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Rapid screening of gene(s) related to the phenotype of model rats
with high levels of voluntarily wheel running activity
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WFZERC - OBE (J30) : In order to identify gene(s) and molecular pathway(s) possibly
related to the phenotype of model rats with high levels of voluntarily wheel running
activity (Spontaneously-Running-Tokushima—Shikoku, SPORTS) established from Wistar rats,
we established a novel integrated screening system through combining exome sequencing
using a next—generation sequencer, linkage analysis, and selection algorithm using genome
and polymorphism databases. Through this study, we successfully established a novel
screening system for rat genome analysis and identified a set of candidate genes related
to the phenotype of SPORTS rats.
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