Potent T-Cell Costimulation Mediated by a Novel Costimulatory Antigen Receptor (CoStAR)
With Dual CD28/CD40 Signaling Domains to Improve Adoptive Cell Therapies
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» Costimulatory signals are a critical component in mounting an effective antitumor response! Figure 2. Exogenous IL-2-Independent Proliferation of CoStAR-Expressing T Cells Figure 4. Enhanced T-Cell Effector Function Following Peptide:MHC Binding by Transgenic TCR  CoStAR is a lentiviral vector-
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carcinoembryonic antigen (CEA) and dual intracellular CD28 and CD40 signaling domains
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