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Abstract:The immune system which can identify and remove emerging non-self components,in-
cluding tumor cells,plays an important role in regulating tumor growth. The ability of genetically
mutated cells to form tumors depends on the interaction between tumor cells and the immune sys-
tem. Tumor immunotherapy is a therapy of improving the specificity and long-term memory of tis-
sue-adapted immune response by activating the autoimmune system to achieve lasting tumor re-
gression and possible healing treatments. The preliminary results of clinical trials have confirmed
the efficacy of immunotherapy for gastric and gastroesophageal junction cancer at present,and the
methods and the latest clinical progress of the immunotherapy are reviewed in this article.
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