First-in-class antibody radioconjugate ATINM-400 exhibits superior anti-tumor activity and overcomes resistance

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

Targeted radiotherapies are revolutionizing cancer treatment, particularly for patients with advanced disease unresponsive to

conventional therapies. FDA-approved beta-emitting radiopharmaceuticals, including 177Lu-PSMA-617 (Pluvicto®) for ATNM-400 Binds, Internalizes and Causes CytOtOXICIty in Human Prostate Cancer Cells

ATNM-400 is Efficacious in Enzalutamide Resistant Prostate Cancer and has Combination Activity
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Ex-vivo biodistribution Study ottt s vt Sy | | e s i e g ATNM-400 demonstrated superior and durable anti-tumor activity in preclinical models of prostate cancer, including models resistant to enzalutamide and PSMA-targeted radiotherapies (177Lu-PSMA-617 and 225Ac-PSMA-617). By targeting a disease-driving protein intimately linked

to tumor progression and resistance to other targeted therapies, ATNM-400 offers a compelling mechanism-based approach distinct from agents such as Pluvicto® which just targets the cell surface marker PSMA and also agents in development that target tumor microenvironment
markers. Our findings support the clinical translation of ATNM-400 as a next-generation Actintum-225 radiotherapy - either as monotherapy or in sequence with existing therapies - to address critical gaps in the prostate cancer treatment landscape.
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