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Table 1 HPEBIRTE S—F >V RGO 55 & BRI

Parkin DJ-1 PINK1
Deletion Deletion Missense
. Frame-shift . (G309D)
Type of Mutations N Missense .
onsense (L166P) Nonsense
Missense (W437Stop)
# of Mutations -50 >2 > 20
Inheritance AR AR AR
Levodopa Response Good Good Good
Progression Slow Slow Slow
Pathogenic Mechanism LOF LOF LOF

- EO PD patients carry heterozygous mutations (Parkin, DJ-1 and/or PINK1).

+ Asymptomatic heterozygous carriers (Parkin, PINK1) show a significant loss (20-35%)

of dopaminergic terminals by PET.
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Fig. 1 Pulse chase |2 & % PINK1 O 4318, Parkin OFF4E T ¢ PINK1 O @M LT\ 5.
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