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Research Progress on Cyclooxygenase-2 in Colorectal Cancer and Its
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Abstract : Since 1970s,the epidemiological studies have demonstrated that non-steroidal anti-inflammatory drugs
can reduce the incidence and mortality of colorectal cancer. Further studies confirmed that cyclooxygenase 2
(COX-2) was the target of drug action,the inhibition of COX-2 would affect the occurrence and development of
colorectal cancer,but the mechanism is still unclear. It has been reported that COX-2 promotes proliferation and
inhibits apoptosis of colorectal cancer cells and enhances angiogenesis in cancer tissue. This article reviews the
latest progress on the relationship between COX-2 and the development of colorectal cancer and the potential
application of COX-2 as a therapeutic target for colorectal cancer.
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Figure 1 The relationship between cyclooxygenase and inflammation
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Figure 2 The mechanism of cyclooxygenase-2 promotes colorectal cancer
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