weao il AU-007, a computationally designed human antibody, mediates human immune activation by endogenous IL-2,
while uniquely breaking the IL-2 negative feedback loop and preventing Treg expansion
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Abstract: Treatments based on activating effector cells against tumors are undermined by
a negative feedback loop caused by endogenous IL-2 secreted from activated T effector AU-007 binds human IL-2 with high affinity and inhibits binding to CD25 while preserving binding to CD122 AU-007 inhibits the effect of human IL-2 on Tregs while preserving its effect on Teffs, NK and NKT cells AU-007 demonstrates activity in multiple tumor models

cells. AU-007, a computationally designed human antibody, binds hIL-2 with pM affinity

and completely inhibits its binding to CD25, without hindering its binding to CD122/CD132.
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Fig. 1. IL-2 regulation of the immune system. Breaking the negative feedback loop by AU-007 selective targeting.
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Methods: Flow-cytometry analysis of immmune-cell populations of C57BL/6 mice and hPBMCs. Tumor-Growth-Index of murine cancer models. Presented at the 36th Annual Meeting of the Society for Immunotherapy of Cancer (SITC), November 10-14, 2021



