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Anti-platelet Molecular Targeted Therapy for Atherosclerosis
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[ Abstract ] Atherosclerosis, a common form of arteriosclerosis, starts with lipid deposition under the arterial intima and develops into

lumen stenosis, spasm or blockage which results in ischemic heart disease. Current treatments are not effective on reducing the incidence of

cardiovascular events whose main mortality are caused by atherosclerosis. In recent years, molecular targeted therapy has become a hot spot

in the treatment of atherosclerosis. Considering the role of platelets in the initiation and development of atherosclerosis, and the harm of

thromboembolic occlusion in myocardial infarction and stroke, this review will focus on the latest progress of anti-platelet molecular targeted

therapy.
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Effects of Relaxin on Coronary Microcirculation

ZHANG Nan, WANG Ping

(Heart Center ,Beijing Friendship Hospital ,Capital Medical University , Beijing 100050 , China)

[ Abstract J In recent years, relaxin can not only treat heart failure, cardic fibrosis and dilate large arteries, but also dilate

microvessels, increase the microvascular perfusion, inhibit inflammatory activation, protect vascular endothelium, inhibit endothelial-

mesenchymal transition, and reduce ischemia-reperfusion injury. In a word, relaxin can improve microvascular dysfunction in several ways.

This review summarizes the recent advances of relaxin in the field of vascular and microvascular area, aiming to provide novel therapeutic

ideas for coronary microvascular diseases, improve the quality of life of patients with coronary microvascular dysfunction, and reduce the

huge medical cost caused by repeated treatment for angina pectoris.

[ Key words ] Relaxin; Microvascular; Coronary microcirculation
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