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Figure 1: Construction, delivery, specificity, and phenotype of P-PSMA-101 with Bioluminescence (BLI) imagining (b) and caliper measurement (c) of Study 1 over time. Centryin™ is a registered trademark of Janssen Pharmaceuticals, Inc. Poseida has licensed certain rights to the
piggyBac transposition and Poseida manufacture process. CARTyrin technology platform from Janssen Pharmaceuticals, Inc. for use in autologous T cell therapeutics
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