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Abstract #1193
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(A) Correlation between secreted IFNy and target lysis of different MICA/B mAbs. NK cells were = We designed NK cell engagers that integrate multiple activating signals by adding NKp46 agonism to
cocultured with MCF7-RFP tumor cells in the presence of MICA/B mAbs. Tumor cell growth was NKG2D pathway agonism and ADCC activity induced by MICA/B antibodies. Resulting NK engagers
assessed with Incucyte. (B) Tumor target lysis and IFNy production dose-response to the lead synergistically activate multiple pathways and show superior activity over MICA/B mAbs by retaining

MICA/B clone 1E11-1.
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activity in the absence of CD16 engagement and agonizing NKp46 pathway
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