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[ Abstract)

take part in the another type of cancer energy metabolism by not only providing nitrogen and carbon sources

Warburg effect is the main pathway of energy metabolism in most tumor cells. Glutamine

for their metabolism, but also playing an important role in redox homeostasis and signal transduction of tumor
cell. In energy metabolism regulation of cancer, rate—limiting enzyme and key enzymes are really indispens-
able. Recent studies have shown that many factors regulate the metabolism of glutamine in colorectal cancer

cells by affecting key enzymes or rate—limiting enzymes at different levels, providing important references for

the research and clinical treatment of colorectal cancer.
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