(®)
2016 2017

DNA

Development of novel epigenome therapy for oral cancer based on DNA
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i i _ Whole exome sequencing announced in 2011 revealed accumulation of genetic
and epigenetic alterations in oral cancer. Ten-eleven translocation 1 (TET1) has attracted attention
inhrecent ears as epigenome related genes involved in tumorigenesis via DNA demethylation, but TET
1 has not
In this study, detailed genetic and epigenetic analysis using oral cancer cell line and public
database was carried out, and it was found that TET1 has function as oncogene in oral cancer. By

een reported yet in oral cancer and its function is unknown.
further developing this research in the future, it is expected that TET 1 can be a novel therapeutic

target for oral cancer.
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Characteristic

Age(yr)
Average
Range

Gender
Male
Female

Smoking 3
Yes

No
Alcohol 3%
Yes.

No

Absorbance at 450 nm
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