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Abstract Abnormal metabolism is a hallmark of cancer. Metabolic reprogramming of cancer cells is re-
quired for increased demands of energy and biomacromolecules, as well as mitigate oxidative stress to support can-
cer cell survival and metastasis. Remodeling of metabolic enzymes within tumor cells and tumor microenvironment
reprogram glucose metabolism, which accelerates tumor initiation and development. This article reviews the func-
tions of tumor glucose metabolic reprogramming, and proposes therapeutic strategies based on the tumor metabolic
mechanisms and recent works.
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Fig.1 Glucose metabolism in cancer cells
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