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Metabolic reprogramming mediates tumor immune microenvironment remodeling

LI Xingchen', DENG Hong’, YU Jinpu' (1. Cancer Molecular Diagnostics Centre, Tianjin Medical University Cancer Institute and
Hospital, National Clinical Research Center of Caner, Tianjin Key Laboratory of Cancer Prevention and Therapy, Tianjin Clinical
Research Center for Malignant Cancer, Tianjin Key Laboratory of Cancer Immunology and Biotherapy, Tianjin 300060,
China; 2. Tianjin Lung Cancer Institute, Tianjin Medical University General Hospital, Tianjin 300052, China)

[Abstract] Metabolic reprogramming is one of the characteristics of tumors and an important potential target for tumor therapy. The
effect of the interaction between tumor and immune cells on metabolic reprogramming is one of the key factors determining the anti-
immune response. More and more evidences show that tumor metabolism not only plays a key role in maintaining tumor genesis and
survival, but also affects immune cells by releasing metabolites such as arginine and PGE2. The interaction between tumor cells and
immune cells leads to metabolic competition in the tumor immune microenvironment, which limits the normal metabolism of nutrients
and forms an acidic environment, and ultimately leads to a weakened anti-tumor immune response and the formation of an
immunosuppressive microenvironment, hindering the functions of anti-tumor immune cells. At present, there are increasing evidences
show that metabolic reprogramming occurs in immune cells during their proliferation, differentiation and performance of cellular
functions, which is the key to the immune response. Therefore, understanding how the metabolic reprogramming of tumor cells and
immune cells regulates the anti-tumor immune response will enable researchers to find therapeutic means targeting metabolic pathways
in anti-tumor immunotherapy.
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