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KLF5 is a transcription factor which is reported to be up-regulated in
certain cancer types such as gastrointestinal adenocarcinoma and squamous cell carcinoma. In our
previous studies, we showed that KLF5 protein was involved in the establishment and maintenance of
three-dimensional genome structure.

In this study, we investigated the three-dimensional genome structure engaged by a transcription
factor KLF5 protein using genome analysis techniques such as in vitro enChIP method to develop a new
cancer therapy. Based on our results of KLF5 ChIP-sequencing and database analysis, we focused on

gene A, which iIs associated with the malignancy and stemness of cancer. We found that the promoter
region of gene A interacted with the promoter region of NR2F2 gene, which is reported to be highly
expressed iIn various cancers. Our data also suggest that the expression of gene A and NR2F2 is
coordinately regulated through the three-dimensional genome structure.
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