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[Abstract]
tured with CD4" T cells. Methods The isolated and identified mouse spleen lymphocytes were co-cultured with human
gastric cancer SGC-7901 cell line and human gastric cancer BGC-823 cell line, and divided into SGC-7901 co-culture
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Objective To observe the differentiation of Th17 cells in different gastric cancer cell lines co-cul-

group, BGC—823 co-culture group, and control group. Th17 cells were detected by FCM and the percentage of CD4"
IL-17A " cells was calculated. Results The number (%) of CD4" IL-17A" cells in SGC-7901 co-culture group,
(5.17£0.14)%, (1.96+£0.29)% . Compared with
SGC-7901 co-culture group, the number of Th17 cells in BGC-823 co-culture group was significantly increased (P<

BGC-823 co-culture group, and control group were (3.97+0.27)%,
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pE.

0.05). Conclusion The differentiation of CD4" T cells into Th17 cells is increased in gastric cancer environment.
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