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Analysis of Mowat-Wilson syndrome using model mouse

Takagi, Tsuyoshi
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This study was performed to understand how the symptom of Mowat-Wilson
syndrome, one of syndromic intellectual disabilities, is developed, using with the model mouse we
produced. | found that primary cortical neuron from the model mice showed lowered amplitude of
MEPSC. Furthermore, we performed transcriptosome analysis using the model neuron and found the
expression change of mRNA comprehensively. Because Mowat-Wilson syndrome is caused by the mutation
of ZEB2 gene, which codes transcription factor, these results implicate that the symptom of
Mowat-Wilson syndrome would be caused by the change of synaptic function via change of gene
expression.
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