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Evaluation of erlotinib as a salvage treatment for non-small-cell lung cancer (NSCLC) patients after gefitinib failure
Luo Daxian ,Long Jianlin,Qiu Jinfeng ,Yu Min , Zou Bingwen , Zhou Lin ,Lu You , Huang Meijuan®
(Department o f Thoracic Cancer ,Cancer Center ,West China Hospital ,Sichuan University ,Chengdu 610041 ,China)
Abstract : Objective To evaluate the response rate and adverse effects of erlotinib as a salvage treatment for non-small-cell lung
cancer(NSCLC) patients after gefitinib treatment. Methods Patients with advanced/metastasis NSCLC received Erlotinib until dis-
ease progression or intolerable toxicity as a salvage treatment after failure of gefitinib from December 2005 to November 2009, Re-
sponse Rate(RR), Disease Control Rate (DCR) , Progression-Free Survival (PFS), Overall-Survival (OS) and side-effects were ob-
served. Results  Till June 2009,22 patients were enrolled and all were evaluated for response and toxicity. With a median follow-up
of 5.5 months,two cases obtained Partial Response(PR),12 cases Stable Disease(SD)and eight cases Progression Disease(PD) , re-
sulting in a RR of 9. 1% and DCR of 63. 6%. Median PFS and OS were 3 months and 5. 5 months,respectively. Epidermal Growth
Factor Receptor(EGFR)mutational analysis was performed in four evaluable caeses,two of them were without EGFR mutation. All
the four patients achieved disease control after erlotinib treatment. A male patient who was a smoker with adenocarcinoma had brain
metastases and received CR after Erlotinib treatment. Patients who had SD by prior gefitinib treatment obtained significantly higher

DCR(90 % vs58.3% ,P=0.031). RR,PFS and OS were 20% ,3 months and

Toxic effects including pulmonary interstitial fibrosis(1/22),rash(1/22)and liver dysfunction(1/22) were observed. Conclusion

5. 5months in those patients,respectively. Grade 3 to 4

Erlotinib as a salvage treatment might be effective for NSCLC patients after failure of gefitinib treatment. Those who had gained SD
from prior gefitinib treatment achieved higher disease control rate.

Key words: corcinoma;non-small cell lung;erlotinib; gefitinib
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