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A comparative study on MET protein expression in ovarian epithelial tumor tissue by MET4 and C-28 antibody detection
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Abstract: Objective To evaluate performances of MET4 and C-28 antibody in detection of MET protein expression in ovarian
epithelial tumor tissue. Methods Indirect immunohistochemical method was employed to detect MET protein expression in tissue
microarray of ovarian epithelial tumor,ovarian metastatic adenocarcinoma and normal ovarian. Analysis of immunostaining was per-
formed by Nuance spectral imaging analytic system. Results Positive staining of MET4 and C-28 protein located in cellular mem-
brane and cytoplasm. Total detection rate of MET4 protein was 64. 2% (111/173) , which was higher than that of C-28[50. 2% (87/
173) J(P<C0. 05). Positive expression rate of MET4 protein in primary ovarian epithelial tumors was significantly higher than that
of ovarian metastatic adenocarcinoma(P<C0. 05). Positive expression rates of MET4 and C-28 protein showed no significant correla-
tion with clinicopathological parameters. However, the positive expression of MET4 protein in cytoplasm and C-28 protein in cellu-
lar membrane correlated to pathological grading markedly(P<C0. 05). Conclusion Compared to C-28 protein, MET4 protein proba-
bly has better prospects for clinical application with higher specificity and detection rate.
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