Characterization of Mutated KRAS Genotype and Clinical Outcomes in Patients With Advanced NSCLC Treated With Mecbotamab Vedotin, a CAB-AXL-ADC
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Background

Results (continued)

* High unmet need remains for pts with treatment-refractory KRAS-mutated NSCLC; ORR and mQOS
previously reported as 9.2%-13.2% and 11.3 mo, respectively, when treated with docetaxel.’?

Table 1. Patient clinical characteristics

Efficacy

Figure 6. Radiological scans of a 60-year-old man with KRAS G12C—mutated lung
adenocarcinoma who experienced progression after docetaxel and sotorasib therapy
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e As reported at the IASLC North America 2023 meeting, Mec-V Q2W monotherapy showed promising * Among all pts (N=78), most related AEs were low grade; no grade 5 related AEs were 0 B L‘ _wikRAS 23(()5522)7 8.7(58-10.2)
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e Mec-V + nivolumab n =19 - Safety: AES using NCI CTCAE v5 (n=19) .
«ECOGOQOoril .
- Locally ac?:fanced or metastatic 1.8 mglkg Q2W * Efficacy: ORR (per RECIST All Grade All Grade All Grade All Grade Co n CI usions
NSCLC v1l.1), BOR, DCR, DOR, PFS, OS
« Fallure of an appraved PD-LLL « Exploratory: Genetic testing grades 3-4 grades 3-4 grades 3-4 grades 3-4 | | d h Sc c OS References
EGER. or ALK inhibitor ' Tumor assessment occurred approximately every 6 weeks from analyzed the correlation between Number of bt ith ° Am oneg a M ec-v_t reate ts Wit N L m WwWas
. : > 109 Cycle 1 Day 1 il12 ks, th 8 k 1 i KRAS and AXL expression. pts wit g p ) 4 1. Johnson ML, et al. Lancet. 2023;401(10378):733-746. 2. Mok TSK, et al. J Clin Oncol. 2024;42(17_suppl):LBA8509. 3. Cascetta P, et al. Cancers (Basel).
AXL TmPS 2 1% tgecneeve;yi!l l‘jvnl;:eks tf:ree;ftetr 3rljlltﬁ\;;ydis‘g§r?tisuiztﬁomy?ha; any AE, n (%) 26 (100) 17 (65) 33 (100) 18 (55) 19 (100) 9 (47) /8 (100) 44 (56) A f I I I t .th t A 2022;14(21):5430. 4. Morimoto K, et al. Cancer Lett. 2024;587:216692. 5. Gay CM, et al. Br J Cancer. 2F())p17;116(4):415-423. 6. de Miguel-Pérez D, et al. Cancers
study. Nivolumab was given at a dose of 240 mg Q2W. Fatigue 12 (46) 1 (4) 8 (24) 2 (6) 8 (42) 0 28(36) 3 (4) mean|ng u y Onger among p S WI umaors exp re55|ng ﬁ:ts/i()c.azcj);?iilzléi).lllggj::.zgr;grem%ésl,lest.al.Onco/ Lett. 2018;15(3):2726-2734. 8. Engelsen AST, et al. Front Immunol. 2022;13:869676. 9. Chang HW, et al. Proc
Results Diarrhea 8(31) 1(4) 12(36) 2(6) 6(32) 0  26(33) 3(4) MKRAS (not reached: 1 year OS >50%) vs wtKRAS (8.7 mo). Abbreviations
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113 screening samples were evaluated for KRAS mutation status and AXL expression by IHC assay. Neuropathy? 8(31) 1(4) 12(36) 0 4(21) 0 24 (31) 1(1) responses observed across 9 different mKRAS variants. immunohistochemistry; KRAS, kirsten rat sarcoma virus; Mec-V, mechotamab vedotin; mKRAS, mutant KRAS; mOS, median overall survival; NCI, National Cancer
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* Most pts (60.3%) had PD-L(1) positive tumor expression.
* All pts with mKRAS NSCLC (n=24) and 86% of pts with wtKRAS NSCLC (n=50) received prior anti-PD-(L)1.
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aDerived from neuropathy peripheral, peripheral motor neuropathy, and peripheral sensory neuropathy.
bDerived from neutropenia and neutrophil count decreased.
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