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Supplementary Figure 1: OVCAR3, A2780 and CHOK1 cell lines were analyzed by 

flow-cytometry for v3 expression 



 

 
 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

Supplementary Figure 2: Cells were treated with 1, 10 or 25 M of (A) Tetrac (B) 

Triac or (C) T1AM  for 24h-96h and cell number was evaluated using flow cytometry. 

Experiments were repeated three times in triplicates. Significance (* p<0.05, ** 

p<0.005) from vehicle control is shown.  



 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

Supplementary Figure 3: Western blots quantification of p21, p27 and cyclin D1 

protein levels (normalized to protein loading) following treatments with 0.1, 1, 10 or 

25M (A) tetrac (B) triac (C) T1AM for 0.5-4 hours in OVCAR3 cells.. * p<0.05.   

 



 

 
 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

Supplementary Figure 4: Cells were treated with 1, 10 or 25 M of (A) Tetrac (B) 

Triac or (C) T1AM for 24h-96h and analyzed for annexin-FITC/PI by flow-

cytometry. Experiments were repeated three times in triplicates. Significance (* 

p<0.05, ** p<0.005) from vehicle control is shown.  



 

 
 
 
 
 
 
 
 

 

 

 

 

Supplementary Figure 5: Cells were treated with 10 or 25 µM of  (A) Tetrac (B) 

Triac or (C) T1AM for 96h and and analyzed for annexin-FITC/PI. Flow cytometry 

plots from representative experiments are shown.  



 

 
 

 

 

 

 

 

 

 

 

 

 

 

 

 

Supplementary Figure 6: Cells were treated with 1, 10 or 25 M of (A) Tetrac (B) 

Triac or (C) T1AM for 24h-96h, cell cycle analysis was performed and the changes in 

subG1 cell fraction over time were documented. Experiments were repeated three 

times in triplicates. Significance (* p<0.05, ** p<0.005) from vehicle control is 

shown.  



  

 
 
 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

Supplementary Figure 7: Cells were treated with 25 M (A) tetrac (B) triac (C) 

10M  T1AM, for 96 hours + Z-VAD-FMK (50 M) and analyzed by annexin-V/PI. 

Experiments were repeated twice in triplicates. Representative Flow cytometry plots 

are presented.  



  

 
 
 

 

 

 

 

 

 

 

 

 

 

 

Supplementary Figure 8: Cells were treated with 0.1, 1, 10 or 25 M (A) tetrac (B) 

triac or (C) T1AM, for 0.5-4 hours and caspase-3 and PARP-1 cleavage were 

quantified by Western blots. Representative blot is presented. Experiments were 

repeated twice.  

 

 



 

 
 
 

 

 

 

 

 

 

 

 

 

 

 

Supplementary Figure 9: OVCAR3 cells were treated with 1, 10 or 25M (A) tetrac 

(B) triac (C) T1AM for 0.5-4 hours and AIF levels were evaluated by Western blots. 

Representative blot of duplicates is presented.  

 



 

 
 
 

 

 

 

 

 

 

 

 

 

 

Supplementary Figure 10: Linear DNA ladder (left panels) and DNA extracted from 

OVCAR3 cells (right panels) were treated with 50 M of (A) tetrac (B) triac or (C) 

T1AM for an overnight and separated by agarose gel. Experiments were repeated 

twice. 


