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WFZERC R OMEE (33C) : This study identified a candidate gene for Parkinson’ s disease
by autozygosity mapping and whole—exome sequencing in consanguineous families with
Parkinson’ s disease (FPD). Accordingly, I performed mutation analysis of the candidate
gene on 500 patients with FPD. However, no mutations were detected. I still cannot conclude
whether the gene is the gene responsible for FPD. Therefore, further investigations are
needed to identify the gene responsible for FPD.
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