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Abstract

Atrial fibrillation (AF), the most common tachyarrhythmia in clinical practice, has a self-perpetuating
progressive property, which is descriptively termed “AF begets AE” Extensive evidence indicates that
atrial remodeling, consisting of electrical and structural remodeling, plays an essential role in the
pathophysiology of AE Initial emergence of ectopic beats originating mainly from pulmonary veins and
subsequent generation of reentrant circuits for several hours or days lead to electrical remodeling in the
atrial tissue. Further successive AF over a period of weeks leads to structural remodeling, where
interstitial fibrosis is an important contributor to perpetuation of AE Investigation of various signaling
systems indicates that angiotensin I plays a pivotal role in these two kinds of remodeling processes.
In addition, inflammation and oxidative stress are also regarded as important contributors to generation
of AE Inhibition of the altered intracellular signaling and the pathological events holds promise for
development of a new treatment approach for AE
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