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Exhaustive gene expression analysis of the candidate genes related to pathology of autism
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We analyzed array CGH for CNV and candidate genes for mutations on autism spectrum
disorder (ASD) patients to identify genes for ASD and detect the target of treatment.
We detected pathogenic CNV on 10 patients in 52 patients. Genes on CNV were SHANKS,
Monoamine oxidase (MAO) A and B, RPS6KAS3, LIN7A and LIN7B, etc. These genes were working
relating to the synaptic function. LIN7A and LIN7B localized on the pre—and post—synaptic
area. Suppression of LIN7A and LIN7B in the fatal brain induced delayed migration
suggesting LIN7A and LIN7B had an important role on neuronal function. Further analysis
of candidate genes on CNV induces understanding of ASD pathology and the development of
the treatment.
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