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ABSTRACT; Objective To observe the clinical outcome and epidermal growth factor receptor
(EGFR) mutation rate in smoking/never smoking advanced non ~ small — cell lung cancer ( NSCLC)
patients, who were treated with gefitinib and concurrent thoracic radiation (RT). Methods Patients
of this study had gefitnib oral tablet, 250 mg/d, from the 1st day of RT until the 60th day after RT.
Thoracic radiation was performed in four dose cohort. DNA was extracted from 27 tissue samples and
40 plasmas of 40 enrolled patients. Amplification Refractory Mutation System ( ARMS) was used for a-
nalysis. Results In never smokers and smokers, response rate (RR), disease control rate (DCR)
were 5% , 90% and 25% , 75% respectively. Overall survival rate was 14.6 m (95% CI. 9.2 -20.
Om)and 10.7 m (95% CI; 9.4 -12.0 m) (P =0.8) respectively. One — year survival rate was
70% and 45% respectively. EGFR mutation was found in 9 patients. Six were exon 19 in ~ frame de-
letion. Two(5% ) were exon 21 point mutation L858R. Meanwhile, and one less common point muta-
tion T790M in exon 20 was also identified, which has been reported as one possible explanation for

resistance to gefitinib . Five EGFR activating mutation occurred in never — smokers and 3 in smokers .
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Conclusion Never smoking NSCLC patients could get more benefits in gefitnib — based therapy than

smoking patients, ' EGFR mutations are more {requent in never smokers.

KEY WORDS: smoking; non - small — cell lung cancer( NSCLC) ; epidermal growth factor

receptor ( EGFR) ; gefitinib; radiotherapy
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