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Erlotinib in the treatment of advanced none small cell lung cancer patients who failed to respond previous
chemptherapy SUN Yu-bei, HU Bing ,WANG Yong ,JIANG Feng-shou.  Department of Oncology ,Anhui Provincial Hos-
pital ,Anhui Medical University ,Hefei 230001 ,China

[ Abstract] Objective To evaluate the efficacy and toxicity of erlotinib in patients with advanced none small cell lung cancer
(NSCLC) who failed to respond previous chemtherapy. Methods Forty-three patients with advanced NSCLC previously treated with chem-
otherapy received erlotinib orally once daily until disease progression or development of intolerable toxic reaction. Response rate, progression
free survival and toxicity profile were analyzed. Results. Among the forty-three patients, partial response accounted for 32. 6% ; stable dis-
ease accounted for 27. 9% ;disease control rate was 60. 5% . The common adverse effects were rash and diarrhea. Conclusion Erlotinib
has significant antitumor activity in advanced NSCLC who have previously failed in chemotherapy. It's adverse effects are generally tolera-
ble.
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