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Development of novel therapeutic strategies for triple negative breast cancer
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In this study, we aim to dissect the epigenetic heterogeneity and the gene
regulatory landscape in BC cells by utilizing ATAC-seq method. We first obtained ATAC-seq profiles
of 26 BC cell lines. We observed that ER+ and/or HER2+ BC cells show homogeneous patterns, whereas
TNBC cells display a high degree of heterogeneity. To explore the epigenetic heterogeneity in TNBC
cells in more detail, we performed motif analysis of distal regulatory elements in each cell line.
We finally identified several key TFs that potentially contribute to the epigenetic heterogeneity in

TNBC cells.
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