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Synergistic Gene Activation with diverse Demethylase-Activator fusions
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C Previously, we have been able to demonstrate therapeutically-relevant target gene suppression (e.g by targeting DUX4 in FSHD). Here, we have
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Figure 1. The ideal epigenetic editing platiorm is capable of inducing targeted, specific and durable changes in gene expression. A Epicrispr Bio and in different chromatin contexts. A subset of these activators can induce durable, mitotically stable target gene activation. B. A synthetic
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FSHD, is an example of this. B We have previously reported on the epigenetic activation of numerous synthetic and endogenous human target Epigenetic Gene Activation system. A dCas binding sequence was cloned upstream of the EF1a promoter. Vertical lines indicate individual CpG
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represent unmethylated CpG dinucleotides). Idealized results of DNA demethylation and synergistic gene activation are presented.
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