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ABSTRACT

Atrial fibrillation is the most common cardiac arrhythmia in emergency departments. There is growing evidence that certain patients 
with acute atrial fibrillation can be safely managed in the emergency room without the need for hospitalization, minimizing costs and 
reducing unnecessary exposures. This review addresses the emergency management of atrial fibrillation based on the latest updates 
on the subject with a focus on the assessment and prevention of thromboembolic phenomena, control of frequency vs rhythm control 
and strategies for cardioversion and restoration of sinus rhythm or for heart rate control.
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INTRODUCTION

Atrial fibrillation (AF) is the most common cardiac arrhythmia in the world, which is why patients with AF 
are often seen in emergency services1. The number of hospitalizations for AF has been increasing in recent years 
with rising health costs, while many patients can be safely treated in the emergency rooms to later be discharged 
home, without the need for hospitalization2,3. In the context of the emergency room, the main objectives of the 
treatment of this arrhythmia should be: (a) the prevention of thromboembolic events; (b) avoidance of hemodynamic 
instabilities, (c) control of the patient’s symptoms, (d) identification and treatment of the precipitating cause. For 
stable patients with recent onset AF, a strategy of frequency control or rhythm control can be adopted based on 
several factors, including the duration of AF and the severity of symptoms. If a rhythm control strategy is chosen, 
control can be achieved using electrical or pharmacological cardioversion.

EPIDEMIOLOGY
The incidence and prevalence of AF has been increasing over time and is expected to grow even more in 

the future. This trend seems to be explained by the increase in age in the general population, an increase in the 
prevalence of obesity, improved survival after a first cardiovascular event and new technologies for the detection 
of AF and other arrhythmias4. There are several risk factors that contribute to the appearance and perpetuation of 
atrial AF. Nevertheless, age is the main risk factor5. Among the modifiable risk factors, the most prominent are 
obesity and systemic arterial hypertension. In the case of obesity, an important study has shown that weight loss 
is directly related to the evolution to paroxysmal forms6.

CLASSIFICATION
The classification of AF starts with a distinction of a first detectable episode, associated with a symptom or 

self-limited. According to guidelines from the American College of Cardiology (ACC) / American Heart Association 
(AHA) / Heart Rhythm Society (HRS)7,8, an AF classification is recommended in the following standards (Fig. 1):

• Paroxysmal AF: detection of AF that reverts spontaneously in less than 7 days (most episodes last less 
than 24 h);

• Persistent AF: AF episodes that last more than 7 days and may require pharmacological or electrical 
intervention for reversion;

• Long-term persistent AF: AF that has persisted for more than 12 months;
• Permanent AF: when the patient and the doctor decided to abort restoration strategies after shared clinical 

decision-making.

It is noteworthy that the use of the terms “chronic AF” and “isolated AF” is discouraged by these same societies9.

Figure 1. Classification of atrial fibrillation (AF), taking into account the presentation and duration of the episode. Paroxysmal 
(usually < 48 h); persistent (> 7 days or cardioversion required) and permanent (without planning an approach to reverse the rhythm).
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CLINICAL PRESENTATION

The manifestations of the arrhythmia are very variable, affecting from asymptomatic people who are unaware of their 
clinical condition until the moment it is eventually discovered during a physical examination, and also patients who present 
symptoms such as: palpitations, weakness, reduced ability to exercise, fatigue, dizziness, dyspnea and chest pain. Such 
complaints are due to a high heart rate and to the loss of atrial contraction, with its respective hemodynamic contribution. 
Syncope due to arrhythmia is uncommon and, in these cases, high-ventricular response AF with accessory conduction or 
its association with total atrioventricular block should be suspected.

Atrial fibrillation also manifests itself through thromboembolic events. In patients at higher risk, a cardiac embolus, 
most commonly originating from the left atrial appendage, can cause an ischemic stroke and peripheral arterial embolism. 
The occurrence of these phenomena is related to the patient’s clinical risk profile, whatever the type of AF (paroxysmal, 
persistent or permanent). Risk factors such as the presence of valve disease (mainly mitral valve disease), advanced age and 
a previous embolic event are correlated with a higher probability of a new cerebral ischemic event.

EMERGENCY MANAGEMENT OF AF
In the emergency room, the management of patients with AF aims to alleviate symptoms and prevent complications 

related to arrhythmia. For the correct decision regarding treatment, certain clinical information is essential: The length of 
the interval between the onset of symptoms and the arrival at the doctor, and the severity of symptoms. Treatment consists 
of a direct approach to the arrhythmia, by controlling heart rate or rhythm, and preventing thromboembolic events by 
anticoagulation.

