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Effect of cytokine induced Kkiller cells combined with p38 inhibitors on esophageal carcinoma cells
EC109
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(1. Department of Thoracic Surgery,the First Affiliated Hospital of Xinxiang Medical University , Weihui 453100, Henan Prov-
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Abstract: Objective To investigate the effect of cytokine induced killer( CIK) cells combined with p38 inhibitors on
esophageal carcinoma cell EC109. Methods Healthy human peripheral blood mononuclear cells were isolated and induced to
CIK cells,and flow cytometry instrument was used to detect the immune phenotype. The esophageal carcinoma cell EC109 were
divided into 4 groups: blank control group ( without any treatment ) , p38 inhibitor group (adding p38 inhibitor) , CIK group
(adding CIK cells cultivated for 14 days)and combined group ( adding p38 inhibitor and CIK cells). Lactate dehydrogenase re-
lease method was used to detect the survival rate of esophageal carcinoma cells EC109 in each group. The phase arresting rate
and apoptosis rate of esophageal carcinoma cells EC109 in each group was detected by flow cytometry. Results In blank con-
trol group,p38 inhibitor group, CIK group and combined group, the survival rate of esophageal carcinoma cells EC109 was
100. 00% ,75.00% ,50.00% and 25.00% respectively,the G, phase arresting rate of esophageal carcinoma cells EC109 was
31.46% ,42.04% ,50.16% and 72.02% and the apoptosis rate of them was 7. 15% ,19.31% ,42. 15% and 67.17% re-
spectively. The survival rate, phase arresting rate and apoptosis rate of esophageal carcinoma cells EC109 in p38 inhibitor
group, CIK group and combined group were significantly higher than those in blank control group( P <0.05) ,while they were
significantly higher in combined group compared with those in p38 inhibitor group and CIK group( P <0.05). Conclusion
Combination of CIK with p38 inhibitors has powerful effect of killing activity on esophageal cancer EC109 cells.
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Fig.2 Esophageal cancer EC109 cell cycle in each group
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Fig.3 Apoptosis of esophageal cancer EC109 cell in each group
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