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Screening of epimutagens using DNA repair system
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Abnormality of epigenetic changes is a cause of carcinogenesis and teratogenesis i
n the hjgher animals. Epigenetic changes in traits accompany the change in cytosine methylation patterns o
T the promoter region of the responsible genes. Exogenous chemicals causing the epigenetic changes are cal
led epimutagens. In this study, the assay methods to screen chemicals causing demethylation of 5-methylcyt
osine were tried to establish. We constructed the method in which the 5-azacytidine (5azaC)-induced demeth
ylation can be detected by green fluorescence or formation of methyl nitrosourea (MNU)- resistant colonies
using HeLaMR tumor cells lacking expression of 06-methylguanene-DNA methyltransferase (MGMT). Expression
of MGMT mRNA and protein in the 5-azaC-induced MNU-resistant cells were confirmed. Using this method, epi
mutagens would be detected among various chemicals in the environment.
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