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Molecular mechanism of miR-143/145 down-regulation in cancer and disease
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i In this study, we found that NCR143/145 promoter was feed-back regulated by SRF/EL
K1 and its regulatory mechanisms were disrupted in cancers. Furthermore, we showed that DDX6 and AGO2 prom
ote? the nuclear export and degradation of NCR143/145 RNA through decapping followed by miR-143/145 down-r
egulation.
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