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Figure S1. Druggable binding sites. Docking hits of a virtual screening of 20.000 compounds located in 
the dimeric structure of human FAH. Hits in and out of the active site are colored in red and blue 
respectively. 



 

 

Figure S2. Docking models for the set of compounds. A) 3E.11. B) 6A.11. C) 8H.11. D) 30B.10. 
E) 23A.11. F) 27H.4 



 

 

Figure S3. Cell viability assays and IC50 determination. Cell viability assay for four representative 
chemicals determined in M1 cell lines, as indicated. Absorbance at 550 nm monitors the 
tetrazolium reaction in the mitochondria and is a reporter of cell viability. 

 

 

 


