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* Parent samples contain no indels above background

IPSC-derived human hepatocytes were transduced in triplicate with AAV2/6 encoding the parent or ZFN 2.0 Albumin ZFNs. ZFN activity (% indels) was determined

Improvements to ZFN expression & activity by deep sequencing 7 days post-transduction. X-axis indicates multiplicity of infection (MOI) per ZFN. Dotted line indicates the level of modification observed in

mock-treated samples. In addition to zinc finger changes to increase activity and specificity, the ZFN 2.0 pair incorporates the novel 5’UTR, N-terminal peptide, and
WPRE into the expression construct.

Addition of a novel 5’UTR & N-terminal peptide each independently lead to 2-3x ZFN activity, which correlated with increased ZFN protein
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K562 cells were transfected with Albumin-targeting ZFNs as indicated and cells were assessed for ZFN activity (% indels) by deep sequencing after 24 hr.
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