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[ Abstract ] The pathogenesis of arrhythmia is complex and the therapeutic effect of drug for arrhythmia is not well. In recent years,
many studies have found that abnormal L-type calcium channels are closely related to the occurrence and development of a variety of
arrhythmias. Ca, 1.2 is the main subtype of L-type calcium channel in myocardium. Recent studies have found that abnormal expression of
Cay1.2 is closely related to the occurrence and development of a variety of arrhythmias, and drugs related to Ca, 1.2 for arrhythmia have
significant therapeutic effects. Therefore, Ca, 1.2 is expected to be a new target for arrhythmia’s treatment. This article focuses on the latest
research progress in interventing Ca, 1.2 for atrial fibrillation, long QT interval syndrome and Brugada syndrome.
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[ Abstract ] Patients with heart failure may have varying degrees of hemodynamic disorders. Although with high accuracy, invasive

monitoring methods are difficult to popularize because of certain limitations. The noninvasive monitoring methods which are simple

to operate, have few complications and a broad clinical application prospect. At present, many non-invasive monitoring methods are

studied, such as echocardiography, peripheral blood vessel assay and impedance. The development of new ultrasonic technology has a

WIEE: /¥4, E-mail: yanjill1111@126.com



