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Abstract

Objective To analyze the correlation between the epidermal growth factor ( EGFR) gene mutations and tumor mark-
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ers carcinoembryonic antigen ( CEA) ,carbohydrate antigen 125 ( CA125) , carbohydrate antigen 199 (CA199) in non - small cell lung
cancer (NSCLC).Methods The tumor markers (CEA,CA125,CA199) were detected before surgery in 78 cases of non — small cell lung
cancer patients in hospital from January 2010 to October 2010, while EGFR genetic examination from surgical tumor specimens was per-
formed, and statistical analysis of results was carried out. Results In 78 patients, EGFR mutation rate was 55.1% ,and of these,16 pa-
tients had No. 19 deletion mutation, with the mutation rate of 20. 5% ,while 27 patients had No.21 L858R point mutation, with the mutation
rate of 34.6% . Thirty — seven patients had positive expression of CEA in patients with NSCLC, accounting for 47.44% ,and all the pathol-
ogy diagnosis were adenocarcinoma. Twenty — eight patients were positive for CA125 expression, accounting for 35.90% . CA199 expression
was positive in 11 patients, accounting for 14. 1% . Conclusion Positive EGFR mutation and increased serum level of tumor markers of
CEA,CAI125 has statistical significance. There wasn't statistically significant in CA199 expression. Therefore, in patients with advanced

lung cancer being unable to be surgically treated and having no satisfactory tissue samples to perform EGFR genetic exams,CEA — positive

may suggest a higher rate of EGFR mutations.
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