Characterization and comparison of NKTR-255, a polymer-conjugated IL-15, and IL-15 superagonists NEKTAR
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Figure 2. IL-15Ra was necessary for optimal IL-2RBy engagement of IL-15 and NKTR-255 on NK and Figure 9. In vivo expanded NK cells in NKTR-255-treated mice were more persistent as compared to

CD8 T cells Figure 5. IL-15 and NKTR-255 induced proliferation of human NK and CD8 T cells similarly to IL-15 IL-15 superagonist
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