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Objective: To explore the expressions of focal adhesion kinase (FAK) and the fibroblast growth
Method: The expressions of FAK

Abstract
factor-2( FGF-2) in nasopharyngeal carcinoma and their clinical significances.
protein and FGF-2 protein in nasopharyngeal carcinoma and nasopharyngitis were detected by immunohistochemi-
cal method,and their correlations with clinicopathological parameters were analyzed. Result: There were statistical-
ly significant differences in expression rates of FAK and FGF-2 protein between nasopharyngeal carcinoma group
~0. 05).

node metastasis (P=20, 01,P=<20. 05). There were no correlation between expression of FAK and FGF-2 protein

and nasopharyngitis group (P = The expression of FAK and FGF-2 protein were correlated with lymph

and other pathological parameters (P >0, 05), There was a positive correlation between FAK expression and

Conclusion ;
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FGF-2 expression (r= 0. 350, P<Z0, 01).

The high expressions of FAK and FGF-2 protein correlate

with the oncogenesis and development ol nasopharyngeal carcinoma,
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