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A poly ADP-ribose polymerase inhibitor: rucaparib
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Abstract: Recently, the morbidity of breast cancer, ovarian cancer, pancreatic cancer, and other solid tumors has increased year by year,
and there is still lack of effective drugs in clinic. As the first poly ADP-ribose polymerase inhibitor for human cancer therapy,
preclinical studies show that rucaparib can significantly inhibit breast cancer, ovarian cancer, and other solid tumors. Clinical studies
show that rucaparib has good safety and effectiveness. The drug situation, background, route of synthesis, preclinical, and clinical trials
researches of rucaparib are reviewed in this paper.
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