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Recent applications of metabolic flux analysis in tumor metabolism
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[ Abstract] Metabolism is fundamental for biological process. Metabolic disorders are closely related to many diseases such as
diabetes, tumors and inflammation. Metabolic reprogramming plays critical role in the transformation, progression and metastasis of
cancer. Metabolic flux analysis is an important tool to study tumor metabolism by using stable isotopes to label important metabolites
and traces its metabolism in organisms to learn the activity and dynamic changes of specific metabolic pathways. Recently, metabolic
flux analysis has been widely used in the study of tumor metabolism as an important tool for understanding new mechanisms of tumor
metabolic reprogramming. This review briefs the recent applications of metabolic flux analysis in tumor metabolism studies such as
nutrient sources for tumor growth, tumor-specific metabolic pathways, etc.
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