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Abstract: Tumor cells are able to activate their own DNA damage repair so as to repaire themselves, thus causing drug resistance
against antitumor drugs and radiotherapy. While polyadenylation diphosphate ribose transferase (poly ADP-ribose polymerase, PARP)
is a DNA repair enzyme which plays a key role in DNA repair pathways. Veliparib is a novel oral benzimidazole derivative that is a
highly potent and selective PARP. The in vivo and in vitro experiments show that veliparib has a significant inhibition on PARP activity.
In the treatment of metastatic breast cancer, colon cancer, metastatic melanoma, and brain tumor, the compound has made a significant
effect, and its combination with temozolomide is going to enter phase III in clinic for the treatment of breast cancer.
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Fig. 1 Structure of veliparib
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Fig. 2 Synthetic route of veliparib
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Table 1 Pharmacokinetic parameters of iv administration

LY FH/(mg-kg ™) t1,2/h Ve/(L'kg ™) AUC/(ug'hrmL™) HERALh kg ™)
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