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Figure 6. CUT&RUN-EM, the combination of CUT&RUN and enzymatic methyl (EM)-seq library conversion, only requires a
few additional steps to CUT&RUN / library prep workflows (A). This truly multiomic analysis reveals the colocalization of DNA
methylation (DNAmMe) and chromatin targets (histone PTMs or proteins). Genome browser tracks of CUT&RUN-EM reactions
profiling various PTM and protein targets reveal differential DNAme levels at various genomic regions (e.g., hypermethylation
at gene bodies / hypomethylation at promoters). CUT&RUN signal is in gray, CpGs in blue, and methyl-CpGs in red.




