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Gefitinib combined with thalidomide in treatment of advanced EGFR
mutation positive clinical effect of patients with lung adenocarcinoma

CUI Meng,HUO Xiaoying, CHEN Boqing
( Respiratory Medicine ,Xi’an No.4 Hospital ,Xi’an 710004 ,Shannxi , China )

Abstract . To investigate the effect of gefitinib combined with thalidomide in the first-line treatment of

Methods

Objective
advanced pulmonary adenocarcinoma with epidermal growth factor receptor( EGFR) gene mutation. 50 cases of
advanced pulmonary adenocarcinoma with EGFR mutation were analyzed , observation group (25 cases) was treated with ge-
fitinib combined with thalidomide , and control group was treated with gefitinib (25 cases).The clinical efficacy, survival and
Results

vation group was significantly higher (68% vs 32% ) and (80% vs 52% ) .During the follow-up, the survival curve of the ob-

toxicity were compared. Compared to control group,the total effective rate and the disease control rate in obser-

servation group was higher,but the rate of adverse reactions was lower. Conclusion Gefitinib combined with thalidomide

in the first-line treatment of advanced pulmonary adenocarcinoma with EGFR mutation can effectively improve the clinical

symptoms , reduce the rate of adverse reactions.
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