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T cell receptor-targeting single-domain antibodies as an aliernd?r ve to CD3-based
T cell engagement
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Results - The five aTCR VHH lineages are in a shared bin Results — ADI-100581 lineage drives potent cytotoxicity

* The five aTCR VHH lineages were optimized, and higher- and lower-affinity progeny
were selected for functional characterization as CD20 bispecifics
« Higher-affinity ADI-100581 progeny (ADI-106538) has improved cytotoxicity

« Matrix binning reveals that the five identified aTCR VHH lineages are in a shared
bin, distinct from Jovi.l and AZD5492 aTCR anfibodies

« T cellengagers (TCE) primarily use CDJ3 for T cell engagement
« TCR-based redirection is clinically validated (e.g. AZD5492)
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