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SUPPLEMENTARY INFORMATION: 

 

 

Supplemental Figure S1.  Full-length Western blots used for cropped blots in the Figure 5, where each investigated 
proteins (DLG4, beta-tubulin, GAP43, Synaptophysin, CASP3) were displayed delineated in divided squares. Mice 
markings are black for WT (prefix “W”), and red for Tlr2-/- strains (prefix “T”), followed by the number of days after 
tMCAO (0, 3, 7, 14, 28 days). A) Optimal exposure used for the analysis of DLG4, GAP43, Synaptophysin and beta-tubulin 
signals. B) Overexposure used for the analysis of CASP3 signal. 
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Supplemental Figure 2 Western Blot with analysis per time point of WT and TLR-/- showing median with interquartile 
range and statistically significant differences in Mann Whitney test at chronic time points for GAP43 and CASP3, as well 
as for synaptic markers of DLG4 and synaptophysin. ***, ** and * marking P<0.001, P<0.01, P<0.05 for differences 
between WT controls and Tlr2-/- controls, respectively. Blotted values shown are marked by “x” on the graph, or their 
intraindividual means from additional blots. 

 


