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Investigation of genetic alterations of mucin-depleted foci in patients with sporadi
c colorectal cancer
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Mucin-depleted foci (MDF), formed by dysplastic crypts devoid of mucin production
have been recognized to be correlated with colorectal carcinogenesis and to serve as preneoplastic lesions
of colorectal cancer (CRC). In the present study, we investigated the genetic and epigenetic alterations
of MDF to reveal carcinogenic mechanisms of these lesions. A part of MDF showed aberrant beta-catenin accu
mulation as well as flat-neoplasms, suggesting that these lesions might be served as precursor of CRC whic
h develop through de novo pathway. However, we could not analyze detail genetic and epigenetic alterations
, because of low quality and quantity of DNA. In the future, endoscopic detection may be help to reveal ca

rcinogenic mechanisms of MDF development.
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