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Research progress on ferroptosis in atrial fibrillation
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Abstract Atrial fibrillation is a common type of rapid arrhythmia that can significantly increase the risk of
death, stroke. heart failure, cognitive impairment, and dementia in patients. Currently. the treatment of atrial fi-
brillation mainly focuses on anticoagulation to prevent embolic events and rhythm control to improve symptoms,
but the efficacy is limited. In recent years, an increasing number of studies have confirmed that ferroptosis can
participate in the occurrence of atrial fibrillation and promote its progression. This article will review the relation-
ship between ferroptosis and atrial fibrillation to provide new insights into the pathogenesis of atrial fibrillation.
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Intermittently stuck valve after mitral valve replacement diagnosis by

echocardiography: a case report
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Abstract The patient had the symptom as intermittent palpitations after the surgery of mechanical mitral
valve replacement for six years later. Transthoracic echocardiography (TTE) indicated that mechanical mitral
valve was stuck . Second valve replacement surgery was planned for treating with mitral valve. Preoperative anes-
thetized TTE and real-time three-dimensional transesophageal echocardiography (3D-TEE) indicated the presence
of an unstable stuck valve, with the instability caused by excessive pannus formation around the annulus. Finally,
we choosed to clean the surrounding pannus rather than replace the mechanical mitral valve again. Follow up in 6
months, the cardiac function recovered well, and the quality of life improved significantly.

Key words pannus; stuck valve; echocardiography
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