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Abgtract :Objective  To investigate the expresson and clinical significance of ¢-met protein and tissuein-
hibitor of metallopreteinase-2 (TIMP-2) in cervica carcinoma. Methods The expresson of ¢cmet and
TIMP-2 were detected by SP immunohi stochemistry method in 40 cervical carcinoma tissues 13 cervical
intraepithelial neoplasm(CIN) tissues and 15 normal cervical epithelium and cervicitis tissues. Sgnificant
diff erences were anayzed by rank-sum test. Results The positive expresson of ¢met increased remark-
ably from normal tissue to CIN and then to cervical carcinoma. The expresson of ¢ met was postively
correlated with clinical stage and lymph node metastasis. In CIN tissue, the positive expresson of
TIMP2 was much higher than those of normal cervical epithelium and cervicitis tissues. The expresson
of TIMP2 decreased significantly with clinical stage and lymph node metastass. while both had no rele-
vant to pathologic grade. Conclusion Overexpression of ¢ met facilitates the malignant progress of cervi-
cal carcinoma. The TIMP expresson may be an early event in malignant transformation of cervical squa
mous cells. The cmet and TIM P expressons might be usef ul factors of patients with cervical carcinoma.
Key wor ds: Hepatocyte growth factor receptor ; Tissue inhibitor of metalloproteinase 2; Cervical carcino-
ma; Invason and metastass; Correlativity
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