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[ Abstract | Objective: To investigate the effect of Helicobacter pylori on pGL3-Basic-COX-2-promoter
transcriptional activity in gastric cancer MKN45 cells and the regulatory mechanism of Jianpi Jiedu Recipe on COX-
2 promoter transcriptional activity. Method: The recombinant vector pGL3-Basic-COX-2-promoter was transient co-
transfected into MKN45 cells, then detected the effect of H. pylori on COX-2 promoter activity. The effect of H.
pylori on COX-2 promoter activity in human gastric cancer cells after blocking p38 MAPK signal transduction pathway
with a specific inhibitor SB203580 was observed. The effect of Jianpi Jiedu Recipe on H. pylori-stimulated
phosphorylation of p38MAPK and ATF-2, the downstream transcription factor of p38MAPK, was investigated.

Result ; H. pylori could increase COX-2 promoter activity. COX-2 promoter activity down-regulated significantly after
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blocking p38MAPK signal transduction pathway. Jianpi Jiedu Recipe inhibited H. pylori-induced p38MAPK and
ATF-2 activity. Conclusion; H. pylori infection increases COX-2 promoter transcriptional activity via p38 MAPK
signal transduction pathway, and Jianpi Jiedu Recipe inhibits H. pylori-induced COX-2 promoter transcriptional
activity through regulating p38 MAPK/ATF-2 signal transduction pathway, which may be one of the mechanisms of

prevention and treatment of gastric cancer.
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