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figure 2: Quantification of western blot data 
showing an increase in the protein levels of 
Cu/Zn SOD upon treatment with  A β1-42 which is 
reversed when CLN is pre-incubated and co-
administered with  Aβ1-42 

figure 3: Quantification of western blot data 
showing a small increase in the protein levels of 
Cdk5 upon treatment with  CLN or A β1-42.

figure 1: Quantification of 
immunolabelling for MAP-2 
positive and GFAP positive 
cells showing a decrease in 
the numbers of both cell 
types upon treatment with 
A β1-42. which is  partially 
reversed when CLN is pre-
incubated and co-
administered with  Aβ1-42 
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