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Early genomic aberrations in esophageal carcinogenesis: Comprehensive genomic
analysis of multiple lugol voiding lesions

Yokoyama, Akira
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i In "Solitary sampling”, a total of 123 esophageal lugol-voiding lesion (LVL)
and 30 stained areas were analyzed for whole exome sequencing. Driver mutations were present in 97%

of the LVL-nondysplasia(n=69), with TP53 mutations being the most frequently clonally selected,
followed by NOTCH1 and FAT1. In "high-density sampling”, a total of 113 sites were multi-sampling at
0.2 mm from 20 LVLs for whole exome sequencing, and in all 20 sites, Driver mutation clones

expanded consistent with the spread of LVL, TP53 mutations were common mutations, with the exception
of 2 LVLs that did not show any TP53 mutations in nondysplasias.
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