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Figure S1 
Related to Figure 1; contains proteomic information. 
 
Figure S2 
Related to Figure 2; contains localization of the studied proteins in a knock-out 
mouse model. 
 
Figure S3 
Related to Figure 3; shows the surface expression levels of the proteins 
depicted in Figure 3. 
 
Figure S4 
Related to Figure 4; shows that GlialCAM alone does not induce any currents 
above background in Xenopus oocytes and HEK cells and that the increase of 
currents after GlialCAM overexpression in astrocytes is not due to effects on 
gap junction proteins. 
 
Figure S5 
Related to Figure 6; shows the behaviour of deletion mutants of ClC-2 and 
GlialCAM. 
 
Figure S6 
Related to Figure 7; contains additional information on the interaction and the 
function of several GlialCAM variants containing MLC-related mutations. 
 
 
 
 
 
 
 
 



 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 



 
 
 
 
 
 
 
 
 
 
 
 
 
 



 

 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 



 
 
 
 
 
 



 
 
 
 
 
 
 



 


