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[ Abstract] Rucaparibis a new PARP (poly ADP-ribose polymerase) inhibitor developed by Clovis. In December 2016, the FDA
approved it as monotherapy for the treatment of patients with deleterious BRCA mutation associated advanced ovarian cancer who have
been treated with two or more chemotherapies. In two single-arm clinical trials, the Objective Response Rate (ORR) of the drug to the
drug exceeded 50%. Rucaparib's listing has brought new treatment options for patients with ovarian cancer, and the market is expected to
have annual sales of more than $ 1.3 billion.The mechanism, pharmacokinetics, drug interactions, clinical research, adverse reactions and
research status of Rucaparib was reviewed in this article.
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