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Introduction Experiments
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either human PBMCs, hematopoietic stem cells (HSCs) or other differentiated cells such as = = evaluate new drug candidates.
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In vivo evaluation of engineered T cells Breast tumor (PDX) Tumor infiltration (Immune cells) e There is no unique HIS tumor model that mirrors the tumor in patient and the
« CAR-T cells reduced bioluminescence signal in disseminated blood tumor bearing mice, Toomqy Vehicle Compound X complexity of the cancer microenvironment, implying the most appropriate model to
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