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Abstract: Metastasis is the main cause of cancer-related death. Growing evidence has shown that changes in
glucose metabolism in nasopharyngeal carcinoma cells affect the invasion and metastasis of nasopharyngeal
carcinoma through many pathways. This review summarizes the molecular mechanism underlying
abnormal glucose metabolism in nasopharyngeal carcinoma cells and analyzes its relationship with the
invasion and metastasis of nasopharyngeal carcinoma, including aerobic glycolysis, aerobic oxidation, and
pentose phosphate pathway. The aim is to provide novel approaches using the relationships among glucose
metabolism, invasion, and metastasis in the targeted therapy of nasopharyngeal carcinoma.
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EBV: Epstein—Barr virus; mTORC1: mechanistic target of rapamycin complex 1; NF-kB: nuclear factor kB; FOXC2: forkhead box protein C2; YAP:
Yes-associated protein; PI3K: phosphoinositide 3-kinase; Akt: protein kinase B; HIF-1a: hypoxia-inducible factor 1a; FGF2: fibroblast growth factor
2; FGFRI1: fibroblast growth factor receptor 1; PDK1: 3-phosphoinositide-dependent kinase 1; BART1: BamHI-A rightward transcript 1; GLUT-1:
glucose transporter protein 1; HK2: hexokinase-II; PKM2: pyruvate kinase M2; PFK1: phosphofructokinase 1; LDH: lactate dehydrogenase; MCT1:
monocarboxylate transporters 1; PDHB: pyruvate dehydrogenase B; IDH2: isocitrate dehydrogenase 2; G6PD: glucose-6-phosphate dehydrogenase;
TME: tumour microenvironment; 2-HG: 2-hydroxyglutarate; R5P: ribose 5-phosphate; NADPH: nicotinamide adenine dinucleotide phosphate
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Figure 1 Aberrant glucose metabolism mechanism of nasopharyngeal carcinoma cells and its relationship with cell invasion

and metastasis
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