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Detection of Discrepant Proteins in Follicular Fluid of Polycystic Ovary Syndrome and Normal Women Using SELDI — TOF - MS. Cheng
Jing, Lu Xiaosheng, Zhang Huina et al. Reproductive Health Center, The Second Affiliated Hospital of Wenzhou Medical University , Zhe-
Jiang 325000, China

Abstract Objective To detect discrepant specific proteins in follicular fluid from women with and without polycystic ovary syn-

drome (PCOS) and build diagnostic models. Methods Follicular fluid from women with PCOS (n =24) and women with normal ovula-
tion as control (n =20) were evaluated, with surface — enhanced laser desorption/ionization time — of — flight mass spectrometry ( SELDI
— TOF — MS) technology. Once biomarkers founded, the diagnostic model was studied and validated by leave — one cross validation. Sen-
sitivity and specificity of different PCOS diagnositic models were evaluated by x° test. Results A total of 89 qualified protein peaks were
detected in follicular fluid from women with and without PCOS and 10 of them had a significant difference (P <0.05). Combined the first
10 protein peaks to set up the diagnositic models, we found five potential biomarkers with m/z of 2033, 5828, 2873, 6452, 8137 with a
specificity of 99% and a sensitivity of 97% . Conclusion There are differentially expressed proteins in follicular fluid from women with or
without PCOS, which may be affect the development of ovum and anovulation of PCOS women.
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Assessment of Left Ventricular Function and Wall Motion Synchronization Changes after Myocardial Infarction by Three — dimensional Echo-
cardiography. Yu Zhilei,Su Lihua,Qian Fenfen et al. Department of Ultrasound ,Shengze Hospital, Jiangsu 215228 , China

Abstract Objective To investigate the assessment value of left ventricular systolic and diastolic function and wall motion synchro-
nization in patients with AMI by RT -3DE. Methods Patients with acute anterior myocardial infarction (n =51) who accepted treat-
ments in our hospital between January 2013 and May 2014, and healthy volunteers (n =25) were recruited. All of them were given con-

ventional two — dimensional and RT - 3DE examination. Overall and segmental volume — time curves were analyzed by Qlab 6.0 Quantita-
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