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Exploration of tumor-suppressive microRNAs silenced by DNA
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B v ) AR 2R L U 7oEIHE G5 microRNA (miRNA) OMEFRERIYESR & 3E/72
AT % SRV HERE U, mIR-218 & miR-585 % [AIZE L7, & 5I\Z Rictor 73 miR-218 D H AN
SFTHDHIEEZHLT LT, TOR-Akt ¥ 7 F LR ZIH 2 miR-218 75, HWSE O
HURHRIEDORRCMEBULER ORI/ ICKRESEHBRL 9 5 Z LR Sz,

WHFZER R OB (32 3C) : In this study, we performed function-, methylation- and
expression-based screening in oral cancer cell lines, and identified two novel
tumor-suppressive microRNAs, miR-218 and miR-585, silenced by DNA hypermethylation

in oral cancer. Moreover, we found that Rictor is a novel target of miR-218, suggesting
that miR-218 targeting Rictor may provide a novel strategy for the treatment of oral

cancer.
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