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Evaluations of Advanced Adenocarcinoma Lung Cancer Patients Treated with Icotinib. Zhang Beibei, He Chunxiao,Song Zhengbo , Lou
Guangyuan ,Yu Xinmin,Zhao Jun,Shi Zhiyong,Zhang Yiping. Zhejiang Chinese Medical University, The Second Clinical Medical College,
Zhejiang 310053, China

Abstract Objective To evaluate the efficacy and side effects of icotinib on patients with advanced adenocarcinoma lung cancer.
Methods Totally 51 patients with advanced adenocarcinoma lung cancer who had progressed after chemotherapy receiving icotinib
(125mg po tid) were retrospectively analyzed from August, 2011 to February, 2012. Kaplan — Meier was used to analysis survival and
comparison. Results Among the 51 patients, 12 patients got partial response (23.5% ), 27 stable disease(52.9% ). The objective re-
sponse rate was 23.5% and disease control rate including both tumor response and stable disease was76.5% ,and progression — free sur-

vival (PFS) was 5.13 month (95% CI1:0.41 —=9.90). The overall survival (OS) of patients starting the treatment of icotinib was 12. 47

month (95% CI:10.06 - 14.88). The main toxicity of icotinib was skin toxicity (rash) and diarrhea. Most of drug — related adverse event

were mild. Conclusion Icotinib demonstrates significant antitumor activity and a favorable tolerability profile in adenocarcinoma lung cancer.

Key words Icotinib; Targeted therapy; Advanced; Adenocarcinoma lung cancer
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Macrophage Migration Inhibitory Factor Correlates with Different Types of Angina with Coronary Heart Disease. ~Wang Xiaoyan, Zhu
Yongjin, Guo Huihui, Chen Peng, Guan Xueqiang, Yang Penglin, Ji Kangting, Tang Jifei. Department of Cardiology, The Second Hospi-
tal of Wenzhou Medical College ,Zhejiang 325000 , China

Abstract Objective To test serum macrophage migration inhibitory factor ( MIF) and investigate the correlation between different
types of angina with coronary heart disease( CHD) patients and coronary artery stenosis severity and MIF. Methods According to the re-
sults of coronary angiography( CAG) , 53 patients were diagnosed as the control group and 62 patients were diagnosed as the CHD group.
CHD group were further divided into the stable angina pectoris ( SAP ) group (n =10) and the unstable angina pectoris (UAP) group(n =
52) by Braunwald classification method and clinical manifestations. The severity of coronary artery stenosis was quantitative assessed by
the Gensini integral method. Enzyme Linked Immunosorbent Assay ( ELISA) was used to measure the serum MIF concentration. Results
The serum MIF concentration was significantly higher in CHD group (65. 94wg/L) than in control group (48.08wg/L). In the CHD
group, the serum MIF concentration was higher in UAP than SAP group, and which in the SAP and UAP group were also higher than con-
trol group (65.94png/L vs 48.08wg/L,P <0.05). The mean level of MIF in different extent of coronary artery lesions was not significant
different. Conclusion The increase of MIF level is associated with the occurrence and development of CHD, while the MIF level may re-

flect the stability of coronary atherosclerotic plaque, and it can provide the basis for the diagnosis and intervention in the treatment of
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