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Myotonic dystrophy type 1 (DM1) is an RNA gain-of-function disorder, in

which abnormally expanded CTG repeats of DMPK sequestrate a splicing trans-factor
MBNL1 and upregulate another splicing trans-factor CUGBP1. To identify a diverse
array of aberrantly spliced genes, we performed the exon array analysis of DM1
muscles and brains. We analyzed by RT-PCR and found that 12 exons were aberrantly
spliced. Furthermore, we studied the molecular mechanism underlying these aberrant
splicings and their pathogenicity.
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