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Molecular analysis of traditional serrated adenoma as a candidate precursor of
alternative serrated pathway
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To clarify the molecular and clinicopathological characteristics of
colorectal serrated lesions, we examined the mutation and methylation of cancer-associated genes in
78 serrated lesions, including traditional serrated adenomas (TSAs) and sessile serrated adenomas
(SSAs). The prevalence of mutations in genes associated with Wnt signaling pathway was significantly

higher in TSAs than SSAs. In addition, SMOC1 methylation was detected in 54.1% of TSAs but in no
SSAs. These results suggests the presence of distinct carcinogenic pathways of TSAs from other
precursor lesions. Furthermore, we detected significant differences in clinicopathological and
molecular variables between TSAs with KRAS or BRAF mutation, which may indicate the presence of
separate carcinogenic pathways among TSAs.
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MVHP, microvesicular hyperplastic polyp; CIMP, CpG island methylator phenotype.
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