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Molecular mechanism of epigenetic alteration associated with lung

metastasis formation in colorectal cancer and therapeutic application based on the

mechanism.
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WFFERE RO (Fn0) « ERMBERBITICEI P D MicroRNA-200¢ 1T B2 = % T ¢ w 7 2 fHl{ENC
KV RN R BBV, CEBHATH D EEEA L, -2 0EREEEL L
LT, FEERERAL (U L oNHiEER . TFEERE) DA E D microRNA-200¢ % IfiLiE CHIET 5
LT, KIBEINEEERD NI TREAEREFERBINCTEX A L&A LT,

FFZEp R DOMEZE (332) : We showed that EMT-MET switch are regulated by promoter
methylation status of CpG island of miR-200c¢ family and expression of miR-200c¢ in
metastatic sites is significantly higher than that in primary sites. In addition, we
demonstrated that serum miR-200c has a strong potential to serve as a noninvasive
biomarker for CRC prognosis and predicting metastasis.
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