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THE ROLE OF TRANSPORTERS AND LACTATE
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CANCER
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Abstract: Aerobic glycolysis is a characteristic metabolic pathway of tumor cells. Most tumor cells promote the growth
and metastasis of tumor cells, including breast cancer, by increasing glucose uptake rate, enhancing glycolysis activity and
producing large amounts of lactic acid. Breast cancer is the most common tumor in women and the leading cause of tumor
death. Most breast cancers have the activity of glycolysis, in which the expression of glucose transporter (GLUT), monocarbox—
ylic acid transporter (MCT), lactate dehydrogenase (LDH) and other key enzymes of glycolysis affect the progression of breast
cancer, which provides reference for improving the prognosis of patients and targeted therapy for tumors.
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