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INTRODUCTION 
  
     Atrial Fibrillation is a supraventricular 
tachyarrhythmia characterized by uncoordinated atrial 
activation with consequent deterioration of mechanical 
function. On the ECG, rapid oscillations, or fibrillatory 
waves that vary in amplitude, shape and timing, replace 
consistent P waves, and there is an irregular ventricular 
response that is rapid when conduction is intact (Bellet 
S et al., 1971). 

 
     Atrial fibrillation (AF) is the most common arrhythmia 
in clinical practice. It is often rapid, irregular, and might 
arise from multiple ectopic atrial foci. Twenty percent of 
patients with paroxysmal atrial fibrillation (PAF), 
defined as lasting less than 7 days (and spontaneous 
conversion), progress to chronic (persistent or 
permanent) AF, defined as lasting more than 30 days 
(Page et al., 2004). 

 
     The prevalence of AF increases dramatically with age 
and is seen in as high as 9% of individuals by the age of 
80 years. In high-risk patients, the thromboembolic 
stroke risk can be as high as 9% per year and is 
associated with a 2-fold increase in mortality (Falk et al., 
2001). 


