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Expression of MCL1 in Human Nasopharyngeal Carcinoma and Its Clinical Significance. Guo Junyuw, Li Zewen. Department of Otolaryn-
gology, Xiaogan Central Hospital, Hubei 432100, China

Abstract Objective To explore the expression of myeloid cell leukemia 1 protein (MCL1) and its clinical significance in naso-
pharyngeal carcinoma and nasopharyngeal cells. Methods Immunohistochemistry was used to detect the MCLI expression levels of na-
sopharyngeal carcinoma and normal nasal mucosal tissues, and to analysis the relationship between MCLI expression and clinic pathological
features of patients with nasopharyngeal carcinoma. Western blot was used to analysis the MCL1 expression levels of nasopharyngeal cells
CNE2,CNEland normal nasal mucosal cell NP — 69. Results The positive rate of MCL] in nasopharyngeal carcinoma patients was
58.3% (35/60) , and the positive rate of MCL1 in normai patients was 23.8% (5/21). The results showed the expression level of MCLI
in nasopharyngeal carcinoma was significantly higher than normal tissues( P <0.05). MCLI expression had obvious correlation with clini-
cal stage, T stage and lymph node metastasis of nasopharyngeal carcinoma( P <0.05). The expression level of MCL1 in CNE2 and CNE1
cells was significantly higher than in NP — 69 cell. Conclusion MCLI is positively expressed in the majority of NPC, and its expression
levels may be related to the patient’s prognosis.

Key words MCLI gene;Nasopharyngeal carcinoma;Clinical significance
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