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Abstract : Gastric cancer is one of the cancers with the highest incidence. The existing radiotherapy,
chemotherapy and surgical therapy are not effective enough for patients with advanced gastric cancer. Im-
munotherapy has been rapidly developed and expected to be an effective method for treatment of advanced
gastric cancer. Patients with gastric cancer are often in an immunosuppressive state with diverse molecular
types. Currently, preclinical and clinical trials of immunotherapy mainly include immunological checkpoint
inhibitors, adoptive cellular immunotherapy and cancer vaccines. The main development direction of im-
munotherapy in the future may be to improve the safety and effectiveness of the existing immunotherapy,
according to the individual characteristics of gastric cancer patients to match appropriate immunotherapy
and to search for new immunotherapy.
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