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Expression and significance of GSK-33 and MIF
in hypopharyngeal carcinoma

YUE Wen-hui', YU Tie-li’, XIANG Qing-hua' , ZOU Liang-yu', LI Lian-he'
(1. Department of Otolaryngology, Chaoyang Center Hospital, Chaoyang 122000, China; 2. Department of Anesthesiology ,
Affiliated Hospital of Chengde Medical College, Chengde 067000, China)

Abstract: Objective To investigate the expressions of glycogen syntlase kinase-38 ( GSK-33) and macrophage
migration inhibitory factor ( MIF ) in hypopharyngeal carcinoma and to discuss their relevance and the roles in
carcinogenesis and development of this tumor. Methods Immunohistochemical technique was used to detect the protein
expressions of GSK-3B and MIF in specimens of 46 hypopharyngeal carcinoma tissues and corresponding para-carcinoma
tissues as well as 20 normal hypopharyngeal mucosae. Results ~(DThe expression of GSK-3B protein in hypopharyngeal
carcinoma tissues was significantly higher than those in the para-carcinoma tissues and normal mucosae (both P <0.05).
(2The expression of MIF protein in hypopharyngeal carcinoma tissues was also significantly higher than those in the para-
carcinoma tissues and normal mucosae (both P < 0.05). (3 The expression of GSK-3B protein in hypopharyngeal
carcinoma was correlated with lymph node metastasis, clinical stage and histological grade of the tumor respectively (all P
<0.05). @The expression of MIF protein in hypopharyngeal carcinoma was correlated with lymph node metastasis and
clinical stage of the tumor (both P <0.05). 3 There was no correlation between the expressions of GSK-38 and MIF in
hypopharyngeal carcinoma. Conclusion The expressions of GSK-38 and MIF may contribute to the carcinogenesis and
development of hypopharyngeal carcinoma.
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