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ABSTRACT: Objective To evaluate the inhibitory effect and its mechanism of celecoxib combined with
capecitabine on the growth of implanted H,, hepatoma in mice. Methods Tumor model was established by hypo-
dermical injection of H,, cells in BALB/¢ nude mice. Forty mice were equally randomly divided into 4 groups:
control group, celecoxib group (receiving 100 mg/kg celecoxib ), capecitabine group (receiving 755 mg/kg
capecitabine) , and combined treatment group (receiving 100 mg/kg of celecoxib and 755 mg/kg of capecit-
abine) . From the third post-implantation day, each mouse was given relevant drug (or normal saline) by oral
gavage. Fifteen days later, all mice were sacrificed and the tumor tissues were measured. The mRNA and protein

levels of nuclear factor kappa-B ( NF-kB) p65 and cyclooxygenase (COX) -2 in tumor tissues were detected by
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the quantitative polymerase chain reaction (qPCR) and Western blotting, respectively. Results

The tumor in-

hibition rate was 30.2% in celecoxib group and 49.9% in capecitabine group, which was significantly lower

than that (75.4% ) in the combined treatment group (P <0.01, P <0.05, respectively) . qPCR showed a

significant decrease of the mRNA expression of COX-2 in celecoxib group and combined treatment group when

compared with control group (P <0.001), but no significant change in NF-kB p65. Capecitabine had no signifi-

cant effects on the mRNA expression of COX-2 and NF-kB p65. Western blotting showed that celecoxib and com-

bined treatment significantly inhibited the protein expression of COX-2 and NF-kB p65 (P <0.05), but not

capecitabine. Conclusion Celecoxib can enhance the antitumor effect of capecitabine by inhibiting the expres-

sions of COX-2 and NF-kB p65 in mice bearing H,, implanted tumor.
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Fig 1 Effects of celecoxib and capecitabine on mRNA expression of
NF-kB p65 and COX-2
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Fig 2 Effects of celecoxib and capecitabine on protein expression of

NF-kB p65 and COX-2
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