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Abstract

Peng Changneng, Li Guo-
Objective This study explores the 1,25 — dihydroxyvitamin D, combined with celecoxib (CELE) on apoptosis and ex-
pression of Bel =2, Bax protein in gastric cancer cell line SGC —7901 and to explore whether the combination of synergistic anti — cancer
effect and to explore the possible mechanism of the combined application of VitD; and CELE against gastric cancer. It is seeking to provide
a theoretical basis for optimal therapeutic effect for the clinical development of rational combination chemotherapy. Methods To culture
gastric cancer cells SGC - 7901 in vitro to the exponential growth phase, adding a certain concentration CELE, VitD; and CELE and
VitD3. 48 h after, acridine orange staining was used to observe the cell apoptosis and Western blot was used to detect the expression of Bel
—2, Bax protein. The effects of two drugs on gastric cancer SGC — 7901 cells apoptosis and related gene expression were analyzed. Re-

sults Apoptotic cells were observed in morphology confirmed the effect of apoptosis induced by VitD, and CELE in gastric carcinoma cells
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by acridine orange staining, and the two drugs combined with enhanced induction of apoptosis; VitD,. CELE and the combination of the

two methods were significantly inhibited SGC - 7901 cell expression of Bel =2, enhance the expression of Bax protein (P <0.05) , a sig-

nificant drug combination group and monotherapy group compared to the difference (P <0.05). Conclusion VitD, and CELE can induce

the apoptosis of gastric cancer SGC - 7901 cells: one of the mechanisms of apoptosis may be expressed through inhibition of Bel -2, and

promote Bax, so as to improve the balance of Bel —2/Bax implementation. The combination of the two has a synergistic effect on gastric

cancer cell apoptosis induced by SGC -7901.
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