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Cyclooxygenase-2 and its inhibitor and multidrug resistance
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Abstract: At present, multidrug resistance(MDR) is the most common and difficult problem of failure of
chemotherapy. Cyclooxygenase-2 ( COX-2) participated in the development of tumor. Recently, the study
showed that COX-2 was closely related to multidrug resistance of tumers and played an important role in

the development of MDR through many paths. In this article the relationship between COX-2 and MDR is

reviewed.
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