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[ Abstract]  Objective To investigate the relationship between the epidermal growth factor receptor
(EGFR) and KRAS gene mutations and clinical characteristics and prognosis of young and middle-aged pa-
tients diagnosed with lung adenocarcinoma. Methods The expression of EGFR and KRAS genes in 168 lung
adenocarcinoma patients aged 18 to 40 years was detected and relevant clinical data were collected. Clinical
characteristics, therapeutic procedures and clinical prognosis between patients with mutant and wild-type EGFR
and KRAS genes were statistically compared. Results  Among 168 lung adenocarcinoma patients, 74
(44.0% ) were determined to have an EGFR mutation, and exon 19 and 21 mutation accounted for 90. 5%
(67/74). Among them, the proportion of the young female was 58. 1% , and 73.0% for the non-smokers, sig-
nificantly higher compared with 37.2% and 52. 1% of their counterparts with wild-type EGFR ( both P <
0.01). The overall response rate (ORR) and progression-free survival (PFS) of EGFR mutation patients trea-
ted with EGFR inhibitor (EGFRI) were significantly higher than those of their counterparts receiving the first-
line chemotherapy (both P <0.05). Eight patients (4. 8% ) were detected to have KRAS mutation at exon 2.
Five cases received the first-line chemotherapy, and 3 treated with EGFRI. The ORR and PFS of 5 patients re-
ceiving EGFRI therapy were 2/3 and (8.4 £5.7) months, and 2/5 and (6.4 +£3.6) months for their counter-
parts treated with the first-line chemotherapy. The ORR and PFS of EGFR mutant patients were significantly
higher than those with wild-type EGFR (both P <0.05). No statistical significance was identified in terms of
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the prognosis between patients with mutant and wild-type KRAS (both P >0.05). Conclusions Young and

middle-aged lung adenocarcinoma patients have a low risk of KRAS mutation, whereas a high risk of EGFR mu-

tation. A majority of EGFR mutation patients are the female and non-smokers. EGFR mutant patients can ob-

tain favorable clinical prognosis after EGFRI therapy. The clinical prognosis of EGFR mutant patients is better

than that of those with wild-type EGFR.
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