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Abstract Objective To investigate the relationship of serum CEA,CA199 concentration with TNM staging, differentiation grade,

pathology type and cell proliferation of colorectal cancer. Methods

There were total 292 cases collected. The differences of the serum

concentration of CEA and CAl99 were analyzed by stastics among clinicopathology parameters. Results The high level serum CEA were

statistically significant between TNM staging, differentiation grade, pathology type( P <0.05). The high level serum CA199 were statisti-

cally significant between TNM staging, differentiation grade ( P <0.05). The advancer of the TNM staging was, the higher concentration of

serum CA 199 was (P <0.05). Conclusion Preoperative serum concentration of CEA and CA199 could be one of the indicators to assess

the clinicopathology of colorectal cancer.
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Expression and Significance of Notchl Receptor and EGFR in Ameloblastoma of the Jaw. Yang Wenjun, Huang Hongjie, Liu Juan, Wu
Xiangyan ,Hu Xiangrong. Department of Pathology, Affiliated Hospital of Hangzhou Normal University, Zhejiang 310015 ,China
Abstract

To detect the expression of Notchl and EGFR receptor in ameloblastoma of the jaw, and to explore the poten-

Objective
tial role of Notch signaling pathway and EGFR in this tumor. Methods Tissue specimens of 69 ameloblastomas of the jaw and 5 tooth
germs were detected by immunohistochemistry to determine the expression of Notchl receptor and EGFR. Results In tooth germs,
Notchl receptor and EGFR were expressed in odontodenic epithelium. Notchl receptor had a widespread pattern of expression in all amelo-
blastoma specimens. Immunostaining was located in cellular membrane and cytoplasm. High expression of Notchl receptor was mainly dis-
tributed in peripheral columnar or cuboidal neoplastic cells. A low level of Notchl receptor was observed in central polyhedral neoplastic
cells. The pattern of epidermal growth factor receptor expression was very similar to Notchl expression. Conclusion The present study
demonstrated that Notchl receptor and EGFR were unequivocally expressed in tooth germs and ameloblastoma of the jaw. The pattern of
expression revealed that Notchl signaling pathway cross — talk with epidermal growth factor receptor,and they might play a potential role in
the tumorigenesis of ameloblastoma.
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