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Introduction Spatiotemporally regulated mblL12 controls efficacy with no signs of toxicity in syngeneic melanoma Spatiotemporally regulated mbiIL12 in human TIL

Interleukin 12 (IL12) is a promising candidate for armoring adoptive cell Figure 1. cytoDRIVE platform + T-cell activation dependence enables Figure 2. T-cell activation and the presence of DRD ligand are both Figure 5. Human TIL engineered with mbIL12 have enhanced reactivity in vitro Figure 6. Combining novel antigen-responsive promoters with cytoDRIiVE

therapies (ACT); however, safety concerns have limited its utility DRD ligand-regulated efficacy without safety signals required for IL12 expression in vitro (mouse T-cells) enables spatiotemporal regulation of IL12 in human TIL
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