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Patients with cardiac rhythm disturbances may present with a myriad of complaints
ranging in severity from palpitations and weakness to chest pain and syncope.
Patients may be unstable, requiring immediate interventions, or stable, allowing for
a more deliberated approach. Rapid assessment of the patient’s stability, underlying
rhythm, and determination of appropriate interventions guides timely therapy.
Presenting rhythm disturbancesmay be primary dysrhythmias ormay be secondary to

an underlying medical problem. A critical step for the provider is to make this determina-
tionearly, as thisevaluationdirectlyaffects treatment.Forexample,ahypoxemicpatient in
respiratory failurewith significant bradycardia requires attention to oxygenationandventi-
lation and will not benefit from pacing; a septic patient with sinus tachycardia will not
benefit from cardioversion. Conversely, a patient with symptomatic bradycardia requires
pharmacologic or electrical therapy to improve heart rate, and an unstable patient in atrial
fibrillation with rapid ventricular response requires cardioversion. This article reviews the
differential diagnosis and treatment of adult patients presenting with primary bradydysr-
hythmias and tachydysrhythmias, with the exception of atrial fibrillation and atrial flutter,
whichare covered in article byBontempoandGoralnick elsewhere in this issue.Aconcise
approach to diagnosis and determination of appropriate therapy is presented. Chal-
lengingscenariosare reviewed, for example,when theetiologyof adysrhythmia isunclear
or complicated, asare safe and reliable interventions in suchcases. Lastly, critical consid-
erations for specific dysrhythmias are discussed, highlighting high-risk scenarios.

GENERAL APPROACH TO THE PATIENT WITH A CARDIAC RHYTHM DISTURBANCE

Identifying the rhythm disturbance as a primary problem rather than being secondary
to a reversible underlying etiology is of critical importance. The use of the word
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“primary” by the authors refers to those pathologies that are intrinsic to the heart, for
example, acute myocardial infarction or infiltrative diseases resulting in bradycardia or
accessory conduction pathways resulting in reentrant tachycardia. Primary rhythm
disturbances may manifest as a result of abnormal impulse formation, ectopic electri-
cal activity, or aberrant conduction. Dysrhythmias secondary to a reversible cause
may manifest in the same way as primary rhythm disturbances. However, these
patients will require interventions specific to the underlying etiology. The history and
physical examination are invaluable for identifying the causes of primary or secondary
arrhythmias, as outlined in Table 1. For example, patients with a known history of
sinus node disease presenting with symptomatic bradycardia are likely to be in
heart block, and those on rate-controlling medications are at risk for an adverse
drug-related event resulting in bradycardia. Conversely, a patient with a history of
supraventricular tachycardia (SVT) presenting with palpitations is likely to have had
a recurrence. Physical examination findings consistent with a sepsis syndrome, frank
pulmonary edema, or a patient with a history of missed dialysis might direct one away
from a diagnosis of primary arrhythmia and toward a treatable underlying etiology. In
the unstable patient the reversible causes outlined in Table 2 must be considered
before embarking on purely rhythm-based therapy.
A major determinant of stability in patients with bradycardic and tachycardic rhythm

disturbances is heart rate. Patients with extremes of bradycardia and tachycardia will
more likely present in an unstable condition, with such symptoms as altered mental
status, syncope, dyspnea, chest pain, or cardiovascular collapse, and will require
immediate intervention. Patients with impaired cardiovascular function at baseline
will be less tolerant of such rhythms. Those with moderate bradycardias or tachycar-
dias are more likely to have limited symptoms, to be hemodynamically normal, and
allow time for deliberation and a focused approach to their care. This point is the first
juncture in the approach to management of the patient with a primary dysrhythmia: is
the patient stable or unstable (Fig. 1)? The stable patient allows time for a thorough
evaluation and carefully tailored treatment; the unstable patient, defined as having
altered mental status, hemodynamic instability, or chest pain considered to be of
cardiac origin, requires emergent intervention.
Regardless of whether or not they are stable, all patients with symptomatic

dysrhythmias require standard emergency evaluation and treatment. Such assess-
ment includes evaluation of airway, breathing, and circulation with appropriate
Table 1
Potential causes of primary and secondary arrhythmias

