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[Abstract] Objective to study the clinical effect of Iressa on advanced stage non-small cell lung cancer. Methods 102 cases of non-small cell lung
cancer in I1Ib~1V stage were collected from Decmber,2004 to April,2005. All patients were given Iressa 250 mg once a day until disease progression was
noted, and were followed up after 3 months of treatment. Clinical benefit response, tumor therapeutic effect and adverse effect were evaluated before
and after treatment. Results After treatment with Iressa, clinical benefit response rate reached 81.4%. Among all the cases there were CR 19 case, PR
37 cases, SD 14 cases, the total effective rate was 54.9%, disease control rate was 68.6%. Median survival time without tumor were 4 months, and median
overall survival time was 9 months. 1 year, 2 years, 3 years survival rate was 41.6%, 26.5%, 17.1%, respectively. 1 case even survived 17.3 months.
Conclusion treatment of advanced non-smali cell lung cancer with Iressa characterized with high clinical benefit response rate, high antineoplasmic

activity and high safety, thus should be generalized.
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