Chimeric Antigen Receptor T-Cell Recruitment and Killing

can be Evaluated on an Organ-Chip Model System
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Increased CAR T Fitness with Proof-of-Concept IL-2
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Figure 5. Cytokine priming-dependent migration into top epithelial channel. NSCLC Organ-Chips that
were untreated or received cytokine priming were perfused with CAR T and fixed with paraformaldehyde
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Figure 9. Antigen-specific release of soluble killing markers measured from top channel effluent at 48 h.
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