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Legend to Supplementary Figures 

Supplementary Fig. 1. Effect of XIAP inhibitors on CLL cell lines. 

Cells were treated for 48h with indicated concentrations of XIAP inhibitors, control 

compound or DMSO. Apoptosis was determined by forwardside scatter analysis and flow 

cytometry. Mean and SD of 3 experiments each performed in triplicate are shown. 

 

Supplementary Fig. 2. Effect of XIAP inhibitors on CD95- and chemotherapy-induced 

apoptosis in CLL cell lines. 

Cells were treated for 72h with indicated concentrations of anti-CD95 antibody (A), 

Fludarabine (B) or Chlorambucil (C) and/or 10 μM XIAP inhibitors, control compound or 

DMSO. Apoptosis was determined by forwardside scatter analysis and flow cytometry. Mean 

and SD of 3 experiments each performed in triplicate are shown. 

 

Supplementary Fig. 3. Expression of IAP proteins and IAP antagonists in primary CLL 

cells. 

Protein expression of XIAP, cIAP1, cIAP2, Survivin, Smac and �-actin was assessed in 

primary CLL cells by Western blotting. MEC1 cells served as positive control. 

 

Supplementary Fig. 4. Effect of control compound on TRAIL-induced apoptosis in 

primary CLL cells.  

Primary CLL cells were treated for 24h with indicated concentrations of TRAIL and/or 

indicated concentrations of control compound or DMSO. Apoptosis was determined by 

forwardside scatter analysis and flow cytometry. Mean and SD of 1 experiment performed in 

triplicate are shown.  
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Supplementary Fig. 5. Effects of different XIAP inhibitors on TRAIL-induced apoptosis 

in primary CLL cells.  

Primary CLL cells were treated for 24h (all samples except #3) or for 48h (#3) with 100 ng/ml 

TRAIL and/or 30 μM XIAP inhibitor 2 or 4, control compound or DMSO. Apoptosis was 

determined by forwardside scatter analysis and flow cytometry. Mean and SD of 1 experiment 

performed in triplicate are shown.  

 

Supplementary Fig. 6. XIAP inhibitor cooperates with TRAIL to induce caspase-3 

activation in primary CLL cells. 

Primary CLL cells were treated for 3h with 100 ng/ml TRAIL and/or 30 μM XIAP inhibitor 2 

or DMSO. Caspase-3 activity was assessed by enzymatic caspase assay and x-fold increase in 

caspase-3 activity is shown. Mean and SD of 1 experiment performed in triplicate are shown. 

 

Supplementary Fig. 7. XIAP inhibitor cooperates with TRAIL to induce caspase-

dependent apoptosis in primary CLL cells. 

Primary CLL cells were treated for 24h with 100 ng/ml TRAIL and/or 30 μM XIAP inhibitor 

2 or DMSO in the absence or presence of 20 μM zVAD.fmk. Apoptosis was assessed by 

forwardside scatter analysis and flow cytometry. Mean and SD of 1 experiment performed in 

triplicate are shown. 

 

Supplementary Fig. 8. Expression of Bcl-2 in primary CLL samples and normal 

peripheral blood lymphocytes. 

Protein expression of Bcl-2 and �-actin was assessed in primary CLL cells (patients #4, 6, 20, 

2, 7, 19) and unstimulated peripheral blood lymphocytes (PBLs) from three different healthy 

donors by Western blotting. PBLs were isolated and cultured as described previously (29).  


