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pathological cell subsets. FT839 also incorporates Sword and Shield™ technology, designed to both
target and evade alloreactive immune cells and eliminate the need for intensive conditioning
chemotherapy. Sword and Shield™ technology is the synergistic action of a novel Alloimmune Defense
Receptor (ADR), which eliminates 4-1BB+ alloreactive immune cells, and the genetic ablation of CD58
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ANOVA with a Tukey’s multiple comparison test was performed to evaluate significance. ns= non-significant and p<0.005 (**).
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