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Gene symbol gene name Possible functions Hereditary Onset age -ewy body
form pathology

Regulation of synapse vesicle

PARK1/PARK4  a-Synuclein (SNCA) trafficking early
PARK2 Parkin Ubiquitin ligase AR early =
PARK6 PINK1 Mitochondrial kinase AR early -
PARK7 DJ-1 Antioxidant protein AR early -
PARKS8 LRRK2 Protein kinase AD late +/-
PARK9 ATP13A2 Lysosomal ATPase AR early ?
PARK11 GYGYF2 AS late ?
PARK13 HtrA2 Mitochondrial serine protease AS early / late +
PARK14 iPLA2R Phospholipase A2 AR early +
PD causative
genes
PARK15 FBOX7 Ubiquitin ligases AR early +
PARK17 Vps35 Retromer component AD late -
PARK18 elF4G AD late +
PARK19 Auxilin Endocytosis AR early +
PARK20 Synaptojanin 1 Polyphosphoinositide phosphatase AR early +
PARK21 DNAJC13 Endosomal transport AD late +
PARK22 CHCHD2 Mitochondrial protein AD late +
PARK23 Vps13c Endosomal transport AR early +
TMEM230 TMEM230 Synaptic vesicle protein AD late iz
RAB7L1/Rab29 Rab7L Rab family protein
Risk loci GAK GAK Cochaperone with a kinase domain
INPP5F/Sac2 INPP5F Phosphoinositide 4-phosphatase
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