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RORA1 structure and expression pattern in tumor tissue ROR1 gene expression (TCGA)
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Figure 4. Numab’'s NM32-2668 depletes ROR1+ tumor cells and provides half-life extension via binding to serum albumin A. Schematic representation of NM32-2668 scMATCH™3 (Multispecific Antibody-based Therapeutics by Cognate Heterodimerization)
molecule. B. Structural model of NM32-2668 (prepared in BIOVIA Discovery Studio software). C. In the presence of target, CD3 T cells are engaged and activated to kill ROR1+ cells. D. NM32-2668 does not activate T cells in the absence of E. Representative SE-
HPLC chromatogram of NM32-2668. F. Half-life assessment of TAAXCD3xHSA MATCH™ molecule in non-tumor bearing CD1 mice. The anti-human serum albumin (HSA) domain is cross reactive to mouse and cynomolgus serum albumin.
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Conclusions and potential benefits

ROR1 expression ROR1 is a highly selective tumor associated antigen which is upregulated across many solid tumor indications with high unmet medical need
ROR1 specific tumor killing Tumor-restricted T cell activity and tumor cell killing in vitro and in vivo

Safety Repeat dose studies in monkeys were well tolerated with a maximum tolerated dose of 10 mg/kg (maximum tested)
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