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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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Nanotechnology in Cardiovascular Diseases

LI Tao', YANG Sishu®, QIAN Yongjun'
(1. Department of Cardiovascular Surgery, West China Hospital , Sichuan University , Chengdu 610041, Sichuan, China;
2. Department of Biliary Surgery, West China Hospital, Sichuan University, Chengdu 610041, Sichuan, China)

[ Abstract ] Cardiovascular diseases( CVD) are one of the most important causes to affect the health status, which lead to a huge
economic burden. Nanotechnology is a new way of using and manipulating the matter at the molecular scale. Nanoscale phenomenon play an
important role in cell signal transduction, enzyme action and cell cycle, and provides an alternative and novel direction for the treatment of
CVD, thus it has shown excellent performance in the field of targeted drug therapy and the development of biomaterials. This review will
briefly introduce the latest applications of nanotechnology in the diagnosis and treatment of CVD.
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