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Key takeaways
* Over 12% of patients with mHSPC had BRCA1/2 (BRCA) alterations and a further
16% had alterations in other HRR genes

The overall HRR prevalence rate in mHSPC was comparable to that seen in
MCRPC

Patients with HRR mutations, particularly BRCA alterations, showed significantly
worse outcomes than those without, regardless of tumour burden

ARPis improved outcomes compared with docetaxel in non-HRR patients, but
not in BRCA/HRR patients, indicating a high unmet need in this latter population

Conclusions

Presence of HRR mutations, particularly BRCA alterations, significantly worsened
prognosis with more aggressive progression patterns, regardless of disease volume
or treatment regimen

These findings highlight the need for early HRR screening and underscore the
importance of integrating tumour biology for accurate risk stratification in mHSPC
and the design of new treatment strategies
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