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Identification of mutation patterns induced by acetaldehyde exposure
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In whole genome analysis of the normal human esophageal epithelial cells

unexposed or exposed to acetaldehyde in flask (each condition: 2 samples from 1 flask), the average
number of mutations in the whole genome region were 1243.5 and 1644.5. Furthermore, whole genome
analysis was performed on the esophageal epithelium cells of about 11 months water-fed or
ethanol-fed wild-type mice, and about 8 months water-fed or ethanol-fed Aldh2 knockout mice (each
group: total 6 samples from 3 mice). The average number of mutations in the whole genome region were

1852.2, 1572.3, and 959.8, 1042.7. Mutation pattern considered an association with acetaldehyde
exposure could not be identified by signature analysis.
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