Enhancement of TCR-engineered T-cells
Targeting MAGE-A4 Antigen by Co-expression

of CD8a and Inhibition of AKT Signaling during

ex vivo T-cell Expansion

I Introduction

Autologous specific peptide enhanced affinity receptor (SPEAR)
T-cells targeting MAGE-A4 can be effective treatment for solid
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ESMO 2021)
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- CD4+ SPEAR T-cells from manufactured ADP-A2M4CD8
demonstrated direct in vitro tumor cell killing similar to CD8+
T-cells, confirming the positive benefit of CD8a in these CD4+
cells (Figure 3)
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Figure 5. Manufacturing SPEAR T-cells with AKTi can remodel
gene expression in favour of improved proliferation or cytotoxicity

Post-infusion activity of ADP-A2M4CD8

SPEAR T-cells
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« Serum cytokine responses were consistent among AKTi+ products
(n=14) relative to AKTi- (n=6; Figure 8A). Induction of IL-2 reached a
higher peak value (pg/ml) with AKTi+ but neither peak nor area under
the curve reached statistical significance (Figure 8B)
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