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Figure S1. Determination of effective drug concentrations. Relative cell viability was assessed 144 
hours after treatment with various concentrations of CCNU (left) and MFA (right) for G6, G8 and 
G32 cell populations. Untreated controls were defined as 1. Mean ± SEM is depicted. CCNU, 
lomustine; MFA, meclofenamate.  
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Figure S2. Top 20 upregulated (red) and downregulated (blue) genes for combination treatment of 
CCNU and MFA. CCNU, lomustine; MFA, meclofenamate. 

         

Figure S3. Western blot analysis for AURKA and Cx43 protein expression. AURKA, Aurora 
kinase A; CCNU, lomustine; Cx43, connexin 43; MFA, meclofenamate.  

 