There is no universally accepted approach to the treatment of AF in the emergency and there are many controversies 
regarding the two main strategies: heart rate control and rhythm management. Strategies to control rhythm or frequency 
can be effective in relieving symptoms, but none of them demonstrated superiority in reducing mortality when compared 
with each other10. Rhythm control strategies have shown better mortality outcomes, especially in patients over the age of 
65 and diastolic11 and systolic12 heart failure.

Some comorbidities such as hyperthyroidism, acute coronary syndrome and exacerbated chronic obstructive pulmonary 
disease (COPD) can be the triggers for an AF crisis and the recognition and treatment of these conditions is essential for 
the adequate clinical outcome, since atrial arrhythmia can be a secondary manifestation to the main disease, which would 
require specific treatment that will not be the focus of this review.

RHYTHM OR FREQUENCY CONTROL IN EMERGENCY SITUATIONS?
Although international guidelines exist to guide the management of disease decompensation, the treatment of AF 

in emergency services is still heterogeneous13. The emergency physician must provide supplemental oxygen if necessary, 
establish venous access, continuous electrocardiographic monitoring, blood pressure and 12-lead electrocardiogram. The 
most important data in making therapeutic decisions are the duration of AF and its classification, heart rate, precipitating 
factors and signs and symptoms. Special attention should be paid to identifying signs of left ventricular hypertrophy, 
ventricular preexcitation, bundle branch block, previous myocardial infarction and other structural heart disease or lung 
disease. Acute AF in patients without structural heart disease will rarely develop hemodynamic instability, and the treatment 
of reversible and triggering causes of arrhythmia should be the primary objective13. The goals of AF treatment are: to relieve 
symptoms, improve functional capacity, improve quality of life, prevent tachycardia-induced cardiomyopathy and reduce 
hospitalization rates8.

In situations of atrial fibrillation with high ventricular response (HVR), the physician must estimate whether this patient 
is symptomatic because of or as a consequence of AF. Common clinical situations in a hospital environment, such as sepsis, 
digestive bleeding, among many others, can trigger decompensation of the arrhythmia. In these cases, treating heart rate 
and not the underlying cause can be ineffective and even harmful to the patient14. Careful evaluation by an experienced 
team member may be necessary to assess this dichotomy.
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In cases where HVR is considered to be the cause of the patient’s instability and there is an imminent risk 
of death (progressive reduction in the level of consciousness, severe dyspnea with signs of respiratory distress, 
hypotensive circulatory shock), synchronized electrical cardioversion is recommended. To perform this therapy, 
sedation and analgesia are required, more commonly with short-term agents, such as the combination of propofol 
and fentanyl15, which have negative inotropic effects, potentially harmful to this particular patient. Different 
combinations, such as propofol + ketamine, dexmedetomidine + propofol, or remifentanil instead of fentanyl can 
be used according to the team’s experience and availability16. A dose of 10,000 units of unfractionated heparin 
should be administered as a bolus intravenously, based on anecdotal evidence17. The atrial stunning that occurs 
after an electrical cardioversion can last from 24 h to 1 month, depending on the duration of atrial fibrillation18.

In patients who do not show clear signs of clinical or hemodynamic instability, the choice of strategy will 
depend on the choice of the doctor and the patient’s preference: rhythm or frequency control. For this joint decision, 
the doctor must consider the embolic risk of the procedure, which is estimated by the time of occurrence of the 
arrhythmia: acute (< 48 h) or subacute (≥ 48 h).

According to the recommendations, in stable cases of acute atrial fibrillation (< 48 h), electrical (89.7% success 
in 24 h) or pharmacological (69% success in 24 h) cardioversion can be performed19, following the same routine 
which was described for the unstable patient7,20, emphasizing that 70% of AF episodes revert spontaneously in less 
than 24 h21. This 48-hour rule is arbitrary and lacks modern data. Since pharmacological and electrical cardioversion 
have associated risks, identifying patients in whom spontaneous conversion is likely to occur and avoiding active 
interventions can decrease cardioversion-related morbidity. A duration of symptoms of less than 24 h seems to be 
a good indicator of spontaneous reversion to sinus rhythm. Other clinical and echocardiographic variables such 
as age, sex, left atrium enlargement, left ventricle systolic dysfunction and use of drugs to control the ventricular 
rate were not spontaneous conversion predictors21.

