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Co N CI Uusions Enriched for androgen response pathways (Fig 2-3). Associated with longer cancer- PSMA was not associated with tumor grade group, stage
specific survival after BCR following prostatectomy managed with salvage ADT (Fig 4). (primary vs nodal), or cribriform histology (not shown).
PSMA levels reflect difterential PCa biology PSMA lower tumors: PSMA was associated with high genomic risk only for tumors
In treatment naive PCa, low PSMA tumors are relatively Enriched for markers of cancer stem cells (ROS, EMT, hypoxia, and angiogenesis; Fig 2- with primary pattern 3 and 4 (Fig 6). In a largely high-grade
resistant to ADT and radiotherapy. 3). Associated with increased recurrences after radiotherapy (Fig 5). surgery cohort, PSMA did not predict outcomes (Fig 7)
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