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[ Abstract] Altered metabolism is one of the hallmarks of cancer. Metabolic reprogramming contributes to energy acquisition,
biomass synthesis and redox balance maintaining for cell survival and rapid growth. Metabolic reprogramming results in the change
of specific metabolites level or type within or out of cell, which promotes tumor growth by affecting gene expression, cell status, and
tumor microenvironment. Glucose metabolism, glutamine metabolism, and lipid metabolism are the most significant altered metabolic
pathways in tumor cells. Targeting altered metabolic process can significantly suppress tumor growth and promote tumor cell
apoptosis. Drug resistance remains as a great in cancer therapy. The alterations in the metabolic pathways have been proved to have

great relevance with therapeutic resistance. Targeting metabolic processes of drug-resistant tumor may reverse drug resistance.
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