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The influence of tumor metabolism on immune cells
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Abstract: The Warburg effect indicates that tumor cells use aerobic glycolysis to acquire energy. There are some
abnormal changes in metabolic pathways of tumor cells. Except satisfying the need of their own growth, changes in
tumor metabolism can also regulate the function of immune cells thus promoting tumor immune escape. Now more
and more studies focus on tumor metabolism to find better therapy and medicine. This review summarizes the
influences of tumor metabolism on antitumor immune cells and immunosuppressive cells, and points that targeting

tumor metabolism has great importance on tumor treatment.
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