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Surrogate-CAR mRNA Drives Potent B Cell Depletion in Mice and Primates
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Figure 1: In vitro engineering of CD8" T cells with high Figure 3: AERA-109 mediates dose-dependent B cell depletion and T cell Figure 5: Transient B cell depletion followed by reconstitution
Abstract CAR expression and CD19 cytotoxic activity activation in CD34" humanized mice with naive-predominant phenotype in cynomolgus macaques.
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