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Involvement of bivalent histone modification in age-specific cancer
susceptibility
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To reveal the molecular mechanism of age-specific cancer susceptibility of
mammary glands, | investigated the involvement of bivalent histone modification. ChIP-chip analysis
of H3K4me3 and H3K27me3 using rat mammary epithelial cells showed that 91 genes were identified as
the bivalent genes in sensitive period. Among the 91 genes, 7 genes were methylated in rat mammary
carcinomas, and 4 genes did not express in normal mammary epithelial cells. The human homolog of one

gene was known as a tumor suppressor gene that is methylation-silenced in breast cancer. |
identified the sensitive period-specific bivalent genes in mammary gland, which were methylated in
mammary carcinoma, suggesting that bivalent modification might be a seed of DNA methylation during
carcinogenesis.
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