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Elucidation of epigenetic mechanisms of treatment resistance in prostate cancer
through AR dependency
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In castration resistant prostate cancer (CRPC), we performed a comprehensive

integrated analysis of various cell-lines and patient-derived tissues for each disease state to
identify epigenomic information and gene clusters that change in response to the acquisition of
treatment resistance. Focusing on open chromatin regions, CRPCs are broadly clustered into two
groups, and candidate transcription factors that characterize each group have been extracted, and
functional analysis is ongoing. In addition, focusing on three-dimensional chromatin structural
alterations, we found that CRPCs are characterized by a compartment shift from inactive to active
state, and we identified the KIF18A gene as an important downstream gene.
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