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Expression of mismatch repair gene hMLHI in tissue of human nasopharyngeal carcinoma and its significance”
Tan Xiaohong' s Liu Zhihui*® ,Cen Hong' ,Li Gang® ,Lao Yongcong'

(1. The Third Department of Chemotherapy ,the Af filiated Tumor Hospital of Guangxi Medical University , Nanning ,
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Abstract: Objective To explore the expression of mismatch repair gene hMLLH1 in tissue of human nasopharyngeal carcinoma
(NPC) and its relation to clinical pathological features. Methods Two-step immunohistochemistry was employed to detect the ex-

pression of hMLH1 in 132 tissue samples of NPC and 50 mucosa tissue samples of chronic nasopharyngeal inflammation. Results
The positive expression rate of hMLH1 in NPC tissue was 55. 30 % , which was significantly lower than that(76. 00%) in mucosa
tissue of chronic nasopharyngeal inflammation(P < 0. 05). The expression of hMLHI1 in NPC tissue had relationship with T, N
staging and clinical staging of NPC as well as the presence of distant metastasis(P<C0. 05) , while no relationship with age and gen-

der. Conclusion The expression level of hMLH1 decreases in NPC tissue and hMLH1 may serve as one of biological markers to

predict the prognosis of NPC.
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