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Abstract: The relationship between tumor metabolism and immunity is complex and diverse. To date, the
role of tumor-specific metabolic reprogramming in shaping the specific tumor microenvironment in tumor
immunotherapy remains unclear. Lactic acid is the main product of glycolysis, and the aerobic glycolysis of
tumor cells causes lactic acid to accumulate in the microenvironment. Recent studies have shown that the
accumulation of lactic acid in the tumor microenvironment hinders anti-tumor immunity, especially affects
the function, differentiation, and metabolism of immune cells, and participates in tumor immune escape, thus
promoting tumor. This article reviews the effects of lactate accumulation in the tumor microenvironment
on dendritic cells, T cells, NK cells, tumor-associated macrophages, and myeloid-derived suppressor cells.
Targeted intervention of lactate production and efflux by tumor cells is expected to become a new strategy for
tumor immunotherapy.
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