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Selective selection of cancer cells by cooperation of autophagy activation,
genomic mutation, and epigenome abnormality
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Multi-omics analysis of four colorectal cancer cell lines (HT-29, SW480,
HCT116, DLD-1) with and without RAS, BRAF, and TP53 mutations was conducted and ChIP-seq using
histone modification (H3K4me3, H3K9me2, H3K27me3) as an index revealed there was characteristic
changes in chromatin structure. In the Fucci-introduced colorectal cancer cell lines, activation of
autophagy increased the proportion of cells at G1/S phase.
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