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Fig1. CRISPRI efficiently inactivates gene expression in primary neurons.
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Fig4. Repression of endogenous genes by dCas9-KRAB-MeCP2.
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Fig5. Complex transcriptional activation
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in the intact brain using a single sgRNA array.

Zhou H, Liu J, Zhou C, Gao N, et al. In vivo simultaneous transcriptional activation of multiple
genes in the brain using CRISPR-dCas9-activator transgenic mice. Nat Neurosci. 2018

Mar;21(3):440-446.
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