A Multiplexed CRISPR-Cas12a Gene-Edited Healthy Donor-Derived NK Cell Therapy with
Increased Granzyme B and Degranulation Supports Improved Serial Killing Capacity
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OBJECTIVE To develop a platform to evaluate the serial killing capacity of CRISPR-Cas12a-engineered natural killer (NK) cells derived from induced pluripotent stem cells (iPSCs).
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