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Supplementary Figure S1. Immunoblot detecting GFAP 

A. Protein homogenates of anterior brain from UCH-L1
-/-

 (konock-out), wildtype (WT), single transgenic 

Thy1-maSN and double transgenic UCH-L1
-/-

/Thy1-maSN mice were used to detect GFAP and β-actin as 

loading control. 

B. Quantfication of GFAP shown in A. UCH-L1
-/-

 (konock-out), wildtype (WT), single transgenic Thy1-

maSN mice were combined as controls and set as 100%. Student`s two-tailed t-test: p=0.07. 


