ATNM-400, a first-in-class Actinium-225 antibody radioconjugate, has superior anti-tumor activity compared to approved drugs

(Osimertinib, Dato-DXd, and Amivantamab) in EGFR-mutant lung cancer preclinical models
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BACKGROUND RESULTS

Non-small cell lung cancer (INSCLC) is the most prevalent type ot lung cancer, comprising

ATNM-400 Binds, Internalizes, and Exhibits Potent Cytotoxicity in Human Lung Cancer Cells ATNM-400 Exhibits Potent Efficacy as Monotherapy and has Superior Synergism in Combination with
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CONCLUSIONS
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Figure 1. Schematic representation of the methodology used to prepare the antibody Amivantamab (EGFR-cMET bispecific). The synergy of Osimertinib with targeted radiotherapy ATNM-400 1s in accordance with previous clinical data showing improved progression-free-survival when Osimertinib
radioconjugates and to evaluate the preclinical properties of ATNM-400 2z vitro and n vivo. was combined with external beam radiation. Furthermore, the findings here support the continued development of ATNM-400 as a novel therapeutic approach for lung cancer patients with high unmet needs
following TKI therapy failure, both as monotherapy, in rational combination regimens or post-resistance to TKIs.

ATNM-400 shows strong anti-tumor efficacy and favorable tolerability across multiple lung cancer subtypes, including Osimertinib resistant models, and is also superior to both Dato-DXd (Trop2-ADC) and
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