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Value of Plasma Brain Natriuretic Peptide in Judging Vascular Lesions and Prognosis of Acute Myocardial Infarction. Guo Baoliang, Li
Xiaona. Department of Cardiology ,Xixi Hospital of Hangzhou City, Zhejiang 310023, China

Abstract Objective To explore the clinical value of plasma brain natriuretic peptide( BNP) by studying the relationship of it and
coronary artery lesions and short — term prognosis in acute ST — segment elevation myocardial infarction ( STEMI) patients. Methods
Based on BNP concentration, 126 patients with STEMI were divided into four groups: A group ( BNP<107ng/L) ,B group( BNP109. 1 -
339.0ng/L) ,C group( BNP339.1 - 1188.0ng/L) and D group( BNP > 1188ng/L) . Coronary angiography and percutaneous coronary in-
tervention were corried out in 90 minutes. Vessle lesions and Gensini score were determined according to CAG and cardiac events were ob-
served in each patient within 1 month after AMI. Results (DThe proportion of multiful branches artery diease in D group increased signifi-
cantly compared with A and B groups respectivly( P <0.01). The proportion of multiful branches artery diease in D group has the trend of
increasing compared with the C group( P >0.05). @ The Gensini score in latter group increased significantly compared with previous group
(P <0.01). @ Plasma BNP level has positive correlation with the Gensini score(r =0.673,P <0.01).@The incidence of cardiovascular

events in D group increased significantly compared with A and B groups respectively( P <0.01). The incidence of cardiovascular events in
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Efficacy and Safety of Avanafil in the Treatment of Erectile Dysfunction. Xiao Erlong, Guan Xingiang, Cui Hongyu, Wang Zhiping.
The Second Hospital of Lanzhou University, Gansu 730030, China
Abstract

Objective To compare the efficacy and safety of avanafil for the treatment of erectile dysfunction( ED) through a system-

atic review. Methods All randomized controlled trials of avanafil and placebo in the treatment of erectile dysfunction were collected. The
quality of included trials was assessed. Relevant data were selected according to the standard of Cochrane systematic review by two review-
ers. The statistical software Revman 5.2 was used for Meta analysis. Results A total of four randomized controlled trials were included
in this meta — analysis. Avanafil was found to be more effective than placebo,and the tolerability was good. The pooled results showed that
after 12 weeks treatment, avanafil was better than placebo group in change from baseline for International Index of Erectile Function score
at follow — up endpoint (MD =4.92, 95% CI. 4.12 -5.72, P <0.00001), in the change from baseline for Sexual Encounter Profile 2
(RR=3.40,95%CI; 2.66 —4.34, P <0.00001) and in the change from baseline for Sexual Encounter Profile questions 3 (RR =
2.61, 95%CI. 2.19 -3.11, P <0.00001). However, the avanafil had more adverse reaction. Conclusion The current meta — analysis

suggested that avanafil is an effective and well — tolerated drug for men with ED, and thus has the potential to be an attractive option for

the treatment of ED. Because of few studies, more high quality randomized controlled trials with large samples are required to get further

confirmation.
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