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VP301 Binds to a Unique Epitope on CD38, and Showed Minimal Binding to Human VP301 Showed Potent Anti-Tumor Activities in Myeloma Cell Line Derived Xenograft
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Fig 3. ELISA binding of VP301 to human ICAM-1 ECD domains in comparison to the benchmark anti-ICAM-1 antibodies BI-505 and 0. Refe rences
R6.5. (A) All three antibodies showed potent binding to the full length ECD domain. (B) VP301 retained good binding to the D1 e 1. Lee, N.-K. et al. Cell-type specific potent Wnt signaling blockade by bispecific antibody. Sci. Rep. 8, 766 (2018).
truncated ICAM-1 regions, whereas R6.5 showed much reduced binding and BI-505 completely abolished the binding. (C) VP301 104 102 100 102 2. ParkS, Kang S, Chen X, Kim EJ, Kim J, Kim N, et al. Tumor suppression via paclitaxel-loaded drug carriers that target inflammation marker upregulated in tumor vasculature and macrophages.
retained gOOd bmdmg to ICAM1 D4D5 domain' Whereas neither R6.5 nor BI-505 Showed el deteCtabIe bmdmg (D) The modeled Abs cone (nM) 3. E:;T;:r?gjISDz.(il\l/?Zt?gPso_tggfActivity of an Anti-ICAM1 Antibody—Drug Conjugate against Multiple Myeloma. Clin. Cancer Res. 26, 6028—6038 (2020).
ICAM-1 ECD structure with antibody binding regions illustrated. *The benchmark anti-ICAM-1 antibodies BI-505 and R6.5 Fig 7. VP301 led to reduced NK92 fratricide compared to the benchmark anti-CD38 antibody dara. The NK92 cells were labelled with 4. Wichert, S. et al. A single-arm, open-label, phase 2 clinical trial evaluating disease response following treatment with BI-505, a human anti-intercellular adhesion molecule-1 monoclonal antibody, in
(Enlimomab) were produced by transient expression in CHO cells based on the published sequence information. BATDA, and the killing activities were measured with the same method as described in Fig 6 except that no effector cell was added. 5. 5::?;5\;2? (s:mgldELmJgr;rl;l;trl]zleRmyjlzir:la:nngOiO ISV}:)Er;deero'Il?AlzgrS\cﬁl(\)/;Z)gJ (2004). Structural Basis for Dimerization of ICAM-1 on the Cell Surface. Mol. Cell 14, 269-276.




