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ELVN-002 is a potent, selective, ELVN-002 is designed ELVN-002 may address unmet needs for ELVN-002-001 is a first-in-human, phase 1, open-label, multicenter, dose escalation
irreversible, and CNS-penetrant to provide a meaningful natients with HER2-mutant NSCLC and and expansion study to evaluate the safety, tolerability, PK, and preliminary antitumor
inhibitor of HER2, including therapeutic option to HER2-overexpressed MBC, including those with activity of ELVN-002 monotherapy and in combination with T-DXd or T-DM1 in
mutated HER2, with >100-fold patients with HER2-altered orain metastases, alone or in combination with patients with solid tumors with HER2 alterations, including HER2-mutant NSCLC and
selectivity over EGFR solid tumors HER2-targeted ADCs HER2-overexpressed MBC
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e >100-fold SeleCtIVIty over EGFR to pOtentIa”y decrease + for 21 days. N=10 BALB/c nude mice per group. BID, twice daily; BLI, bioluminescence imaging; CNS, central nervous system; PO, by mouth; QD, once daily; Q3W, every 3 weeks; TGI, tumor growth inhibition; WT, wild-type.
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combination with a fixed dose of T-DXd Phase 1b HER2-Mutant NSCLC extraction ratio improved in vitro ADME properties
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py p ¢ Prog ressed after receIVIng 21 prlor SyStemIC therapy InC|Ud|ng a platlnum'based ChemOtherapy Table 1. Beas2b cells derived from normal bronchial epithelium were engineered to express HER2YMA, HER25%'%F, or HER27%%°, Phosphorylated HER2 (pHER2) signal was measured in Beas2b HER2"Y™* cells in the presence of 100% human Dar“nghurst

+ anti—P D-(L)1 serum to model the attenuating effect of human plasma protein binding on compound potency to provide a more clinically relevant context. Phosphorylated EGFR (pEGFR) and pHER2 IC,, values were determined by AlphaLISA® \ /
- colorimetric ELISA or in cell western. Cytotoxicity I1C, values were determined via CellTiter-Glo® after compound treatment for 3-5 days. All IC,, values are [nM] and represent average values from multiple experiments. Hepatocyte stability,
glutathione (GSH) reactivity, and kinetic solubility assays represent a subset of our absorption, disposition, metabolism, and excretion (ADME) screening assays.

e Patients with HER2-mutant NSCLC will be randomized

between 2 dose levels Of n=20 patientS each — Prior antibOdy-drug Conjugate (ADC) or antibody (eg, T—DXd’ T-DM1 , Or trastuzumab) is allowed BC, breast cancer; E20IM, exon 20 insertion mutation. Figure 4: ELVN-002-001 (NCT0565087) opened for enroliment in February 2023. Locations currently enrolling patients (blue) or where enroliment is anticipated to open (green) are highlighted.
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