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Development of locus-specific single cell analysis of chromatin modifications in
tissue
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In this study, we established methods for analyzing gene expression, histone
modifications, and chromatin structure at high resolution from very small number of cells. These
methods are essential for analyzing transcriptional regulatory regions in the mouse tissues. For
gene expression analysis, we performed RNA-seq for full length mRNA and total RNA. For histone
modification analysis, we introduced methods for a smaller number of cells than our ChlP-seq method
optimized for small amount of cells. In addition, we have combined the Hi-C method with capture
probes to enable high-resolution chromatin structure analysis. Although we did not achieve the
initial goal of establishing a method for single-cell epigenome analysis, these methods enable the
high-precision analysis of transcriptional regulatory regions in mouse tissue.
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