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[ Abstract]
in different stages of their occurrence and development. The stable isotope metabolic flux analysis technology

Metabolic reprogramming is a hallmark of tumors. Tumors own unique metabolic patterns

uses stable isotope to trace the metabolites in tumors and crystallize tumor metabolism network. Stable iso-
tope metabolic flux analysis is a useful tool for studying tumor metabolism, which can determine the nutri-
tional sources, find the metabolic liabilities, confirm the metabolic pattern of tumors, and discover new
mechanisms of tumor metabolic reprogramming, thus providing theoretical bases for imaging, diagnosis,
treatment and evaluation of tumor. This article reviews the applications of stable isotope flux analysis in

tumor metabolic reprogramming.
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