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The analysis of epigenetic events in rat togue carcinogenesis induced

4-NQO #F¥# 7 v hFEEET LTI, 4-NQO #5-584675 32 #
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MR R OBEEE (330) : Ahigh frequency of hypermethylation of p16 promoter was detected
in tongue squamous cell carcinomas(SCC), pre-cancerous lesions and some normal
epithelia at 32 weeks from start of 4-NQO exposure. In SCC with higher p16 methylation
level, loss of the protein expression was detected. Our results suggest pl6 promoter
hypermethylation may play an important role in development of 4-NQO induced tongue
cancer in rat. Therefore, to understand human oral carcinogenesis, 4-NQO induced oral
carcinogenesis model may be the best avalable model for epigenetic alterations.
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Incidence of tongue epithelial lesions
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MSP analysis of p16 promoter of 4-NQO treated rat tongues
After 32 weeks (normal epithelia, precancerous lesions and SCC)
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Methylation-specific quantitative PCR
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