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Gefitinib in the Treatment of Patients with Advanced Non-small Cell Lung Cancer
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[ Abstract ]

vanced non-small cell lung cancer( NSCLC ). Methods 16 patients with advanced non-small cell lung cancer diagnosed histolog-

Objective To observe the clinical efficacy and drug-related toxicities of Gefitinib in the treatment of ad-

ically or cytologically were treated with Gefitinib (at a dose of 250 mg, per day, orally) until the disease progression or intolerable
toxicities. Results  All the 16 patients were evaluable. The overall response rate was 31.2% ,including 0% (0/16) patient with
complete response and 31.2% (5/16) patients with partial response. 43.8% (7/16) patients had stable disease and 25.0% (4/
16) patients had progressive disease,so the disease control rate is 75. 0% . The median overall survival time (O0S) was 4. 8
months and the 1-year survival rate was 18.7% . Drug related adverse reactions included skin rash,diarrhea , xerosiscutis, increas-
ing level of transaminases , ulcer. 2 patients stopped the treatment due to intolerable diarrhea. Conclusion Gefitinib is effective in
the treatment of advanced non-small cell lung cancer obout overall survival, can significantly relieve NSCLC-related symptoms. The

toxicities are mild and tolerable. Treatment with Gefitinib could be considered as one of the therapies to advanced non-small cell

lung cancer.
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