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Figure 1 Coronal DTI showed a slight decrease in
white matter fiber bundles in the left hemisphere
(arrows indicate).
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Figure 2 Sequencing of specific gene exon capture (Solexa)

Parkin gene (arrow indicates, Panel 2a). The patient had mutation of exon 7 ¢.619-2A > G in Parkin gene (arrow indicates, Panel
The patient had mutation of exon 48 ¢.7153G > A (p. Gly2385Arg) in LRRK2 gene (arrow indicates, Panel 2¢). The patient’s
son had mutation of exon 6 ¢.850G > C (p. Gly284Arg) in Parkin gene (arrow indicates, Panel 2d). The patient’s son had mutation of
exon 48 ¢.7153G > A (p. Gly2385Arg) in LRRK2 gene (arrow indicates, Panel 2e).
¢.850G > C (p. Gly284Arg) in Parkin gene (arrow indicates, Panel 2f). The patient’s mother had mutation of exon 48 ¢.7153G > A (p.

2b).

Gly2385Arg) in LRRK2 gene (arrow indicates, Panel 2g).
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