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Supplementary Figure 1 

Full-Length Western Blots. a demonstrates full-length western blots of PKM2 and β 

Actin loading control protein in rheumatoid arthritis (RA) synovial fibroblast cells from 3 

RA patients (RA1 – 3) in whole cell lysates under basal control or Pam3CSK4-treated (1 

µg/ml) conditions. b demonstrates full-length western blots of PKM2 and β Actin loading 

control protein in basal and Pam3CSK4-stimulated RASFC nuclear and cytoplasmic 

fragments. c demonstrates full-length western blots of Notch1-IC, p-STAT3 and NFĸB 

and loading control proteins total STAT3 and β Actin in whole cell lysates from K4IM 

synoviocytes stimulated with Pam3CSK4 in the presence and absence of glycolytic 

inhibitor 3PO (20 µM) or DMSO vehicle control. Far right lane in blots a – b 

demonstrates molecular size marker. Membranes in western blots in c were cut prior to 

incubation with primary antibody. 

 




