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APPENDIX 2
SUPPLEMENTAL FIGURES CHAPTER 4

Supplemental Figure 1. Bortezomib upregulates TRAIL receptor expression in cervical cancer cell lines.

DR4, DR5, DcR1 and DcR2 cell surface expression in (A) SiHa, (B) HeLa and (C) CaSki  treated with 10 

nM bortezomib (5 nM in CaSki) for 18 h. The histograms include isotype control (grey shaded region), 

untreated cells (grey line) and bortezomib-treated cells (black line) samples. The histograms are represen-

tatives of three independent experiments. 
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Supplemental Figure 2. Bortezomib leads to induction of p53 and p21. Western blot analysis of p53 and 

p21 in (A) SiHa, (B) HeLa and (C) CaSki following 10 nM bortezomib (5 nM in CaSki) at the indicated 

times. Actin expression served as loading control. 

Supplemental Figure 3. Downregulation of c-FLIP and XIAP potentiates DR4- and rhTRAIL-mediated 

apoptosis but not DR5-mediated apoptosis in CaSki cells. CaSki cells were transfected with c-FLIP and/

or XIAP siRNA, were replated and treated with agonistic DR4/5 antibodies (10 nM) or rhTRAIL (100 ng/

ml) for 6 h, after which percentage of apoptotic cells was determined with acridine orange staining. The 

graph shows the average cell death induced ± SD of three independent experiments, the * indicates sig-

nificant differences (P < 0.05). 


