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Analysis Application of Closed-loop Stimulated Pacing in Treatment of Vasovagal
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[ Abstract ] The benefit of pacemaker in treatment of vasovagal syncope remains controversial and is currently recommended for

patients with recurrent syncope and asystole. Closed-loop stimulation uses a sensing algorithm that can detect the variation in cardiac

contractility and respond to drop in blood pressure by increasing the heart rate. Recently,multiple observational and randomized studies

showed its superiority to conventional pacing in reducing the burden of syncopal attacks in patients with cardioinhibitory vasovagal

syncope. A few studies suggested that closed-loop stimulation pacing is limited in patients with vasodepressor or mixed vasovagal syncope.
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Application of Optical Coherent Tomography in Interventional Therapy of Acute
Coronary Syndrome

LI Runtu', HE Quan’
(1.Chongging Medical University Graduate School, Chongqing 400010, China; 2.Department of Cardiology, The
First Affiliated Hospital of Chongqing Medical University, Chongqging 400010, China)

[ Abstract ] Optical coherence tomography is featured by its high resolution and sensitivity in coronary intervention. It has significant

guidance for coronary intervention and post-operative evaluation of acute coronary syndrome. This article will review the application of

optical coherence tomography in interventional therapy of acute coronary syndrome.
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