A single-center retrospective study evidenced that cardioverted patients with acute AF (< 48 h) had a five-
fold higher risk of subsequent embolic events when they did not receive prior anticoagulant therapy, challenging 
current practice22. In addition, the recently published RACE 7 ACWAS, which compared rhythm control strategies 
(cardioversion) with pharmacological heart rate control in patients with stable acute AF, there was a noninferiority 
for the heart rate control strategy in sinus rhythm maintenance in four weeks after admission23. The study has a 
slightly different methodology from that usually performed in emergencies and some statistical biases; therefore, the 
knowledge of its results is important, but also its reading and critical analysis. Heart rate control even in acute AF 
(< 48 h), due to current evidence, and the primum non noncere philosophy, seems to be a strategy at least not inferior 
to classical strategies and is proposed in Fig. 2. Table 1 summarizes the drugs available for heart rate control strategy.

Figure 2. Urgent management of atrial fibrillation of acute onset (< 48 h).

Acute onset AF
(< 48h)

Hemodynamic or
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Yes No

Electrical
cardioversion

Electrical or
pharmacological

cardioversion - Metoprolol
- Cardiac glycosides

- Metoprolol/
Verapamile

- Amiodarone
- Cardiac glycosides

Heart rate control

Le� ventricle
ejection fraction

≤ 40%

Le� ventricle
ejection fraction

> 40%

Patient and
physician’s choice
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Table 1. Drugs available in emergency rooms to control the frequency of atrial fibrillation in Brazil.

Drug
Route of 

administration
Loading dose

Maintenance 
dose

Adverse events

Metoprolol Intravenous
5 mg bolus administered for 2 min 

Repeated up to a dose of 15 mg
100–200 mg 
orally daily

Lethargy, headache, peripheral 
edema, bronchospasm, bradycardia, 

hypotension and atrioventricular block

Amiodarone Intravenous
300 mg diluted in glucose solution 

administered in 30 to 60 min
200 mg orally 

daily

Hypotension, bradycardia, nausea, QT 
interval prolongation, reversal to sinus 

rhythm with risk of embolic events

Deslanoside Intravenous 0.4 mg in slow bolus –

Gastrointestinal discomfort, blurred 
vision, headache. In toxicity, digital 

is pro-arrhythmic, particularly in 
concomitance with hypokalemia

 
Adapted from Kirchhof et al.20.

In stable cases of subacute atrial fibrillation (≥ 48 h), there are three possibilities: (a) that a transesophageal 
echocardiogram is performed to detect left appendage thrombus and, only after that, electrical cardioversion is 
performed; (b) that the patient is anticoagulated for at least three weeks before electrical cardioversion, which 
will now be elective; (c) maintaining heart rate control with the same drugs as in Table 124. If options (a) or (b) 
are chosen, a minimum of 4 weeks of full anticoagulation is required after cardioversion20 (Fig. 3). All patients 
undergoing electrical or chemical cardioversion require clinical observation and continuous cardiac monitoring 
for a period of not less than 2 h. Ad eternum anticoagulation will depend on further evaluation.

Subacute onset AF
(≥ 48h)

Hemodynamic or
clinical compromise

Yes No

Full anticoagulation
for 3 weeks

Cardioversion

TEE to check
for thrombus

Full anticoagulation
for, at least, 4 weeks

Full anticoagulation
according to CHADS-

VASC score

Electrical
cardioversion

Heart rate control

TEE = transesophageal echocardiogram.

STRATEGIES FOR CARDIOVERSION AND RESTORATION OF SINUS RHYTHM
Restoration to sinus rhythm can be achieved by electrical cardioversion or by pharmacological strategy, performed 

with antiarrhythmic drugs, namely, in Brazil, propafenone and amiodarone. Drugs available in other countries must 
be cited: flecainide, ibutilide and vernakalant. For decision making, factors such as availability, contraindications 
and adverse events must be considered25.

Flecainide, a class Ic antiarrhythmic agent, has an efficacy between 67–92% in 6 h for reversion of recent 
onset AF, mainly of short duration (< 24 h)26. Propafenone, also in class Ic, although possibly less effective than 

Figure 3. Urgent management of atrial fibrillation with sub-acute onset (> 48 h).
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flecainide for this purpose27, has its space due to the possibility of oral administration in the “pill-in-the-pocket” 
strategy, with good efficacy and tolerance, which consists of using a 600 mg dose of propafenone in patients over 
70 kg or 450 mg in the others28,29. With a rate of adverse events between 7–16% of patients, the most common 
adverse event is presyncope, and the most feared is the evolution to atrial flutter with 1:1 conduction30. Although 
not recommended in official guidelines, it is a consensus among experts that the first use of this strategy is made in 
a hospital environment, under continuous monitoring. Class Ic antiarrhythmic drugs should be avoided in patients 
with structural, ischemic heart disease or left ventricular dysfunction25.

