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[Abstract] Pancreatic cancer is one of the malignant tumors of digestive system with high malignancy and poor prognosis,
so is called the "king of cancer"” since resulting in an extremely high mortality rate. The death cases account for more than 90% of
new cases in 2020, and there is still a lack of better treatments for pancreatic cancer. Chimeric antigen receptor T cell (CAR-T)
immunotherapy has achieved great success in hematological malignancies, with an overall remission rate reached more than 80%. At
present, five CAR-T products have been approved by the US FDA for listing, which marks a new era of anti-cancer road. In recent
years, many scientists have focused their attention on CAR-T therapy to treatment of pancreatic cancer and have made good progress.
The recent progress was summarized in present article of CAR-T therapy in treatment of pancreatic cancer including the selection of
CAR-T targets, existed early clinical research, safety assessment, existed problems and challenges, etc., aiming to provide new ideas
for pancreatic cancer immunotherapy.
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Fig.1 The in vitro modification process of CAR-T cells and target selection for pancreatic cancer
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Fig.2 Relationship between the CAR-T antigen target of pancreatic cancer and the prognosis of patients
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Tab.1 Clinical trial of CAR-T therapy for pancreatic cancer
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