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Background
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T cell generation: CD19 TRuC, TC-110, was generated by recombinantly fusing FMC63, Surface expression of CD19 was demonstrated on NALM-6 and Raji tumor cells. The transduction efficiency 3] 102
CD19-specific single chain Fv (ScFv), to the CD3e subunit. CD19-specific CARs (CD19- of the TRuC and CARs on T cells was detected using an anti-GFP antibody in flow cytometry. Tumor cell lysis ;; 0 10 20 30
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intracellular domain. The constructs were introduced into primary human T cells via ratio of 10:1. NSG mice were implanted IV or SC with NALM-6 (5x10° cells per mouse). Six days later, mice were
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