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Significance of dystroglycan processing and its participation in the
pathogenesis of neuromuscular disorders
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o -Dystroglycanopathy, a type of muscular dystrophy, is caused by abnormal
post-translational modifications. Although the N-terminal domain of o -dystroglycan (a -DG-N) is
secreted from cells by processing, the function of secreted a -DG-N remains unknown. This study was
performed to elucidate the function. o -DG-N was presumed to affect the extension of neurites in
central nervous system by the results of a previous report. However, this function was not
ascertained in vivo using gene-modified mice. On the other hands, an unexpected function of a -DG-N
was revealed. Indeed, a -DG-N inhibits infection of influenza virus. Thus, it is possible that a
-DG-N may be applied to the therapy of influenza infection in the future.
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