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BACKGROUND RESULTS

* Therapeutic resistance limits durable responses to standard of care (SOC) therapies in prostate, lung, and breast

cancers. : : - - - -
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CONCLUSIONS

« ATNM-400 delivers robust pan-tumor activity across PCa, LC, and BC models, with consistent efficacy in settings of mCRPC, EGFR-m LC, and HER2-targeted BC therapy resistance.

* In PCa, ATNM-400 shows potent activity across PSMA-high/PSMA-low mCRPC, and in PSMA-negative models, with superior tumor growth inhibition versus vehicle, cold antibody, and 177Lu-PSMA-617, Actintum

- ATNM-400 binds to the target receptor, internalizes and causes potent alpha particle-mediated double-stranded . : i _ ) : _ Pharmaceuticals

DNA (dsDNA) breaks which increase phosho-H2AX (p-H2AX) leading to apoptosis of target-positive tumor cells. supporting its potential to treat both PSMA-high and PSMA-low mCRPC. ATNM-400 doses in all three PCa models were well-tolerated. bosters are available at

the following QR
* In EGFR-m LC, ATNM-400 monotherapy outperforms Osi (1L), Amivantamab (2L), and Dato-DXd (3L), while ATNM-400 combination with Osi exceeds the efficacy of current benchmark regimens (Osi + COZ; e

« PCa: In models with varying levels of PSMA and target expression, ATNM-400 binds to the target receptor based on chemotherapy and Izalontamab (HER3-EGFR bispecific ADC) when given monotherapy or in combination. Osi-induced upregulation of ATNM-400’s target antigen and the observed synergistic activity of ATNM-400

target expression, internalizes and delivers potent alpha particle-mediated dsDNA breaks leading to apoptosis. + Osi combination highlight a rational strategy to exploit adaptive resistance mechanisms for enhanced EGFR-m LC control. ATNM-400 doses in all LC studies were well tolerated.
. LC: In Osi-resistant EGFR-m models, acquired resistance to Osimertinib increases expression of target antigen,  In _BC, ATNM-400 target upregulation in trastuzumab-resistan? cells_increases susceptibility to_ ATN_M-4QO, which demonstrates strong antitumor activity as monotherap_y and in combination with tr_ast_uz_lfma!o, with

enabling enhanced binding and internalization of ATNM-400 and leading to dsDNA breaks and tumor cell killing. efficacy comparable to HER2-ADC. ATNM-400 also had superior efficacy post-Trastuzumab failure in this model compared to control and HER2-ADC. ATNM-400 also drives dose-dependent tumor inhibition in HR+

(MCF7) and TNBC (MDA-MB-468) models, indicating tumor agnostic broad activity across molecular subtypes and supporting its potential utility beyond HER2-positive disease. ATNM-400 doses in three BC
models were well-tolerated.

« BC: In trastuzumab-resistant models, expression of target antigen increases as does phospho-AKT, thus

enhancing ATNM-400 binding and internalization, resulting in potent dsDNA breaks and tumor cell killing. « Overall, these data position ATNM-400 as a next-generation 225Ac targeted alpha radiotherapeutic backbone with broad translational potential to overcome resistance and improve outcomes across multiple

refractory solid tumor indications.
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