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Supplementary Figure 1, 2. Full-length immunoblots related to Fig. 3, 4.  
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Supplementary Figure 1. Full-length immunoblots related to Fig. 3. (a-n) Full-length immunoblots relating to Fig. 3 are shown. 
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Supplementary Figure 2. Full-length immunoblots related to Fig. 4. (a-e) Full-length immunoblots relating to Fig. 4 are shown. 
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Supplementary Figure 3. The level of the advanced glycation end products (AGEs), a marker of oxidative stress, was detected by western blotting 

using antibody against AGEs. AGEs produced by cerebral ischemia were increased in vehicle group. The levels of AGEs due to cerebral ischemia 

tend to be suppressed by thalidomide administration. 


