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Study to investigate the mechanism of oral cancer development by using genome
writing and chromosome engineering technology.

KUGOH, Hiroyuki
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In this study, we identified TERT suppressor genes encoded on human
chromosome 3 and addressed the possibility of a genome-level TERT suppression mechanism using
chromosome engineering technology. We succeeded in constructing HACs that carry the 3p21.3 region by

chromosome engineering and further demonstrated that the HACs suppress TERT expression. These
results indicate that there is at least one TERT-repressed gene in the 3p21.3 region.
Furthermore, the results of knockdown and overexpression experiments of candidate genes on the

3p21.3 region, gene A and gene B, strongly suggest that these genes are responsible for TERT
repression on chromosome 3.
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