Ibutilide is a Vaughan-Williams class III antiarrhythmic with an efficacy of approximately 50% among several 
studies31. It presents a notable risk of torsades de pointes due to the prolongation of the QT interval32.

The vernakalant acts on several ion channels, namely the Kach current of the atria. Its efficacy in a randomized 
study is 51% of reversion to sinus rhythm33,34.

Amiodarone, rarely used in the acute phase in the countries of Europe and the United States, is a protagonist in 
Brazil. It has been used as an alternative to the aforementioned medications in cases of prolonged AF (> 24–36 h) 
or when there is a history of significant structural heart disease (with left ventricular ejection fraction < 40%)15.

Table 2 provides a brief summary of the drugs available for rhythm control in atrial fibrillation.

Table 2. Drugs available to control atrial fibrillation rhythm in Brazil.

Drug
Route of 

administration
Loading dose Maintenance dose Adverse events

Amiodarone Intravenous
5–7 mg/kg in 1 

to 2 h
50 mg/h up to a 

maximum of 1 g in 24 h

Phlebitis, hypotension, bradycardia, 
atrioventricular blocks. The reversal often 

occurs late (after 8 to 12 h)

Propafenone Oral 450–600 mg -
Hypotension, atrial flutter with 1:1 conduction, 

QRS prolongation. Avoid in patients with 
ischemic or structural heart disease.

 
Adapted from Kirchhof et al.20.

Synchronized electrical cardioversion is a highly effective alternative to restore sinus rhythm, and treatment is 
recommended in cases where hemodynamic instability is presumably secondary to the high ventricular response of 
AF. Pretreatment with antiarrhythmic drugs can increase the rate of conversion to sinus rhythm and reduce the early 
recurrence of arrhythmia35,36. To maintain this effectiveness, it is prudent to start therapy one to three days before, in 
the case of propafenone; and three weeks earlier, in the case of amiodarone37.

The procedure involves the use of an electric shock synchronized to the QRS, in order to avoid the classic “R over 
T” phenomenon, which could trigger a polymorphic ventricular tachycardia with progression to cardiorespiratory arrest. 
The latest guidelines issued by the American and European Cardiology societies do not make any determination as to the 
exact shock load to be given7,20. In practice, an energy of 120 to 200 J is recommended for supraventricular arrhythmias of 
irregular rhythm, which is the case of atrial fibrillation38. Several other factors influence the quality of electrical cardioversion, 
including the use of the “biphasic” waveform39 and possibly the anteroposterior positioning of the defibrillation pads40.

A noteworthy observation is that the failure of electrical cardioversion must be distinguished between two 
situations: (a) transient return to sinus rhythm, with refractory atrial fibrillation afterwards; (b) complete absence 
of return to sinus rhythm. When the first scenario occurs, treatment with antiarrhythmic drugs can increase the 
likelihood of staying at a normal rhythm; in the second scenario, the strategies to be employed are: increasing 
the shock load, replacing a monophasic defibrillator for a biphasic model and changing the defibrillation vector36,41.

RHYTHM OR HEART RATE LONG-TERM CONTROL
For the long-term treatment of AF, there are two strategies: (a) heart rate control; (b) rhythm control, seeking to 

reverse sinus rhythm, either through the use of anti-arrhythmic drugs, or, in the modern era, with catheter ablation.
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The most classic study aimed at answering the question of which strategy is most beneficial to the patient was 
the AFFIRM trial, a randomized, multicenter, double-blind study that compared rhythm control with frequency 
control, which could be achieved with digoxin, beta-blockers or nondihydropyridine calcium channel blockers. 
The study, with the participation of four thousand patients, demonstrated, at the end of a five-year follow-up, 
that there is no superiority of the rhythm control strategy over frequency control, reaching a trend towards lower 
mortality in the group “rate control” (p = 0.08)10. There are several criticisms regarding the study’s methodology; 
for example, the fact that 52% of patients in the “frequency control” group were in sinus rhythm at the beginning 
of the study, something that is not the usual clinical practice42.

