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PROTECT™ Potentiates T cell Activation by

Introduction PROTECT™ Platform: Proof of Concept Studies Demonstrate Enhanced Functionality and Anti-Tumor Activity Engaging Dendritic Cells
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« Specificity of the TCE is readily modified by changing the anti-

Figure 2. HER2xCD3 PROTECT™ mediates increased anti-tumor cytotoxicity, induces CPl upon mask release in vitroand
results in complete and durable tumor responses in vivo. T-cell mediated cytotoxicity was evaluated in standard T cell
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