Ultra-low PSA as a real-world indicator of androgen receptor pathway inhibitors (ARPI) treatment response in metastatic
prostate cancer

International
uUrology
cancer
summit

M. Ghigeanu?!, I. Bogatu?, M.A. Barbu3

(1) Bucharest Institute of Oncology - Romania, (2) Carol Davila University of Medicine and Pharmacy - Romania, (3) MedEuropa Center of Oncology and Radiation
Therapy - Romania

MedEuropa
Abstract Code: IUC26662-87

e Background & objective ° ULPSA definitions & timing ° Cohort characteristics (N = 82)

a Objective response (RECIST) ° 90-day landmark PFS
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with no treatment-predictive claim.
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No comparative efficacy claim between ARPI agents is investigated by this data.

@ Limitations

Small early-ULPSA subgroup (n=7), with no post-landmark events,
limiting survival modelling.

Low statistical precision, with wide confidence intervals and non-
significant log-rank tests.

Non-standardised PSA monitoring, causing incomplete early-
ULPSA evaluability and possible baseline imbalance.

Retrospective single-centre design, mainly mHSPC

frequency, residual confounding and incomplete treatment-duration data. They are
not evidence of a treatment-predictive effect and do not establish independent
prognostic value.

@ Conclusion

Early ULPSA was not significantly associated with objective response, but
achievers showed favourable PFS and OS patterns, with no post-landmark
events observed in the small ULPSA subgroup. ULPSA may represent a
candidate early on-treatment response and prognostic biomarker;
however, these findings remain exploratory and require validation in larger
cohorts with standardised baseline and longitudinal PSA assessment.

landmark. HR was not estimable because no post-landmark deaths occurred in
the early-ULPSA group.
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