Primary Arrhythmia Secondary Arrhythmia

Bradycardic Idiopathic
Infiltrative disease
Collagen vascular disease
Ischemia or infarction
Cardiac surgery
Heritable arrhythmias
Infectious disease (Lyme)

Autonomic syndromes
Cardioactive drugs
Hypothyroid
Known comorbidities
Reversible causes (see Table 2)

Tachycardic Known prior dysrhythmia
Structural heart disease
Prior myocardial infarction

Autonomic syndromes
Cardioactive drugs
Hyperthyroid
Known comorbidities
Reversible causes (see Table 2)



Table 2
Reversible causes of arrhythmias

Six H’s Five T’s

Hypovolemia
Hypoxia
Hydrogen ion
Hypo-/hyperkalemia
Hypoglycemia
Hypothermia

Toxins
Tamponade, cardiac
Tension pneumothorax
Thrombosis
Trauma
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interventions as needed, supplementary oxygen, serial blood pressure monitoring,
continuous cardiac rhythm monitoring, continuous pulse oximetry, intravenous
access, and a 12-lead electrocardiogram (ECG), with additional testing and interven-
tions as deemed necessary by the treating provider and as guided by the history and
physical examination.
APPROACH TO THE PATIENT WITH A BRADYDYSRHYTHMIA
Evaluation

Bradycardia is defined as a heart rate less than 60 beats per minute (bpm). Many
patients, such as highly trained athletes, tolerate bradycardia well and require no inter-
vention. Pathologic bradycardias, on the other hand, result from either abnormal
impulse formation or abnormal impulse conduction. The sinus node is dysfunctional
in disorders of impulse formation, resulting in sinus bradycardia, sinus pause, or sinus
arrest. With sinus pause of sufficient duration, and in sinus arrest, junctional or ventric-
ular automaticity may result in slow escape rhythms with rates of roughly 40 to 60 or 30
to 40 bpm, respectively. In the absence of adequately conducted junctional or ventric-
ular automaticity, asystole occurs. Abnormal impulse conduction may result in
a variety of heart block conditions: intraventricular conduction delay, first-degree,
second-degree type I, second-degree type II, and third-degree heart block. Intraven-
tricular conduction delay and first-degree heart block are not expected to result in
symptomatic bradycardia; however, they can confound rhythm interpretation, which
is particularly true with bundle-branch blocks.
Interpretation of bradycardic dysrhythmias is relatively straightforward compared

with interpretation of tachycardic dysrhythmias, due to the limited range of possibili-
ties. Box 1 provides a conceptual organization for basic bradycardic dysrhythmias.
Table 3 provides the ECG characteristics for sinus bradycardia and heart blocks
Fig. 1. Algorithm for stable versus unstable presentations.



Box 1

Conceptual approach to bradycardias

Regular, Narrow

Sinus bradycardia

Second degree type I

Slow atrial flutter

Junctional rhythms

Irregular, Narrow

Slow atrial fibrillation

Slow atrial flutter

Slow multifocal atrial tachycardia

Second degree type I or II

Third degree

Regular, Wide

Sinus bradycardia aberrancy

Irregular, Wide

Idioventricular rhythm

Atrial fibrillation/flutter with aberrancy

Heart block with aberrancy
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without aberrant conduction as well as important causes to consider during acute
presentation of these primary dysrhythmias. Note that the differential diagnosis is
not limited to these important causes. Acute coronary syndrome must be considered
in all patients presenting with a bradyarrhythmia. Brady and colleagues1 described
Table 3
Characteristics of bradycardia and heart block

