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[ Abstract] Objective To observe the curative and side effect of Gefitinib and Docetaxel as the second-line
treatment for advanced adenocarcinoma of lung. Methods Atotal of 78 patients with advanced adenocarcinoma of
Lung who had failed to previous firstline chemotherapy were randomly divided into two groups : gefitinib group and
docetaxel group.In the gefitinib group, patients were given orally 250 mg of gefitinib once daily, maintenance
therapy until disease progression or patients could not tolerate the side effects.In the Docetaxel group, patient were
given intravenous infusion of 75 mg/m2 of Docetaxel, 1 hour intravenous infusion on the first day, the regimen was
repeated every 21 days for at least 2 consecutive cycles. Then the curative and sideeffect was observed. Results Al
the 71 ppatients could be evaluated. The overall response rate ( ORR) of single agent Gefitinib group was 40.0%
(14/35) , and that of combined Docetaxel group was 16.7% (6/36) ; the difference was significant (P < 0.05)
The clinical disease control rate (DCR)  of Gefitinib group was 68.6% ( 24/35) , and that of Docetaxel group was
55.6% ( 20/36) , the difference was significant (P < 0.05) . The main toxicities included the alimentary tract
reaction and bone marrow depression in Docetaxel group; The main toxicities in Gefitinib group were skin rash and
diarrhea. Conclusion  Gefitinib compared with docetaxel is more safe and effective in teating Advanced
Adenocarcinoma of Lung.
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Tab. 1 Comparison of the incidence of adverse reactions
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