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Research Status of Association Between Sleep-disordered
Breathing and Atrial Fibrillation in Patients with Heart Failure
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[ Abstract ] Sleep-disordered breathing and arrhythmia are common complications of heart failure. They interact with each other and

promote the deterioration of quality of life, the increase of hospitalization rate and mortality in patients with heart failure. Studies have

confirmed that sleep-disordered breathing is related to the occurrence and development of various cardiovascular diseases, but the causal

relationship between sleep-disordered breathing and arrhythmia in patients with heart failure is still unclear. The purpose of this article is to

elaborate the research status of the correlation between sleep-disordered breathing and atrial fibrillation in patients with heart failure and the

therapeutic value of continuous positive pressure ventilation in this part of the population.
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Antithrombotic Therapy in Patients with Atrial Fibrillation
Undergoing Percutaneous Coronary Intervention

ZHANG Jinjing, LYU Jianfeng,ZHOU Jingqun,DAI Wenjing, HUANG Di,SUN Peiyuan
( Department of Cardiology, Affiliated Renhe Hospital of Three Gorges University , Yichang 443000 , Hubei , China )

[ Abstract ] Antithrombotic treatment for patients with atrial fibrillation complicated with coronary artery disease after percutaneous
coronary intervention poses a treatment dilemma to clinical workers. Traditional triple antithrombotic therapy comprising of aspirin, a P2Y12
inhibitor and an oral anticoagulant is associated with high bleeding rates, now some randomized controlled trials have shown that dual
antithrombotic therapy comprising of NOACs and P2Y12 inhibitor can reduce bleeding events without significantly increasing ischemic events
than triple antithrombotic therapy. Nevertheless, it may be too early to declare dual or triple therapy as a winner. Future research may
provide an optimal treatment for these patients. This review will introduce the latest researches on antithrombotic therapy about these
patients, and provide reference for clinical practice.

[ Key words ] Dual antithrombotic therapy; Atrial fibrillation; Percutaneous coronary intervention; Antithrombotic therapy
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