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[Abstract] Oral cancer is the sixth most common tumour worldwide. The 5-year survival rate of oral cancer is lower than
60%, and this disease seriously affects human health and quality of life. The cyclooxygenase (COX)-2/prostaglandin (PG)
E, pathway is significantly elevated in oral tumour tissues. This pathway is thus closely related to oral cancer. The COX-2/
PGE, pathway can upregulate epidermal growth factor receptor to enhance cancer growth, upregulate vascular endothelial
growth factor to promote angiogenesis and upregulate Bel-2 to induce cancer apoptosis. The COX-2/PGE, pathway is one
of the most important regulatory pathways in oral cancer. This article will summarise the latest research progress on this
pathway in oral cancer.
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