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ULTIMATE PREDICTABILITY

Background: Natural killer (NK) cells are key components of the innate system, and their high cytotoxicity has been associated to a more favorable prognosis of cancer. Therefore, strategies focusing on enhancing the effector function of NK cells are being investigated.
Assessment of NK-targeting therapies in humanized mice is often challenging, as human NK cell levels are low, requiring supplementation with human IL-15 to enhance their development. Here we describe the recruitment of NK cells in the tumor microenvironment
(TME) of A549 lung cancer tumor model in genO-BRGSF-HIS mice (BALB/c Rag2”, IL2Ry"-, SIRPaN®P and FIt3--immunodeficient mice reconstituted with human cord blood CD34* cells), without the need of supplementation with human IL-15 ()

1. Permissiveness of genO-BRGSF-HIS mice 2. TME of A549 is highly infiltrated with NK cells
to A549 xenograft engraftment genO-BRGSF-HIS mice were inoculated (5x108 cells) with the human lung adenocarcinoma A549 cell line and TME was analyzed over time.
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3. TME of A549 is also infiltrated with T cells Conclusion: Overall, NK cells respond to environmental
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Treg = A third subset expressing CD127, CD30, CD39 and high levels of activating markers are potential induced Tregs




