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PROTECT™ Potentiates T cell Activation by Engaging Dendritic

Introduction PROTECT™ Platform: Proof of Concept Studies Demonstrate Enhanced Functionality and Anti-Tumor Activity Cells
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Figure 2. HER2xCD3 PROTECT™ mediates increased anti-tumor cytotoxicity, induces CPl upon mask release in vitro and results in complete and
durable tumor responses in vivo. T-cell mediated cytotoxicity was evaluated in standard T cell cytotoxicity assay using PBMCs effectors at 10:1
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1000 - combination with a PD1-Fc fusion protein had no effect. (F) At high
concentrations the TrTCE is able to deplete PD-L1-expressing DCs,
but not the masked variants.

active. Anti-TAA arm in scFv formatis shown in
green. Anti-CD3 arm is shown in blue, while the
PD1:PD-L1 masking domains are in orange. The purple

erecT™ region represent the CH2 domain with mutations to Masked TAAXCD3 PROTECT™ mediates reduced in vitro cytotoxicity while Cleaved TAAXCD3 PROTECT™ displays checkpoint inhibition on PD-L1

reduce effector function.
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