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Genome wide analysis of epigenetic regulation of enhancer activity via H3K27
modifications
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It is still unknown whether H3K27me3 histone modification has a repressive

role toward enhancer activity. To address this issue, we performed series of genome wide analysis to
map and quantify H3K27me3, H3K27ac, p300 and mRNA expression in H3K27me3-depleted K562 human
leukemia cells. We observed that the decrease in H3K27me3 level in enhancer region led to massive
accumulation of H3K27ac and p300 at the same enhancer region, whereas the decrease in H3K27me3 in
gene body was associated with upregulation of transcription of the same gene. Our results thus
provide insights into the causal relationship between H3K27 histone modifications in regulatory
elements and gene expression.
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