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The mRNA expression of osteopontin in Nasopharyngeal carcinoma tissues by quantitative real-time fluorescence PCR"
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Abstract: Objective  To detect the expression of OPN in Nasopharyngeal carcinoma (NPC), and to evaluate the correlation be-

tween OPN expression and clinicopathological factors. Methods Real-time polymerase chain reaction (real-time PCR) assay was
performed to detect the expression of OPN in NPC tissue samples. The correlation between the OPN expression and clinicopatho-
logical factors was evaluated. Results In NPC tissues, the expression levels of OPN mRNA was significantly higher than those in
the nasopharyngeal inflammation tissues (P<C0.05), and the expression level were significantly correlated with T, N and clinical
stage( P<C0. 05). Conclusion All these findings suggest that overexpression of OPN is closely associated with metastasis and pro-
gression of NPC. Therefore, we can speculate that OPN could be effective prognostic markers in the future for individualized treat-
ment of patients with NPC.
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