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IL-2 and Non-a-IL-2 but not STK-012 avoids toxicity by sparing systemic NK cell activation

ABSTRACT STK-012 has increased selectivity for CD25+ T cells vs NK cells .
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equal EC50 on both cell types. mSTK-012 does not significantly stimulate NK cells
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Fig. 2. IL-2 receptor upregulation by T cell receptor stimulation CD4+ and CD8+ T cells were stimulated with CD3/CD28 beads; A. Model and treatment schema of C57BL/6 mice implanted with MC38 cells and treated god with mIL-2
IL-2 receptors and PD-1 were quantified on FACS for one week non-a-IL-2 or mSTK-012. (B,C) mSTK-012 treatment increased the anti-tumor efficacy T cells of anti-PD-1




