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A?grrant chromatin remodeling induced by super-enhancer formation in malignant
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Despite the accumulation of big data, the mechanism of tumorigenesis of most
malignant brain tumors is still unclear, and it is essential to explore novel mechanistic concepts
that have never been explored before. Epigenomic mechanisms are precisely regulated by modifications
that activate (on) and repress (off) gene expression, and an imbalance between these modification
contributes to cancer development. Recently, super-enhancer formation has been proposed as a novel

driver mechanism of cancer, in which transcription factors such as Myc molecules alter the
three-dimensional structure of the genome and enhance gene expression of cancer-related genes. In
this study, we will elucidate the abnormal chromatin conformational changes during tumor formation
using a mouse model which spontaneously develops brain tumor.
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