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[ Abstract]

nosed early. Most patients have lost their chance of surgery at the time of diagnosis and are not sensitive to radiotherapy

Pancreatic cancer is one of the most fatal malignant tumors in the world. It is difficult to be diag-

and chemotherapy. This has caused lots of difficulties in clinical treatment. In recent years, tumor immunotherapy has be-
come a hot spot in the field of oncology, and great progress has been made in the treatment of pancreatic cancer. A vari-
ety of immunotherapeuticstrategies have emerged, including active immunization, passive immunization, immunological
checkpoint inhibitors, chimeric antigen receptor T cells, and other immunomodulatory strategies. A major feature of pan-

creatic cancer cells is that they express a large number of tumor-associated antigens on their surface, which is suitable for

the targeting of vaccines. Therefore, cancer vaccines have become a promising new treatment.
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