The RACE trial, although smaller (522 patients)43, was different from the AFFIRM in terms of selecting 
only patients with persistent atrial fibrillation refractory to attempts at cardioversion. The endpoint composed 
of death from cardiovascular causes, thromboembolic phenomena, bleeding, pacemaker implantation and adverse 
drug events was no different between the frequency and rhythm control groups. The study is criticized precisely 
for the selection of these outcomes, which are subjective and may have polluted the selection of the ideal sample.

It is recognized that one of the reasons why rhythm control was not superior in these studies is the safety profile 
of antiarrhythmic drugs used for rhythm control. Catheter ablation in cases of AF may allow selected patients to 
remain free from antiarrhythmic drugs. The CABANA trial randomized patients with symptomatic atrial fibrillation 
in a nonblinded intervention study comparing ablation strategies with frequency or rhythm control. By selecting 
2204 patients, but with a 10.2% loss of follow-up, CABANA demonstrated no differences between groups for 
the composite outcome of death, debilitating stroke, major bleeding or cardiorespiratory arrest (p = 0.3)44. The 
greatest criticism of CABANA is due to the fact that it is not blind, the high rate of abandonment of the study 
and, mainly, the exaggerated crossover rate of the drug group to ablation (27.5%)45.

PREVENTION OF THROMBOEMBOLISM AND ANTICOAGULATION IN  
THE EMERGENCY

One of the most important duties of the physician in caring for patients with AF in emergency departments is to prevent 
the occurrence of an embolic stroke. The development and embolization of atrial thrombi can occur in any form of AF 
(that is, paroxysmal, persistent or permanent). Although stroke is the most frequent clinical manifestation of embolization 
associated with AF, embolization to other sites in systemic and pulmonary circulations can also occur. Most embolic events 
occur shortly after successful cardioversion, which supports the view that the reversion of AF to sinus rhythm is responsible 
for thromboembolism, even after brief periods of AF46. The occurrence of a thromboembolic phenomenon is directly related 
to the duration of the arrhythmia: patients with AF lasting less than 48 h have a low risk of thromboembolic phenomena 
when reverting to sinus rhythm, whereas patients with uncertain duration of AF or lasting longer than 48 h, the approach 
should be aimed at controlling the heart rate associated with antithrombotic therapy or, alternatively, cardioversion, after 
excluding the presence of intracavitary thrombus through transesophageal echocardiogram8,15,47.

As already mentioned, if an emergency cardioversion is chosen in a patient with unstable AF, a dose of 10,000 
units of unfractionated heparin should be administered intravenously and in bolus. In situations of hemodynamic 
stability, in which an atrial fibrillation duration ≥ 48 h is estimated, the physician must decide between (a) performing 
a transesophageal echocardiogram to detect thrombi in the left atrial appendage and cardiovert up to 48 h after 
the examination, by anticoagulating by a minimum of 4 weeks after; (b) fully anticoagulated the patient for a 
minimum of 3 weeks and perform cardioversion electively, anticoagulating for a minimum of 4 weeks afterwards; 
(c) define the frequency control strategy. In all cases, the attending physician should define, based on the CHA(2)
DS(2)-Vasc tool (or simply “CHADS-Vasc”, Table 3)48, whether the patient will need ad eternum anticoagulation. 
Current guidelines recommend full anticoagulation in patients with AF (paroxysmal, permanent or persistent) 
with a CHADS-Vasc score ≥ 27,20. More recent evidence suggests a statistical benefit in anticoagulating men with 
a score ≥ 149.
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Table 3. Risk score for thromboembolic events in patients with atrial fibrillation.

CHA2DS2-VASc

C Congestive heart failure or left ventricular ejection fraction ≤ 40% 1

H Hypertension 1

A2 Age ≥ 75 years 2

D Diabetes mellitus 1

S2 Previous ischemic or transient ischemic attack 2

V Vascular disease 1

A Age 65–74 years 1

Sc Sex category: female 1

Direct oral anticoagulants (DOACs) have been shown to be safe and effective in preventing thromboembolism 
in patients with nonvalvular AF. Dabigatran is a direct inhibitor of thrombin. The clinical study that validated its 
use was RELY, which demonstrated the superiority of dabigatran at a dose of 300 mg a day over dose-adjusted 
warfarin (INR between 2.0 and 3.0) in preventing thromboembolic events in patients with non-valvular AF50. In the 
specific scenario of cardioversion, a post-hoc analysis of RELY demonstrated that both doses (110 or 150 mg bid) 
of dabigatran, used for at least 3 weeks, have a low risk of thromboembolism, comparable to the results with 
warfarin51. There are no studies of immediate cardioversion (in less than 24 h) with Dabigatran.

