF1-PARP13 2 S92 = & bS8 2e o7, —J5, HSF1 & PARP1
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3. HSF1-PARP13-PARP1 #&4I% DNA & 2 {45

DOX 4z k- C DNA 2B S5 &, PARPL #1X U8, U Ut H2AX, RAD51, 53BP 72 & OEHEN 1R
25 DNA 85 ~EE V. HREES° NHEJ 24 U CHREEMER Sihvbd, HSF1 2 X895, 5N HSF1 A
VERZRARAERLET 2 Z & CIEERTREOERBIND T 5 Z ENALNE o7z, Ay MEZEZ A5, [RIRFZ
DNA &2 M550+ 5 Z & by o7, S 512, HiIBREESS I-Scel THIIAIC HR &1HI2 X W GFP 2338195 HR 815
v M8 A LTz Hela fliflzd V% 2 & T, HSF1 MHA/EHZEEIA~DEHLLZ L > T PARP1 O A L, HR
BEIRVETT5Z L bLE o7z (X 1), NHEJ 7t v hEEA L7z HeLa SR CH RS, HSF1
FHHAERZ BARA~DE LU J > T PARP1 OEROH) & NHEJ (SR T 2M#G8 Lz, 2 bOfERIE, DNA
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