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Clinical Observation of Icotinib Hydrochloride for Patients with End - stage Non — small Cell Lung Cancer. Zeng Yuecan,Xing Rui,Chi
Feng,Wu Rong,Cai Weisong ,Xiao Yuping, Xin Yan, Wang Naigian. Department of Medical Oncology, Shengjing Hospital of China Medi-
cal University, Liaoning 110022, China

Abstract Objective To explore the efficacy of icotinib hydrochloride in the treatment of patients with end — stage (PS score =3
points) non — small cell lung cancer. Methods A retrospective study ws performed. Fifty patients with end — stage non — small cell lung
cancer were divided into two groups: the treatment group (27 patients) and the control group(23 patients) . Patients in the treatment group
received icotinib hydrochloride treatment,and those in the control group did not receive icotinib hydrochloride treatment and any other che-

moradiotherapy. Results In this study, disease control rate was 85.2% in the control group and was 26.1% in the control group(P <

0.001) ; the median survival time was 102 days in the treatmnet group and was 65 days in the control group(P =0.008). Conclusion

Icotinib hydrochloride could improve the survival and disease control rate for patients with end — stage non — small cell lung cancer.
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Association Study between Interactions of SOCS3, STEAP4, MK2 and ZFP36 Gene and Gene — environment and Essential Hypertension in
Uygur Population of Xinjiang. Zhang Jingjing ,Yao Xiaoguang ,Zhou Ling,Lin Na,Guo Yanying ,Wang Hongmei,Wang Lei,Li Nanfang. Hy-
pertension Center of People's Hospital of Xinjiang Uygur Autonomous Region ,Hypertension Institute of Xinjiang , Xinjiang 830001 ,China

Abstract Objective To investigate the association between interactions of SOCS3 ,STEAP4 ,MK2 and ZFP36 gene and gene — en-
vironment and essential hypertension in Uygur population of Xinjiang. Methods In this epidemiologic cross — sectional study,872 Uygur

individuals from natural population were enrolled(399 people with hypertension and 473 without hypertension) . Genetic variations were se-
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