Breaking Size and Silencing Barriers: A Compact CRISPR Epigenetic Activator for Durable AAV-Compatible Gene Activation
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ABSTRACT

Robust and Durable Endogenous Gene Activation

Engineering the Next Generation Demethylase Activator Combinations
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Figure 3. Epicrispr's next generation demethylase (miniTETv2) and activator combinations demonstrate significantly improved synergistic activation in a
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