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Bcl-XL siRNA sensitizes ovary cancer cells in TRAIL-induced apoptosis

HU Jing-zi' , ZHU Hong-bo’, HUANG Xue-feng’, HE Chao’( 1. Department of Gynecology, Hangzhou Sanitarium of Air-
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[ Abstract ] Objective: To investigate the role of Bel-XL siRNA in sensitizing ovary cancer cells for TRAIL-induced
apoptosis and the underlying mechanisms. Methods: Western blotting analysis was performed to confirm whether Bel-XL
siRNA could effectively down-regulate Bcl-XL protein after SKOV3 cells were transfected with Bel-XL siRNA and then the
cells were treated with TRAIL. Flow cytometry analysis and cell counting were used for assessment of apoptotic rate and
survival rate, respectively. Western blotting analysis was performed to determine the changes of apoptosis-related protein
in SKOV3 cells. Results: Compared with control group, Bel-XL siRNA transfection effectively down-regulated the expre
ssion of Bel-XL protein and suppressed the growth of SKOV3 cells; the suppression peaked at 96 h after transfection,
being 43.9% that of the control group( P <0.05 ). The apoptotic rate of SKOV3 cells was above 32% after combination
treatment with Bcl-XL siRNA and TRAIL protein; the survival rate was 37.8% that of the control group after combination
treatment( P <0.05 ). Western blotting analysis demonstrated that Caspase-8, Caspase-9, Bid, Caspase-3, and PARP
were obviously activated after combination treatment with Bel-XL siRNA and TRAIL protein, and the release of cytochrome
C was also increased significantly. Conclusion: Bcl-XL siRNA can effectively enhance TRAIL-induced apoptosis in
human ovary cancer SKOV3 cells, suggesting it might be a new strategy for ovary cancer therapy.

[ Key words ] Bcl-XL small interference RNA; tumor necrosis factor-related apoptosis-inducing ligand; ovary cancer
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Fig. 1
expression in SKOV3 cells by Bcl-XL siRNA
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Fig.2 Inhibitory effects of Bcl-XL
siRNA on growth of SKOV3 cells
The growth of SKOV3 cells were suppressed by Bel-XL siRNA
dramatically. * P <0.05 vs Luc siRNA
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4385 SKOV3 RS2 M T
Fig.3 Morphologic changes of SKOV3 cells after combined
treatment with Bcl-XL siRNA and TRAIL protein

There were more round and bright cells after combination
treatment with Bel-XL siRNA and TRAIL protein, indicating
more cell death occurred in combination group.
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Fig.4 Apoptotic rate of SKOV3 cells after combined

treatment with Bcl-XL siRNA and TRAIL protein.
The apoptotic rate of SKOV3 cells was about 32.7% after
combined treatment with Bel-XL siRNA and TRAIL protein.

* P <0.05 vs PBS,TRAIL Protein, Luciferase siRNA,

Bcl-XL siRNA, TRAIL + Luc siRNA
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Fig.5 Survival rate of cells after combined treatment

with Bcl-XL siRNA and TRAIL protein
The time points were 4 h and 48 h after combination treatment.
*P <0.05 vs PBS, Bcl-XL siRNA, TRAIL Protein,
TRAIL + Luciferase siRNA, Luciferase siRNA
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Fig.6  Activation of apoptotic signaling in SKOV3

cells after combination treatment of
Bcl-XL siRNA and TRAIL protein

( A )Activation of apoptotic related protein after

combination treatment;( B') Release of cytochrome C
and Smac in SKOV3 cells after combination
treatment of Bcl-XL siRNA and TRAIL protein.
Mitochondrial protein was as positive control and

Cox-4 protein was marker of mitochondria
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