ATNM-400: A First-in-Class Actinium-225 Antibody Radioconjugate Demonstrating Durable, Mutation-Agnostic Anti-Tumor Activity
in Non-Small Cell Lung Cancer Models
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BACKGROUND ATNM-400 Causes Cytotoxicity in EGFR-mutant Lung Cancer Cells ATNM-400 Induces Potent, Target-Dependent Cytotoxicity in KRAS-mutant NSCLC Cell Lines
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ATNM-400 demonstrated retained target protein binding following Days Post Tumor Implant Broad target expression, including in treatment-resistant disease, together with the high-linear
SRR L R DOTA conjugation, as assessed by ELISA, indicating preserved energy transfer of 225Ac, supports ATNM-400 as a mutation-agnostic targeted alpha therapy
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NCI-H358 WT G12C + with potential to address key limitations of genotype-restricted systemic treatments in NSCLC.
* In Calu-3 xenograft tumors (KRAS G13D-mutation), a single dose of ATNM-400 (20 or 40 puCi/kg, day 0) achieved
Calu-3 WT G13D + * ATNM-400 demonstrated target-specific binding and 124% and 135% tumor growth inhibition (TGI), respectively, indicating marked antitumor potency.
ASs W G125 ) internalization in EGFR- and KRAS-mutant lung cancer models, « These findings support further translational development and clinical evaluation of ATNM-400
validated by flow cytometry and radioactive quantification using a - ATNM-400 was well tolerated, with recovery of body weight and no apparent toxicity at both doses. in patients with advanced NSCLC.
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