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[Abstract] Objective To study the influence of DNA dependent protein kinase catalytic subunit (DNA-
PKcs) silence on cellular apoptosis of multidrug-resistant (MDR) hepatocellular carcinoma cell Bel7402/5-Fu.
Methods The cases were divided into the blank control group,liposomes control group,negative control (NC)
group and siDNA-PKcs experimental group. The drug resistance of Bel7402/5-Fu cell line was determined by
using MTT. The cationic liposome method was adopted to transfect siDNA-PKcs oligonucleotide fragment to
Bel7402/5-Fu. Real-time PCR and western blot were used to detect the expression levels of DNA-PKcs mRNA
and protein. The cellular morphology change was observed by the inverted fluorescence microscope ( Ho-
echst33342 staining method). The cell apoptosis was detected by using flow-cytometry (Annexin V/P dual
staining). The expression levels of cell apoptosis related proteins Bax and Bcl-xl protein were determined by
western blot. Results The hemi-inhibitory concentration (ICs;,) of Bel7402/5-Fu cells detected by MTT was
significantly increased. The drug resistance index of drug resistance Bel7402/5-Fu was 13. 13. The expression
level of DNA-PKcs mRNA was significantly decreased. The designed siDNA-PKcs specific sequence effectively
silenced the expression of DNA-PKcs. The Hoechst-33342 staining detection results showed that the cellular
volume was shrunk, nuclear had margination with bright blue. The flow-cytometry detection results showed
that the apoptosis rate in the siDNA-PKcs experimental group was increased compared with the other groups
(P<C0.01). The western blot detection results showed that the expression level of Bax protein in the siDNA-
PKcs experimental group was higher than those in the other groups (P<C0. 01) and the Bcl-xl protein level in
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the experimental group was lower than those in the other groups (P<C0. 01). Conclusion
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siDNA-PKcs could

induce the apoptosis of MDR hepatocellular carcinoma cells,up-regulate the expression level of apoptosis-pro-

moting protein Bax and inhibit the expression level of antiapoptotic proteins Bel-xl protein.
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