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Expression and siginificance of CAXII in the Oral Squamous Cell Carcinoma. Yu Shaozhuang,Yin Xuemin,Wang Deming et al. Depart-
ment of Oral and Maxillofacial Surgery, College of Stomatology, Harbin Medical University , Heilongjiang 150000, China

Abstract Objective To explore the expression of CAXI and its correlation with clinical pathologic findings in the oral squamous
cell carcinoma( OSCC). Methods Immunohistochemisiry method was applied to measure the expression of CAXI in 60 cases of OSCC
and 20 cases of normal oral mucosa tissues,serum CAXI was measured with ELISA in 30 patients with OSCC and 10 healthy controls. The
relationship of CAXI with the clinicopathologic features of OSCC patients were analyzed. Results CAXI was positive in 43/60 cases of
0SCC, with the positive rate of 71% ,which was significantly higher than that of the normal oral mucosa( P <0.05). The expression of CA
XI was siginificantly associated with the clinical stages .tumor size of OSCC (P <0.05) ,but was not associated with sex,age,lymph node
metastasis of patients with OSCC and differentiation of OSCC (P >0.05). Serum levels of CAXIl were higher in the patients with OSCC
than heathy controls(Z =4.685, P =0.00) ,there was no siginificant difference among clinicopathologicl characters( P >0.05). Conclu-
sion CAX[ might play an important role in the development and invasion of OSCC. Quantification of serum CAXI may be a valuable tool in
the diagnosis and treatment of OSCC.
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