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Platform overview Potent efficacy in multiple PDX/CDX models over large range of expression

M100B-Vedotin: Tumor Growth Inhibition across PDX/CDX models Efficacy of M100B-Vedotin correlates with Th-MUC1 Expression

The truncated O-glycan Tn is cancer specific
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Lung, CTG-0158; H-score: 74), moderate (PDX Pancreas, CTG-1122; H-score: 167), and strong (PDX Cholangio, CTG-0941; H-score: 247) Tn-MUC1 expression.
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Representative tumor growth curves for three PDX models (ordered left-to-right by decreasing M100B IHC H-score). Mice with established subcutaneous tumors were treated IV (6 mg/kg) with GO-M100B- GO-M100B-Exatecan PDX Breast TBD 143 <4 mg/kg Superior to Enhertu at equivalent dosing
vedotin (green), IgG-vedotin control (red), or vehicle (blue). Data shown as mean = SEM (n=3). Adjacent IHC images show M100B staining in each model. TGl calculated vs. IgG control at the final time point.
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In vitro characterization of GO-M100B and GO-M400 ADCs Site-specific DAR2 ADCs targeting Tn-MUC1 (M100B) and Tn-MUC4 (M400) with MMAE payload. GO-M400 (Tn-MUC4) Tumor Selectivity. IHC prevalence across tumor indications compared to normal tissue. Immunohistochemical staining was performed on commercially sourced tissue Favorable t0|erablllty We” t0|erated N pIIOt N H P StUdIeS up to 1 8 mg/kg (M1 OOB VedOtIn) and 1 O mg/kg
Selective binding to Tn+/MUC1+/MUC4+ tumor cells; no binding to antigen-negative controls. Rapid receptor-mediated internalization to endolysosomal microarrays. Bars represent the proportion of tumor cores scoring H-score 210, stratified by H-score intensity: >125 (dark blue), 75-124 (medium blue), and 10-74 (light blue). Total percent positive (M4OO_Vedot|n)
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plasma for M100B-vedotin. And M400-vedotin.
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