
	
  
	
  
	
  
	
   	
   	
  

Genetics has been shown to contribute to the etiopathogenesis of Parkinson's 
disease (PD) in several ways, including Mendelian genes and risk factors for sporadic 
disease nominated by GWAS. I will focus on one gene, LRRK2, that is important in 
both familial and sporadic PD. We have shown that LRRK2 is an enzyme and 
outlined how mutations affect this activity. We have also worked on the cell biology 
of LRRK2 and shown some ways in which it is regulated and what it does in a cellular 
context, which is to promote vesicle turnover by autophagy. My talk will outline not 
just what we've learned about LRRK2, but also how integrated multiple large scale 
datasets can support investigations into human disease. 
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