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[ Abstract])
nocarcinoma of lung. Methods 17 inpatients and outpatients with diagnosed lung cancer Illb or IV stage were selected, they orally took

Objective To investigate the treatment effect and adverse reactions of gefitinib in first-line treatment of advanced ade-

gefitinib 250 mg once a day until the emergence of PD, and the treatment effect and the toxicity adverse reaction of there were evaluated
according to WHO criteria. Result One of 17 cases achieved complete remission (CR) , 8 cases achieved partial remission {( PR) , 3 ca-
ses achieved stable disease condition (SD), 5 cases achieved disease progression (PD), the total effective rate was 52. 9% , and disease
control rate (PR + CR + SD) was 70. 6% . The most common adverse events were 1 to 2 degrees of skin rash and diarrhea, and no case re-

treated due to adverse reaction. Conclusion Gefitinib has better treatment effect and for tolerability for advanced non ~ small cell lung

cancer.
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