Minimal activation of the p53 DNA damage response by a modular
r \, cytosine base editor enables effective multiplexed gene knockout in
e I induced pluripotent stem cells

Robert Blassberg, Olga Mielczarek, Jesse Stombaugh, Immacolata Porreca Visit poster P0625 to learn how we use the Pin-point
platform to engineer hypoimmunogenic iPSCs.
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donors. 2 independent experiments for single target editing;
9 independent experiments for multiplexed editing.
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