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e CD28.CDA40 provides a substantially more robust
signal for cytokine independent expansion of T
cells compared to CD28-alone CoStAR .

anti-FRa.HLA-A2 CoStAR. Additional cells
were engineered with a CD19 specific
FMC63.HLA-A2 CoStAR (Fig. 2).
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Figure 2: Schematic representation of CoStAR

constructs used in this study. poster.
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