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Advances in studies on relationship between tumor metabolic rearrangement
and tumor chemotherapy resistance
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Abstract: Metabolic reprogramming of tumor cells is considered to be one of the ten features of tumors. It usually occurs in tumor
tissues to meet the bioenergy, biosynthesis, and redox requirements for the rapid proliferation of tumors. With the reprogramming of
tumor metabolism, some intracellular or extracellular metabolites have profound effects on gene expression, cell differentiation and
tumor microenvironment. At the same time, tumor metabolism is also closely related to chemotherapy resistance. This review

discusses the relationship between metabolism and chemoresistance, and we conclude that dysregulated metabolic pathways can be

used as a potential therapeutic target to suppress the tumors that are resistant to conventional treatment.
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