CAR T cells Targeting pan-Tumor Antigens MICA/B can be Uniquely Combined with SOC Treatments
without Conditioning Chemotherapy for Broad and Effective Therapeutic Application in Cancer
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Broad patient access with highly engineered allogeneic CART cells Universal anti-tumor activity of FT839 via novel MICA/B CAR or in combination with Sword & Shield™ technology eliminates the need for conditioning chemotherapy, selectively
derived from induced pluripotent stem cells (iPSC) therapeutic monoclonal antibodies to mitigate antigen heterogeneity eliminating allogeneic immune cells and supportingg the functional persistence of FT839
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