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Abstract: Objective  To understand the necessity and effectiveness of maintenance therapy in advanced non-small cell lung
cancer(NSCLC) ,as well as the efficacy of different types maintenance therapy. Methods We designed a multicenter, randomized,
placebo-controlled study. Based on random numbers generated by SAS6. 12, the subjects were divided into 3 maintenance therapy
groups, which were the targeted therapy group,conventional treatment group,control group. We analyzed efficacy, median survival
time, survival rate and side effects of these 3 groups. Results The differences of efficiency and disease control rate were statistically
significant between targeted therapy group and conventional treatment group(P<C0. 05). Between targeted therapy group,conven-
tional treatment group and control group, the differences of treatment efficiency and disease control rate were statistically significant
(P<<0.01) ;median survival time of different groups was as following: targeted therapy group:18. 3 months,conventional treatment
group:17. 8 months, control group:10. 8 months. Survival rate: the survival rate of the targeted therapy group and conventional
treatment group was not statistically significant different(P>>0. 05) ,the survival rate was statistically significant different in targe-
ted therapy group.conventional treatment group and control group(P<C0. 05) ;side effects: Incidence of rash in conventional group
was higher than the targeted therapy group (P<C0. 05) ., the other side effects were not statistically significant between the two
groups(P>>0. 05). Conclusion For patients with NSCLC,maintenance therapy can significantly improve the survival rate and medi-
an survival time,it is necessary for patients who had received conventional treatment to take maintenance therapy.
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