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Figure S1: Total metal ratios in occipital cortex (OCx) fusiform gyrus (FUS) and substantia 

nigra (SN) of healthy aged controls and Parkinson’s disease. Both (a) Cu:Zn and (b) Cu:Fe 

were higher in the SN of healthy brains, and was decreased in the SN when compared to 

control. (c) The Cu:Mn ratio was decreased in the Parkinson’s disease SN, and the (d) Fe:Mn 

and (e) Fe:Zn ratio increased. * p < 0.05, *** p < 0.001 (vs control regions). # p < 0.05; ## p < 

0.01 (Parkinson’s disease SN vs control SN). All concentrations are µg g-1 wet weight of tissue. 

  



 
Figure S2: Comparison of Braak stage in the Parkinson’s disease OCx, FUS and SN showed 

no significant difference for (a) Cu, (b) Fe, (c) Zn and (d) Mn.  

 


