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Summary: Non-small cell lung cancers (NSCLC) constitute approximately 80% of all 
morphological types of lung cancers. The histological subtype appears to be a 
major determinant of survival and subsequent therapy. The receptor for 
epidermal growth factor (EGFR) is expressed in normal human cells to a much 
lower level, while metaplastic bronchial epithelial and human tumors often 
express high levels of epidermal growth factor and his receptors. The 
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overexpression of EGFR has been observed in 40-80% of NSCLC and has 
been associated with tumor aggression, high proliferative activity and a poor 
prognosis. Mutations in the tyrosine kinase domain coding range from 9.4% to 
40% in different populations and races. The article covers the epidemiology, 
mutations in NSCLC, analysis of gene family and their frequency in different 
races and regions. Advances in the target therapy with tyrosine kinase inhibitors 
require accurate histologic subtyping, immunohistochemistry and genetic 
analysis. We also reviewed the new diagnostic algorithms for lung cancer, which 
comply with the revised pathological classification and multidisciplinary 
classification of adenocarcinomas. 
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