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Elucidation of genetic factors for Parkinson disease employing
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We applied resequencing of pooled DNA using a next-generation sequencer to
1dentification of disease associations with rare variants. Sixteen sets of pooled DNAs
from eight pooled DNA samples were prepared. Each set of pooled DNAs was subjected

to polymerase chain reaction to amplify the target gene, pooled into one tube with
barcode indexing, and then subjected to extensive sequence analysis using the
Illumina GAIIx. With the optimization of data processing to solve integer
programming problems, we were able to extract novel variants from 64 samples.
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