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Effect of Helicobacter pylori Tipa protein on sensitivity
of gastric cancer cells to cisplatin”
TANG Junmei ,ZHANG Qifang ,HE Siming \CHEN Yongchang ,CAI Li
(Department of Gastroenterology, Nanxishan Hospital of Guangzxi Zhuang
Autonomous Region sGuilin ,Guangzi 541002 ,China)

[Abstract] Objective To study the role mechanism of Helicobacter pylori Tipa protein on the sensitivi-
ty of gastric cancer cells to cisplatin based on the PI3K/Akt signaling pathway. Methods The gastric cancer
SGC-7901 cells were stimulated by using Tipa, the cell viability was detected by using CCK8;the cell apopto-
sis was detected by using flow cytometry;the expression levels of PI3K/Akt signaling pathway related pro-
teins PI3K, p-PI3K, Akt, and p-Akt were detected by using the Western blot; the PI3K/Akt inhibitor
LY294002 was used to pretreat the cells to block the PI3K/Akt signaling pathway,and then the relationship
between the activity of PI3K/Akt signaling pathway and the effect of Tip protein on the sensitivity of gastric
cancer cells to cisplatin was investigated. Results Compared with the cisplatin group,the cell viability,inva-
sion ability,p-PI3K/PI3K ratio value and p-Ak/Akt ration value of the Tipa combined with cisplatin group
were significantly increased,the apoptosis rate was significantly reduced,and the differences were statistically
significant (P<C0. 05) ;the .LY294002 pretreatment could reverse the inhibitory effect of Tipa on the sensitivi-
ty of gastric cancer cells to cisplatin. Conclusion Tipa could inhibit the cisplatin sensitivity of gastric cancer
cells by activating the PI3K/Akt signaling pathway.

[Key words] Tipa;gastric cancer;cisplatin; PI3K/Akt signaling pathway
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