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ABSTRACT: The population of patients with gastric carcinoma in China ranks first in the world. A safe and effective treatment of
gastric carcinoma is the key point in the research. Several studies have shown that Cyclooxygenase-2 (COX-2) overexpression promotes
tumor cell proliferation and inhibition of apoptosis. COX-2 is closely associated with the development of gastric carcinoma, lymph node
metastasis, differentiation, pathological staging and prognosis. COX-2 has become a new target for cancer therapy with COX-2 and
gastric carcinoma in-depth study. In recent years, along with the molecular biology of cancer occurrence and development mechanism of
the deepening of the research, directed cell receptor, signal transduction, cell cycle and angiogenesis targeted anti tumor therapy has
become a new research direction in tumor therapy. Therefore, COX-2, as a specific target for therapeutic strategies for the treatment of
gastric carcinoma, is expected to provide new ideas.
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