Sinus
Bradycardia

First-Degree
Block

Second-Degree
Type I Block

Second-Degree
Type II Block

Third-Degree
Block

Atrial rate £60 Any Any Any Any

Ventricular
rate

Matches
atrial rate

Matches
atrial rate

Slower than
atrial rate

Slower than
atrial rate

Slower than
atrial rate

Rhythm Regular,
P-QRS
ratio 1:1

Regular,
P-QRS
ratio 1:1

Irregular Regular or
Irregular

Irregular

PR <200 ms ‡200 ms Prolongs before
dropped QRS

Fixed before
dropped QRS

No association

Acute
causes to
consider

Normal
drugs

Vagal tone
ACS

Drugs
Vasovagal
ACS

Drugs
Vagal tone
ACS

ACS ACS

Key characteristics are in boldface.
Abbreviation: ACS, acute coronary syndrome.
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a case series of 131 patients presenting with unstable bradycardia and heart block, all
of whom received atropine and some of whom were paced. Of these, 45 (34%) had
a discharge diagnosis of myocardial infarction and 12 (9%) had a discharge diagnosis
of ischemia. Of the 45 presenting with atrioventricular (AV) block, 25 (56%) had
a discharge diagnosis of myocardial infarction.

Treatment

Stable bradydysrhythmias
The stable patient with asymptomatic bradycardia may be observed, without any
specific emergent intervention. For example, a patient with bradycardia due to
third-degree heart block may present in stable condition and without symptoms while
at rest, though he or she may complain of exertional dyspnea, weakness, or dizziness
while ambulating. Such a patient requires hospitalization for evaluation and manage-
ment of the heart block; however, emergency interventions such as atropine, inotrope
infusion, or pacing are not indicated.

Unstable bradydysrhythmias
Atropine is the first-line treatment for symptomatic bradycardia, a recommendation
that is supported by consensus opinion as well as research performed in the prehospi-
tal setting, emergency department, and operating room.1–5 The initial dose is 0.5 mg
as an intravenous bolus, and may be repeated every 3 to 5 minutes to a maximum of 3
mg. Atropine may prove adequate as a sole intervention, with the patient only requiring
further monitoring.
However, if it is ineffective or if recurrent doses of atropine are required, transcuta-

neous pacing or inotrope infusion should be considered. As with the recommendation
for atropine as a first-line agent, consensus and limited scientific evidence support the
use of pacing or inotrope infusion as equally effective second-line interventions after
atropine.2–5 The recommended inotropes are dopamine, 2 to 10 mg/kg/min or
epinephrine, 2 to 10 mg/min.3 Fig. 2 provides a framework for treating the patient
with symptomatic bradycardia. Transcutaneous pacing requires sedation and anal-
gesia in the conscious patient, whereas inotrope infusion does not. In all patients,
but especially those who do not respond promptly and adequately to atropine, prep-
arations for transvenous pacing should be initiated. Once the patient is stabilized the
provider should again review the potential etiology, with particular attention to identi-
fying reversible causes of the abnormal presenting rhythm.
APPROACH TO THE PATIENT WITH A TACHYDYSRHYTHMIA
Evaluation

Tachycardia is defined as a heart rate greater than 100 bpm. Tachycardia is more likely
to be a primary arrhythmia when the heart rate exceeds 150 bpm. The upper rate of
sinus tachycardia can be approximated by subtracting the patient’s age in years
from 220. Because a rapid heart rate is often an appropriate response to a physiologic
stress such as fever, dehydration, or anemia, such factors should be identified early to
determine whether the rate is a primary dysrhythmia or secondary to an underlying
condition, with treatment aimed at the underlying cause if present. For example,
when cardiac output and systemic perfusion are dependent on heart rate, as in the
septic patient, slowing the heart rate may be detrimental. However, when the etiology
of sinus tachycardia is not correctable with intravenous volume, analgesics, or anxio-
lytics, limiting the tachycardic response and, therefore, myocardial oxygen consump-
tion, may be desirable in select critically ill patients.6



