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[ Abstract ] Peripheral arterial disease (PAD) is an atherosclerotic disease caused by intermittent claudication and rest pain of patients

due to stenosis or occlusion of arterial lumen of lower limbs. Worldwide, its incidence is increasing year by year, involving a large number of
s gy y year, g g

patients, and can lead to a high incidence of cardiovascular events. This article reviews the role of atherosclerotic inflammation in the

development of PAD and discusses the efficacy of interventional therapy and anti-inflammatory therapy in PAD patients with intermittent

claudication. Additionally, we introduce a novel approach, sonodynamic therapy, which can alleviate arterial inflammation by targeted

removing macrophages in atherosclerotic plaques, thereby improving claudication in PAD patients.
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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.

[ Key words ] Sleep-disordered breathing; Heart failure; Atrial fibrillation; Sudden cardiac death; Continuous positive pressure

ventilation therapy
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