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humanized anti-CD3 VHHs are diverse in epitope, affinity, T cells R v v B potency are used to design the CT224 TCEs. For optimal synapse B
activation and TDCC. We utilized in house developed Al-powered lead and good developability, ML/Al powered designs are used. Name | CDH17 | CDH2 | CDH4 | CDH6 | CDH13 | CDH16 | Control 1 |Control 2
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such as expression, solubility, aggregation, poly-reactivity and stability. Primary T cell binding - positive cells Sl negative cells IV. T cell-dependent cellular cytotoxicity for TCE leads selection
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Colorectal cancer (CRC) has huge unmet clinical need as currentg o e 8 S 0 4+ s = iy e o s C
treatments have limited clinical efficacy. CDH17 is differentially and ... Medlu Inder 9, o 2719 £ s ol + : : _
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1. Using integrated and robust VHHMAb® platform, we have
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