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Allogeneic CAR-T cell products containing 10 gene edits using CRISPR/Cas9 can retain full functionality in vivo and in vitro

THERAPEUTICS

Brigid McEwan, Zinkal Padalia, Meghna Kuppuraju, Sarah Spencer, Henia Dar, Daniel Henderson, Jason Sagert, Jonathan Terrett, Demetrios Kalaitzidis
CRISPR Therapeutics, 610 Main Street, Cambridge, MA, USA 02139

Figure 2: 10-edit allogeneic CAR-T cells show polyclonal Figure 4: Specific edits identified can enhance the potency and persistence of CAR-T cells in vivo
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