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Research progress on anti-tumor effect and its mechanism of celecoxib
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Abstract: Celecoxib is a specific cyclooxygenase-2 inhibitor, and has anti-inflammatory, analgesic, and antipyretic effects. In recent
years, the antitumor effect of celecoxib has received extensive attention, and has been applied to adjuvant chemotherapy and
radiotherapy for gastrointestinal cancer, breast cancer, lung cancer, liver cancer, prostate cancer, and so on. This article reviews the
antitumor effect of celecoxib and summarizes its mechanism, such as inhibiting tumor cell proliferation, inhibiting tumor cell invasion
and metastasis, inhibiting tumor angiogenesis, inducing tumor cell differentiation, inducing tumor cell apoptosis, regulating tumor
immunity, and reversing multidrug resistance of tumor cells, in order to provide drug reference for further research and clinical tumor
prevention and treatment of celecoxib.
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