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Regulation of lactate metabolism and targeted therapy in tumors
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(‘Department of Pharmacy, Binzhou Medical University, Yantai 264003, China;
The First School of Clinical Medicine, Binzhou Medical University, Yantai 264003, China)

Abstract: Metabolic changes are an important feature of tumors. In order to meet the rapidly growing

demand, cancer cells still use glycolysis as a way of energy supply under aerobic conditions. Excess glycolysis

leads to increased intratumoral lactate production, lactate is excreted into the tumor microenvironment through

lactate transporters, which promotes tumor development through a variety of pathways. On the one hand,

lactate promotes tumor immune escape by affecting the function of immune cells, on the other hand, it acts as a

signaling molecule to regulate gene expression. In this review, the important role of lactate in tumors and

tumor microenvironment, the regulation of lactate metabolism enzymes, the research progress of lactate

metabolism inhibitors are summarized. This review summarizes the current research on epigenetic

modification and post-translational modification of lactate metabolic enzymes, in order to provide theoretical

reference for finding new targets for targeting lactate metabolism.

Key Words: lactic acid; lactate dehydrogenase; monocarboxylate transporters; epigenetic modification
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