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[ Abstract] Objective To explore the impact of EGFR gene status to the therapeutic effect of first-line chemo-
therapy in patients with advanced lung adenocarcinoma. Methods We had collected the clinical data of patients with
advanced lung adenocarcinoma and treated with first-line combined chemotherapy based on platinum. We had analyzed
the relationship of EGFR gene status with chemotherapeutic effect and progression free survival time. Results  Of all the
271 patients who received first-line chemotherapy with platinum-based drugs, 192 cases (70.8% ) with wild EGFR
gene,79 cases (29.2% ) with mutation EGFR gene. The objective response rates of wild and mutation EGFR were
30.2% and 35. 4% respectively (P =0. 524) , disease control rates were 71. 9% and 81. 0% , respectively ( P =
0.292). The comparison of the RR and DCR of first-line chemotherapy in patients with EGFR mutation and wild lung
adenocarcinoma was of no significant difference. The median progression free survival time of EGFR wild type was 4.6
months and that of EGFR mutation was 5. 3 months, and there was no significant difference between these two types
kinds of patients (P =0.299). Conclusion The impact of EGFR gene mutation to the short-term effect and progression
free survival of first-line chemotherapy is not significant.
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