Fig. 2. Approach to treatment of symptomatic bradycardias.
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Tachydysrhythmias may be classified based on the regularity of the rhythm and the
width of the QRS complex (Box 2). Those with a QRS duration less than 120 millisec-
onds are considered narrow complex tachycardias, with the origin above the bundle of
His. When the duration of the QRS complex is greater than 120 milliseconds, the
rhythm is considered a wide complex tachycardia. Irregular narrow complex tachy-
dysrhythmias include atrial fibrillation, atrial tachycardia, atrial flutter with variable
AV conduction, and multifocal atrial tachycardia. Regular tachydysrhythmias include
sinus tachycardia, atrial flutter, atrial tachycardia, AV nodal reentry tachycardia, and
AV reentrant tachycardia. Note that some tachydysrhythmias may be regular or irreg-
ular, such as atrial flutter. Regular wide complex tachydysrhythmias are generally
considered to be ventricular tachycardia or SVT with aberrancy; however, antidromic
AV reentrant tachycardia (AVRT) may present as a wide complex tachycardia. Irregular
wide complex tachycardias may be polymorphic ventricular tachycardia or an irregular
supraventricular rhythm with an abnormal conduction path. Examples of this latter
phenomenon include atrial fibrillation, atrial flutter with variable conduction, or atrial
tachycardia with variable conduction, in the setting of bundle-branch block or conduc-
tion via an accessory pathway such as with Wolfe-Parkinson-White syndrome. Care
should be taken to evaluate such rhythms on a 12-lead ECG when possible, as
a wide complex tachycardia may appear narrow on a single-lead rhythm strip.7

Narrow complex tachydysrhythmias
Narrow complex tachydysrhythmias include sinus tachycardia, atrial flutter, atrial
fibrillation, AV nodal reentrant tachycardia (AVNRT), orthodromic AVRT, atrial tachy-
cardia, multifocal atrial tachycardia, and junctional tachycardia. Though atrial fibrilla-
tion and flutter are types of SVT, they are reviewed elsewhere in this issue and are
not discussed further here.



Box 2

Conceptual approach to tachycardias

Regular, Narrow

1. Sinus tachycardia

2. Atrial flutter

3. Atrial tachycardia

4. AV nodal reentrant tachycardia

5. AV reentrant tachycardia

6. Junctional tachycardia

Irregular, Narrow

1. Atrial fibrillation

2. Atrial tachycardia—variable conduction

3. Atrial flutter—variable conduction

4. Multifocal atrial tachycardia

Regular, Wide

1. Supraventricular tachycardia with aberrancy

2. Ventricular tachycardia

Irregular, Wide

1. Above rhythms with either

a. Aberrancy

b. Accessory pathway

2. Polymorphic ventricular tachycardia
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AVNRT is the most common type of nonatrial fibrillation/flutter SVT in adults, with
AVRT being the second most common.8 The cause of AVNRT is a reentrant pathway
or tract within the AV node, which appears as a regular, narrow SVT on the electrocar-
diogram. AVRT is caused by the presence of an abnormal accessory pathway that
serves as a conduit for impulses that originate from the sinoatrial node and allows
more rapid conduction, bypassing the AV node either on its way to the ventricles (anti-
dromic) or on its return to the atria (orthodromic). The result is a reentrant circuit such
as that seen in Wolff-Parkinson-White syndrome.9 Fig. 3 provides a visual summary of
this concept. In patients with orthodromic AVRT, the tachydysrhythmia may appear as
a regular narrow complex SVT indistinguishable from AVNRT. Antidromic AVRT
appears as a regular wide complex tachycardia on ECG and may be indistinguishable
from ventricular tachycardia, especially if the clinical history of a bypass tract is not
known.
Atrial tachycardia is an SVT that can originate from a single focus of atrial tissue or

be multifocal in origin, and is the result of increased automaticity.10,11 Atrial tachy-
cardia can be either focal or macro-reentrant. In focal atrial tachycardia, atrial activa-
tion starts rhythmically in a small area from which it spreads out centrifugally. In
macro-reentry, reentrant activation occurs around a central obstacle; this would
include, for example, typical atrial flutter.11 Multifocal atrial tachycardia is defined as
a rhythm with an atrial rate greater than 100 bpm, at least 3 morphologically distinct
P waves, irregular P-P intervals, and an isoelectric baseline between P waves.12