Rivaroxaban is a direct factor Xa inhibitor used at doses of 15 or 20 mg daily. The ROCKET-AF study 
included patients with nonvalvular AF and demonstrated noninferiority of rivaroxaban compared to warfarin in 
preventing thromboembolism in patients with non-valvular AF, with an adequate safety profile52. A post-hoc 
analysis of ROCKET-AF demonstrated statistical safety of cardioversion with restoration of sinus rhythm in 
patients with AF using rivaroxaban compared to warfarin. The anticoagulation time performed by the study has 
not been reported53. The X-VeRT trial was the first randomized study to assess the efficacy and safety of DOACs 
compared to warfarin in the cardioversion setting, given at least 4 h before the procedure. There was no significant 
difference in the endpoints of embolic phenomena and bleeding54. A criticism of this study, as well as others on 
the same topic, is its limited statistical power: it would be necessary to randomize more than 40,000 patients to 
obtain a significant difference in embolic phenomena in X-VeRT55.

Apixaban is another factor Xa inhibitor, which has shown efficacy and safety in preventing embolic stroke 
compared to warfarin in patients with AF in the ARISTOTLE study, at doses of 5 or 2.5 mg twice daily56. The post-
hoc analysis of this study demonstrated safety in the use of medication for the purpose of cardioversion. EMANATE, 
an open-label trial, evaluated the use of apixaban or usual therapy in patients not previously anticoagulated. 
It is a controversial study, due to the remarkable exclusion criteria, and for having performed transesophageal 
echocardiograms in several patients in the apixaban group. The results are positive for the reduction of embolic 
events in the group that used apixaban (0% × 0.83%) 57.

Edoxaban was the last factor Xa inhibitor to reach the Brazilian market. The study that validated it was 
ENGAGE-AF, which used doses of 60 or 30 mg daily compared to warfarin. Edoxaban proved to be non-inferior 
to warfarin in preventing embolic events and demonstrated significantly lower bleeding rates58. A post-hoc analysis 
of this study showed that there were no significant differences between using edoxaban or warfarin for cardioversion 
purposes59. ENSURE-AF was a trial designed only to answer this question, for cardioversion in patients with 
more than 48 h of AF in two different groups: those who would undergo transesophageal echocardiography before 
cardioversion and those who would not. There was no significant difference in the rates of ischemic events and 
bleeding between groups60.
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Due to the heterogeneity among the populations of the studies, and the very low incidence of embolic events, 
cardioversion data in patients using DOACs are difficult to interpret and generalize. This issue is even more 
important when one considers the time the medication was used before cardioversion. Table 4 summarizes the 
studies and the minimum administration periods of times.

Table 4. Randomized studies that compared direct anticoagulants (DOACs) with the usual therapy for performing cardioversion. 
Adapted from55.

Trial Drugs Minimum DOAC usage time Ischemic events Bleeding events

X-VeRT54 Rivaroxaban x Warfarin 1 to 5 days
Rivaroxaban: 0,51%. 

Warfarin 1.02 %
CI: 0.15 – 1.73

Rivaroxaban: 0.61%
Warfarin: 0.8%
CI: 0.21 – 2.67

EMANATE57
Apixaban x Warfarin 

+ Heparin
2.5 days or 2 h after a 10 or 5 mg 

loading dose

Apixaban: 0%
Warfarin + heparin: 
0.83% (p = 0.0164)

Apixaban: 0.41%
Warfarin + heparin: 

0,83%

ENSURE-AF60
Edoxaban x Warfarin 

+ enoxaparin

Those who did it in less than 3 
weeks followed the strategy of 
performing a transesophageal 
echocardiogram. Patients were 
Cardioverted in average 2 days 

after this exam. Minimum of 2 h.

Edoxaban: < 1%.
Warfarin + enoxaparin: 

< 1%.
CI: 0.06 – 5.88)

Edoxaban: < 1%.
Warfarin + 

enoxaparin: < 1%.
CI: 0.64 – 3.55)

CONCLUSION

Atrial fibrillation is a common situation in emergency rooms with high morbidity. There are several viable 
strategies to be employed, which can result in hospital discharge safely for a given patient population, minimizing 
costs to the health system. The decision about controlling the rhythm or heart rate must be individualized and 
based on the duration of the arrhythmia, thromboembolic risk, symptoms and signs of hemodynamic instability. 
Prevention of thromboembolism is the main objective in the care of AF and doctors working in emergency units 
must be familiar with the current care protocols.
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