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Abstract

In correlation between genome and various diseases, not only genetic information but also epigenetic

information is strongly involved. Therefore, epigenetic research has been energetically promoted in life
science research. Cancer is known to be a genetic disease, which is caused by abnormalities of oncogenes
and tumor-suppressor genes. Genetic abnormalities mean mutation, deletion or amplification of DNA
sequences. In addition to genetic abnormalities, epigenetic abnormalities, represented by DNA
methylation also cause cancer. Based on the results of the research and the history of epigenetics in
malignant tumors, we refer epigenetic mechanisms for carcinogenesis and the idea for the development of
molecular-targeting therapy.
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