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1, We revealed that FCMD is caused by splicing abnormality which is induced by
pathogenic exon trapping of SVA retrotransposal insertion. 2, We also detected the
abnormal fukutin protein in FCMD. 3, We checked that the same abnormal splicing
pattern was seen in FCMD model mice. 4 We adopted phosphorothioate-linked
2’-0-methyl RNA (2’0MePS) and Morpholino oligonucleotides to design several 25 mer
AONSs to search the best target sequences.
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