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Abstract

PARP inhibitors play a crucial role in treating metastatic castration-resistant prostate cancer (mCRPC),
particularly in patients with BRCA or other homologous recombination repair (HRR) gene alterations.
Clinical trials such as PROfound, PROpel, and TALAPRO-2 have demonstrated the benefits of olaparib,
both as a standalone treatment and in combination with androgen receptor signaling inhibitors (ARSIs).
Updated guidelines from Japan advocate for earlier genomic profiling to effectively identify suitable
candidates for these treatments. Furthermore, newer PARPl-selective agents may broaden the scope

of future applications.

(Nishinihon J. Urol. 88 : 294-295, 2026)
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