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Research progress in CAR-T therapy based

on tumor microenvironment

CHEN Mengmeng, FU Huali*, KAN Manman, ZHANG Binggiang™
(Qingdao Restore Biotechnology Co., Ltd., Qingdao Key Laboratory of Tumor and Immunocyte, Qingdao 266000, China)

Abstract: Chimeric antigen receptor T (CAR-T) cell therapies have shown remarkable efficacy in the
treatment of hematologic tumors, but the treatment of solid tumors with CAR-T is still in its infancy. Solid
tumors are characterized by abnormal cell proliferation and angiogenesis, leading to changes in the adjacent
tumor microenvironment. Stimulating the tumor microenvironment promotes changes in the development and
aggressiveness of solid tumors. Therefore, reversing the solid tumor microenvironment is an effective way to
break through the dilemma of CAR-T cells in solid tumors. This review mainly summarizes the challenges
faced by CAR-T cells in the solid tumor microenvironment, such as targeting immune checkpoints, targeting
chemokine receptor networks, targeting tumor vascular system, etc., and providing new strategies for clinical
application of CAR-T cell therapy.

Key Words: chimeric antigen receptor T; solid tumor; tumor microenvironment
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