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Influence of Helicobacter pylori infection on autologous DC-CIK maintenance
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Abstract  Objective: To evaluate the effect of Helicobacter pylori ( Hp) infection on the outcome of maintenance thera—
py with autologous dendritic cells-cytokine induced killer ( DC-CIK) cells in gastric cancer patients. Methods: Seventy—
two patients with advanced gastric cancer aged 2990 years who were admitted to the Department of Oncology of No. 174
Hospital of PLA between June 2010 and June 2012 were included in this study. Based on the gastroscopic findings pa—
tients were divided into two groups: Hp-positive and Hp-negative. Both groups received two courses of autologous DC-CIK
immunotherapy after surgery or radiotherapy and chemotherapy. At the end of treatment DC differentiation and matura—
tion treatment efficacy and patients outcomes in the two groups were analyzed. Results: No significant difference was ob—
served in the morphology and maturation status of DCs between two groups ( P >0.05) . Levels of CD83 and CD86 on the
surface of DCs were significantly higher in the Hp-positive group than those in the Hp-negative group ( P <0.01) but

surface levels of HLA-DR in DCs had no significant difference between two groups ( P >0.05) . In the Hp—positive group
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the quality of life KPS score and levels of T lymphocyte markers (CD3* CD4" and CD8 ") were significantly increased
(P <0.05) but levels of tumor markers CEA CA199 and CA724 were significantly decreased ( P <0.05) after treat—
ment. In the Hp-negative group levels of tumor markers and the T lymphocyte markers were significantly different before
and after treatment ( P <0.05) but the KPS score was not significantly improved ( P >0.05) . Hp—positive patients had
better KPS score higher levels of CEA and CA199 and more abundant CD3 * CD4 " T cells than Hp-negative patients ( P
<0.05) . In contrast the two groups did not significantly differ in tumor stability CA724 expression and the number of
CD8 " T cells ( P >0.05) . At the end of 2—years follow-up the median survival time was 12. 64 months in the HPpositive
group and 11.42 months in the HP-negative group ( P <0.05) . Conclusion: Hp infection may help stabilize the tumor
size improve the quality of life and prolong the survival time in patients with advanced gastric cancer undergoing mainte—
nance therapy with DC-CIK cells.
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Tab.3 Expression of the tumor markers between Hp* and Hp~ groups before and after DC-CIK treatment p,/(ng * ml )

Group CEA CA199 CA724

Hp~

Pre-ireatment 42.353 +17.792 60. 080 =32. 850 43.148 +26. 108
Post-treatment 36.61 +17.229° 52.015 +29.033" 37.177 £21.741"
Hp*

Pre-treatment 41.385 +16.786 56.958 +36.076 42.738 +29. 880
Post-ireatment 29.443 +15.444* 2 43.388 £24.925* %4 28.835 +19.068***

" P<0.05 **P<0.01 vs pre4reatment in the same group; “P <0.05 vs post-reatment in the Hp~ group
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Tab.4 Expression of T cell subset in Hp* and Hp ~ patients before and after DC-CIK treatment ( %)

Group CD3* CD4* cD8* CD4* /CD8*
Hp~

Pre-treatment 56.934 +8.811 29.519 £9.339 27.116 £7.199 1.173 £0. 560
Post-treatment 60.279 +9.883" 31.795 +9.899° 24.484 +6.226** 1.425 £0.696 " *
Hp*

Pre-treatment 57.092 +7.998 29.708 8. 635 27.105 +7.827 1.195 +0.626
Post-treatment 64.288 £8.849% %% 36,175 +8.875* %% 25.374 +7.376 1.543 +0.622*

" P<0.05 **P<0.01 vs pre4reatment in the same group; “P <0.05 vs post-reatment in the Hp~ group
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