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[ Abstract]  Since chimeric antigen receptor T-cell (CAR-T) immunotherapy has achieved remarkable results in hemato-
logical tumors, CAR-T therapy has gradually become a hot topic in solid tumors. Gastrointestinal tumor is the most common
type of cancer in the world. It is urgent to find novel and efficient treatment methods for patients who lack surgical indications
or those who with poor radiotherapy and chemotherapy outcomes. CAR-T therapy has made some achievements in the treat-

ment of digestive system neoplasms, but there are still some obstacles to overcome. This paper reviews the current status and

challenges in CAR-T therapy for common digestive system neoplasms.
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