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BleC|e tumor targeted cytotoxicity
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Figure 3: Phage display screening identified high affinity, selective binders to NKp46.
For proof-of-concept studies, NKp46 binding Bicycles were conjugated with an EphA2,
PD-L1and MT-1 binding NK-TICA™ Bicycle®,
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Images created with BioRender.com (2022) Figure 8: Graphical model demonstrating the approximate size of an NK-TICA™ and

relative spacing when bound simultaneously to tumor target EphA2 and NKp46.
Shown for comparison is the size and relative bound spacing for a bispecific antibody

B. Phage display screening process and multi-valent Bicycles
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