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Genetic variants of LRRK2 in Parkinson’s Disease

2% of idiopathic and 5 % of inherited PD 



published demographic, clinical, and genetic findings related to potentially 

distinct LRRK2 variants: 14 (6.8 %) were 

classified as pathogenic, 8 (3.9 %) as likely pathogenic, and the remaining 183 

(89.3 %) as variants of uncertain significance. The most frequent pathogenic 

mutation is the pG2019S substitution, which accounts for 73.6 % of all 

LRRK2‑PD cases, followed by p.R1441G and p.R1441C, together representing 

more than 80 % of carriers. Data have shown that LRRK2

of 56 years.
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This loss is reversible by inhibiting LRRK2 kinase activity with MLi‑2, 
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LRRK2 pathway components and Parkinson’s Disease related genes

https://curtainptm.proteo.info/#/ca804f70-a428-4f66-ba4a-1e50fd893cde




Comparison of Parkinson’s Disease related genes. (a) Volcano plot of di
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