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Molecular mechanism of polyalanine expansion disorders
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Most causative genes of polyalanine expansion disorders encode transcription
factors which are expressed at early development. Expanded polyalanine tracts in these proteins may
cause the loss of function of the protein or the gain of novel function. In this study, biochemical
and molecular biological analyses in cultured cells were performed to reveal the molecular

mechanism of these disorders. In addition, each causative protein was expressed in embryo of Xenopus
laevis to analyze its effect on development.
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