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We are looking for a PhD student to join our team and support our work 
inves;ga;ng the role of LRRK2 in the pathogenesis of Parkinson’s disease. The 
project is funded by the Else Kröner-Fresenius Founda;on and scheduled to start 
on April 1st, 2024. We will inves;gate how hyperphosphoryla;on of RAB GTPases 
by pathogenic hyperac;va;on of LRRK2 affects the turnover of autophagic cargo, 
and how this may contribute to the neurodegenera;on underlying Parkinson’s 
disease.  
 
LRRK2 muta;ons are the most common gene;c cause of Parkinson’s disease and 
lead to pathogenic hyperac;va;on of LRRK2 kinase, resul;ng in RAB 
hyperphosphoryla;on. However, it is currently unknown how increased levels of 
phospho-RABs cause the neurodegenera;on underlying Parkinson’s disease. This 
project will use advanced light microscopy techniques to inves;gate in primary 
neurons and astrocytes how LRRK2-mediated RAB hyperphosphoryla;on affects 
organelle degrada;on through autophagy, a pathway essen;al for cellular health 
and with strong links to Parkinson’s disease.  
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