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* ZFRs bound their respective 18 bp sequences in a

DNA binding ELISA.

1%103=
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Figure 4. Intrahippocampally administered ZFRs are expressed and well tolerated transcriptional output.
in the mouse brain. * MFI was measured by flow cytometry in (A) HEK293 cells 24hr post transfection with

plasmid DNA and (B) in mouse cortical neurons 7 DIV post AAV transduction.
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