ATNM-400, a first-in-class Actinium-225 antibody radioconjugate, demonstrates potent anti-tumor activity and overcomes resistance

to enzalutamide and 177Lu-PSMA-617 in prostate cancer models
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BACKGROUND RESULTS

Prostate cancer (PCa) initially responds to androgen deprivation therapy, but most cases progress to metastatic castration-
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ATNM-400 showed robust and durable anti-tumor efficacy and a favorable safety profile in preclinical PCa models. These findings support ATNM-400 as a next-generation Actinium-225 therapy - with potential as 1) Monotherapy in CRPC (pre-177Lu-PSMA-617), 2) Combination
therapy with AR pathway inhibitors, or 3) Sequential therapy after ARPI or 177Lu-PSMA-617 failure. ATNM-400 overcomes resistance to enzalutamide and PSMA-directed therapies and holds the promise to address critical gaps in mCRPC treatment landscape.

Prostate Cancer Foundation Scientific Retreat (PCF) October 23-25, 2025, Omni La Costa, Carlsbad, CA




	PCF 2025 Poster
	Slide 1


