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Abstract: Atrial fibrillation (AF) is the most common continual arrhythmia in human beings, triggering an 

increasing variety of deaths and problems. Electrocardiogram (ECG)-based studies recommend that ∼ 1% of the 

overall population is impacted. This systematic review aimed to describes the published evidence for the 

pathomechanisms, classification and management of atrial fibrillation (AF) and its consequences. A comprehensive 

structured literature search was performed using MEDLINE for studies published through October, 2016, that 

reported on Atrial Fibrilation pathomechanisms , conceqences, classification and treatment . The search terms 

included each of the following terms individually and in combination: atrial fibrillation, ,classification, treatment . 

AF is a progressively common and typical arrhythmia that is connected with considerable morbidity and death. 

Since of the restricted effectiveness of catheter based treatments, specifically for patients with relentless AF, and 

the considerable morbidity and death connected with surgery for the arrhythmia, medicinal treatment stays the 

pillar of treatment for most of patients. The optimal treatment technique for patients with consistent AF stays 

questionable, with some clinicians favouring rhythm control and others rate control. 
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1.    INTRODUCTION 

Atrial fibrillation (AF) is the most common continual arrhythmia in human beings, triggering an increasing variety of 

deaths and problems 
(1,2)

. Electrocardiogram (ECG)-based studies recommend that ∼ 1% of the overall population is 

impacted 
(3)

. The variety of patients with AF is most likely to triple or double within the next 2 to 3 years 
(4)

. The 

frequency of AF is plainly age reliant. The growing frequency of AF can be described in part by the increasing typical age 

in the human population 
(5)

. There is likewise proof of a subtle cardiomyopathy related to atrial fibrillation 
(6)

 and a variety 

of case reports detailing reversible persistent cardiac arrest connected to quick unrestrained atrial fibrillation 
(7,8) 

Advances 

in the treatment of cardiac arrest have actually enhanced death 
(9)

 and have actually possibly caused a decrease in the 

occurrence of associated atrial fibrillation 
(10,11)

, while reliable management of atrial fibrillation will enhance signs and 

might slow down the development of persistent cardiac arrest. In general, 20-25% of all strokes are triggered by AF 
(12)

, 

and AF-related strokes are more extreme than strokes of other origin. The value of cardio-embolic stroke in AF patients is 

highlighted by the truth that appropriate anticoagulation in patients with AF can lower and avoid strokes death in patients 

at increased danger of stroke 
(13,14)

. Left ventricular function, the best-validated scientific criterion for heart diagnosis, can 

be significantly impaired in AF patients and in some trials enhanced when sinus rhythm is preserved for a longer amount 

of time 
(15,16)

. It is worth keeping in mind that AF-CHF, a current big trial of sinus rhythm upkeep in patients with 

currently significantly depressed left ventricular (LV) function, and AFFIRM, the very first big "rate versus rhythm" trial, 

did not discover an impact of sinus rhythm on LV function 
(17)

. Apart from antithrombotic treatment, we have actually up 

until now cannot establish restorative interventions that enhance diagnosis in AF patients 
(17)

, highlighting the requirement 

for much better, potentially earlier and more detailed, management of AF, as highlighted by a current agreement 

declaration 
(18)

. 

This systematic review aimed to describes the published evidence for the pathomechanisms, classification and 

management of atrial fibrillation (AF) and its consequences. 

2.    METHODOLOGY 
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A systematic review study was conducted according to the guideline of reviews Search Strategy: 

A comprehensive structured literature search was performed using MEDLINE for studies published through October, 

2016, that reported on Atrial Fibrilation pathomechanisms , conceqences, classification and treatment . The search terms 

included each of the following terms individually and in combination: atrial fibrillation, , classification, treatment . We 

focused on primary published research articles and systematic reviews, as well as on clinical trials complemented by large 

observational cohorts. 

3.    RESULTS AND DISCUSSION 

Classification of AF: 

AF may be classified based on aetiology, depending upon whether it takes place without recognizable aetiology in 

patients with a structurally typical heart (only AF), or whether it makes complex hypertensive, valvar, or other structural 

cardiovascular disease. 

We have actually consisted of 10 research studies 
(1,19-27)

 that were talking about a range of various category plans for AF, 

with a basis on etiology, electrophysiological attributes, temporal pattern, signs, and lifestyle have actually been proposed. 

The plan presently advised by the European and american cardiology societies stresses temporal rhythm-based patterns of 

AF (Figure 1) 
(19)

. AF is categorized as 'first-detected' in patients who have no history of this arrhythmia. AF that repeats 

after the first-detected episode is thought about 'paroxysmal' if it self-terminates within 1 week, 'consistent' if it continues 

beyond this duration and is not self-terminating, or 'long-term' if efforts to end the rhythm stop working or are not tried 
(19)

 

at the private level, patients are usually thought about to have the class of AF that corresponds to the rhythm that has 

occurred most often for the patient up to the time of assessment. 

