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Research progress on the resistance mechanisms of PARP inhibitors in ovarian
cancer treatment and strategies to overcome resistance
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FUMN 245 . BIEGALA 2503 — 35 () 43 HTiE s T HR A&
S E . 52 ,RADSIC FRADS 1D 3 [K 380 4 58
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)18l 5 R4 \53BP1 R AL R4 DNA K iy A4 1)
B 1) SRR e 55, 2, v ik PARP 0 71 i 24 14
2 =1 PARP #1177 BUBAE (P76 97 1 b T2 A0 B B, 38
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FRIRT » 18 3 2 DR R 1 W R T 2 R R B T
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