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To clarify the etiology and pathogenesis of Parkinson’ s disease (PD), studies for
hereditary PD are very important. However, disease-related mutations have not been
detected in many patients with familial PD, especially in autosomal dominant PD (ADPD).
In this study, we aimed to identify novel causative genes and elucidate the pathogenic
mechanisms of PD by conducting mutation analysis for ADPD. From our results, we could
identify many disease—related mutations such as SNCA, LERKZ, SCAZ, VPS35, and GBA.
In other words, we could identify a portion of the many genetic factors which are
strongly related to the pathological mechanisms of ADPD. Furthermore, over 300
families with ADPD were registered in our genetic bank in the past three years. This
implies that our study has been making meaningful progress by establishing a firm
foundation for future research, which will help to identify novel causative genes
and to clarify the etiology and pathogenesis in ADPD. In fact, some new candidate
genes have been detected.
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