 

Figure1: emporal classification of atrial fibrillation (AF). An incident episode of AF presenting to medical 

attention may be the first ever detected episode of the arrhythmia, or represent recurrence of previously 

recognised arrhythmia (left). The episode may prove to be self terminating (paroxysmal), persistent (continuing 

until medical intervention such as DC cardioversion), or permanent (continuing for longer than one year or 

despite medical intervention such as DC cardioversion) (right).
 (19)

 

pathophysiological Mechanism of AF: 

The recognition that pathophysiological procedures culminating in AF might vary in between people,
(28,29) 

coupled with 

understanding that particular hereditary anomalies are related to unique electrophysiological AF systems that result in 

AF,
(30.31) 

raise the possibility that people might have an intrinsic tendency to establish a specific AF pattern. Private 
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investigators have actually looked for to identify whether functions determined by medical history,
(32) 

physical 

evaluation,
(33) 

or molecular,
(34) 

distributing biochemical,
(35,36,37) 

and/or electrophysiological metrics 
(37,38,39)

 identify in 

between pattern-based classes or system of AF, outcomes have actually been blended. The majority of research studies are 

cross-sectional and single-center, and have actually not been reproduced. Observed associations in between the studied 

variables and AF patterns might simply serve as markers of the development of AF, and might not symbolize unique AF 

subtypes. A lot of research study samples are made up of patients of European origins, which restricts the capability to 

generalize findings to people of other races or ethnic backgrounds. Little understanding exists to relate patterns and either 

AF etiology or system although, as kept in mind above, patterns might identify degrees of substrate problems or 

improvement. Comprehending the systems of AF might assist in efforts to identify whether a tendency to establish 

particular rhythm-based patterns of AF exists, and if so, might offer more validation for rhythm-based classification of AF 
(37,38,39)

. 

Pharmacological management of AF: 

In the DAAF (Digitalis in Acute Atrial Fibrillation) One included trial 
(40)

 of the 28 patients who had cardiac arrest no 

distinction was seen in cardioversion rates at 16 h in between placebo and intravenous digoxin.  

Galve et al. 
(24)

 compared intravenous amiodarone and placebo in a randomized regulated trial. Eleven of the 100 patients 

struggled with moderate persistent cardiac arrest; extreme persistent cardiac arrest was left out. Digoxin was administered 

at a dosage of 1 - 5 mg over 24 h to both groups of patients. If both were in the amiodarone group this represents a low 

rate of cardioversion, just 2 out of the 11 heart failure patients transformed to sinus rhythm and even. The existence of 

cardiac arrest anticipated a lower probability of cardioversion. Hou et al. 
(42)

 compared intravenous amiodarone to 

intravenous digoxin in an open-label randomized research study of unrestrained atrial fibrillation. Forty-six percent of 

patients in the digoxin group and 54% of patients in the amiodarone remained in NYHA (New York Heart Association) 

class IV. Eleven patients had ischaemic heart problem of which 7 had actually been confessed with a myocardial 

infarction. Seventeen patients (34%) were getting inotropic treatment however just 10 (20%) were getting ACE inhibitors. 

Groups were well matched, apart from the mean period of atrial fibrillation, which were 4 and 14 h in the digoxin and 

amiodarone groups respectively (P1 h with digoxin. Goldenberg et al. 
(43)

 compared intravenous diltiazem with placebo in 

a double-blind research study followed by administration of open-label diltiazem to non-responders. Serious persistent 

cardiac arrest, specified as an ejection fraction. 

4.    CONCLUSION 

AF is a progressively common and typical arrhythmia that is connected with considerable morbidity and death. Since of 

the restricted effectiveness of catheter based treatments, specifically for patients with relentless AF, and the considerable 

morbidity and death connected with surgery for the arrhythmia, medicinal treatment stays the pillar of treatment for most 

of patients. The optimal treatment technique for patients with consistent AF stays questionable, with some clinicians 

favouring rhythm control and others rate control. The pathogenesis of AF is now believed to include an interaction in 

between starting triggers, frequently through quickly shooting ectopic foci situated inside several lung veins, and an 

unusual atrial tissue substrate efficient in preserving the arrhythmia. Structural heart disease underlies numerous cases of 

AF, the pathogenesis of AF in obviously regular hearts is less well comprehended. There is significant overlap, lung vein 

sets off might play a dominant function in more youthful patients with fairly typical hearts and brief paroxysms of AF, 

whereas an unusual atrial tissue substrate might play a more crucial function in patients with structural heart disease and 

long-term or relentless AF. The primary focus of current advancements in medicinal treatment for AF has actually been 

the advancement of unique class III antiarrhythmic representatives, each with particular results on potassium channels. In 

basic, these representatives have actually shown reasonably effective however bring a substantial danger of 

proarrhythmia. While research study in this field continues, other drugs such as particular serotonin receptor villains 

continue to be established. Additional advancements in catheter ablation innovations might significantly help with safe 

seclusion of several lung veins for patients with mainly paroxysmal AF, whereas improvements in linear catheter ablation 

technologies 
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