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Research progress in precision medicine of metastatic prostate cancer

RAN Biao, WANG Puze, YANG Jiahao, DONG Qiang, WEI Qiang reviewing LIU Liangren checking
(Department of Urology ., Institute of Urology, West China Hospital , Sichuan University, Chengdu 610041, China)

[Abstract] Prostate cancer is one of the most prevalent form of cancers and one of the major causes of mortality for
men worldwide. Non-metastatic prostate cancer can receive radical prostatectomy or radical radiotherapy. Androgen dep-
rivation therapy is the cornerstone of the treatment for patients with metastatic prostate cancer. However, some patients
showed the potential to develop into castration-resistant prostate cancer because of the progression of disease. For those
men who developed metastatic disease, genomic sequencing is now more routinely applied to help guiding the choice of

precise medicine, including the selection of PARP inhibitor, AKT inhibitor orandrogen receptor pathway inhibitor. This

review provides an up-to-date summary of precision medicine for the management of metastatic prostate cancer.
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Table 1 Main gene mutation pathways and targeted drugs in metastatic prostate cancer
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Table 2 Four PARP inhibitors that have been used clinically
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Table 3  Four listed P13K inhibitors
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