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ABSTRACT: Arrhythmias especially ventricular arrhythmias may lead to sudden cardiac death, it has become a common clinical
problems and priorities. A variety of reasons may induce arrhythmias such as: coronary atherosclerotic heart disease, valvular heart
disease, hypertrophic cardiomyopathy and other heart-borne disease, metabolic disturbance of some substances may raise arrhythmia risk.
In recent years, some researchers found that reactive oxygen species may be an important factor in inducing arrhythmia, the reactive
oxygen species not only take part in the regulation of ion channels and transporters, but also as second messengers to modulate some of
the key enzymes such as: protein kinase A (PKA), protein kinase C (PKC), calcium-dependent protein kinase II (CaMKII). The latest
studies have shown that chronic reactive oxygen species metabolic dysfunction may mediate abnormity of miRNA, inducing chronic
arrhythmias such as atrial fibrillation. In this review, the possible mechanism of reactive oxygen species induced arrhythmia is
summarized, which could provide some potentially directions for the prevention and treatment of cardiac arrhythmias.
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