RBM47-regulated alternative splicing of TJP1 promotes
cell migration during epithelial-to-mesenchymal transition KIiT
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m ABSTRACT A RBM47 enhances an inclusion of alternative exon in response to
UGCAUG sequence in downstream intronic region of TJP1 exon 20.
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irrelevant in the regulation of TJP1 splicing. Furthermore, we examined several genes that

contain the (U)GCAUG sequence in a downstream intronic region of an alternative exon.

RBM47 binds directly to (U)GCAUG sequence in intronic region for

The inclusion of these alternative exons were increased due to the overexpression of RBM47. regulation of alternative splicing
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A model for alternative splicing regulation by RBM47
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