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Investigation of the mechanisms of colorectal carcinogenesis using comprehensive
genetic analysis
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We previously revealed that LST showed high frequency of APC mutation even
at adenoma stage, suggesting its involvement in initiation stage of LST, like adenoma-carcinoma
sequence. TP53 mutation was never detected by adenoma stage, but specifically detected in cancer
samples in both LST-G and LST-NG, suggesting its involvement in cancer development from adenoma. In
the present study, we also confirmed TP53 can be key driver gene which initiates protruded adenoma
into intramucosal carcinoma. On the other hand, mutation of MLH family was suspected to associate
with initiation sessile serrated adenoma (SSA/P) to that with cytological dysplasia. However the
lower amount of DNA samples obtained by cancerous lesions both the protruded adenocarcinoma and
SSA/P with cytological dysplasia, we need to obtain additional samples, thus the present study is
currently in progress.
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