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Latest Treatment Progress: Coronary Sinus Reducer

RU Ming, YAO Guihua, WANG Yingcui

( Department of Cardiology, Qilu Hospital of Shandong University, Qingdao 266035, Shandong, China)

[ Abstract ] Refractory angina is a disabled disease with high rate of hospitalization and heavy medical resources costs. Studies have

shown that coronary sinus reducer can reduce angina symptoms, improve quality of life, decrease the use of anti-ischemic drugs, raise

exercise tolerance and lower myocardial ischemic burden for refractory angina. In this review, we conduct a thorough discussion on the

placebo effect, microvascular dysfunction, non-responders and potential complications of coronary sinus reducer, and provide a novel method

and idea for refractory angina.

[ Key words ] Coronary artery disease; Refractory angina; Coronary sinus reducer
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[ Abstract ] Studies suggest that low-degree chronic inflammation is a possible mechanism for atherosclerosis and type 2 diabetes.

Interleukin-22 plays an important role in the process of chronic inflammation, which can regulate the formation of atherosclerotic plaques,

inhibit B-cell oxidative stress and endoplasmic reticulum stress, restore insulin secretion, and protect regulation of glucose and lipid

metabolism. This paper focuses on the role and possible mechanism of interleukin-22 on atherosclerosis and type 2 diabetes mellitus.
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