Fig. 3. Conduction through the atrioventricular (AV) node in sinus rhythm and paroxysmal
supraventricular tachycardia. (A) Sinus rhythm; (B) atrioventricular nodal reentry tachy-
cardia; (C) orthodromic atrioventricular reentry tachycardia; (D) antidromic atrioventricular
reentry tachycardia.
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Junctional tachycardia is also a disorder of increased automaticity, although it is rela-
tively rare. It is approached in a manner similar to the atrial tachycardias.

Wide complex tachydysrhythmias
Differentiating between ventricular tachycardia and SVT with aberrant conduction can
be challenging, and the rhythm should be assumed to be ventricular tachycardia in the
absence of clear-cut evidence to the contrary. Clinical findings that support the diag-
nosis of ventricular tachycardia include symptoms consistent with myocardial infarc-
tion or ischemia, prior myocardial infarction or coronary artery disease, and symptoms
occurring in older patients.13 Hemodynamic stability should not be used to discrimi-
nate between ventricular tachycardia and SVT with aberrancy.14 Factors associated
with the diagnosis of SVT with aberrancy include young patients, prior bundle-
branch block or similar appearance on prior electrocardiogram, and a history of
SVT with aberrancy. Several decision rules have been proposed in attempts to identify
features on the ECG to differentiate ventricular tachycardia from SVT with aberrancy.
Brugada and colleagues15 proposed a simplified algorithm based on 4 criteria applied
in a stepwise manner: absence of RS in all precordial leads; R to S interval greater than
100 milliseconds in one precordial lead; AV dissociation; and morphologic criteria for
ventricular tachycardia present in V1, V2, and V6. The criteria are designed to be
applied in a stepwise manner, and if at any step criteria are present the diagnosis is
ventricular tachycardia. If none are present the rhythm is determined to be SVT with
aberrancy. These investigators prospectively applied their criteria and demonstrated
a sensitivity and specificity of 98.7% and 96.5%, respectively, for correctly identifying
ventricular tachycardia. Other investigators have found the Brugada criteria to be
useful, though not as reliable as reported by Brugada and colleagues, and have
proposed alterative approaches.16–18 Overall, although algorithmic approaches to
identifying the etiology of wide complex tachycardias are helpful, there are a substan-
tial number of cases where even expert electrocardiogram analysis is indeterminate.17

Treatment

Unstable narrow complex tachydysrhythmias
Management of the adult patient presenting with an unstable tachydysrhythmia can
be relatively straightforward if certain fundamental decision points are considered
and acted on appropriately, as outlined in Fig. 4. The critical actions are the following:
assess patient stability, identify and treat underlying causes if present, identify the



Fig. 4. Approach the patient with tachycardia. Note the emergent interventions for
unstable rhythms and the differential diagnosis for stable rhythms. * Readers are referred
to the text for discussion of interventions for stable tachydysrhythmias. Afib, atrial fibrilla-
tion; Aflutter, atrial flutter; ATach, atrial tachycardia; AVNRT, atrioventricular nodal reentry
tachycardia; AVRT, atrioventricular reentry tachycardia; DDx, differential diagnosis; MAT,
multifocal atrial tachycardia; STach, sinus tachycardia; SVT, supraventricular tachycardia;
w/, with.
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heart rate, rhythm, and QRS morphology, and select electrical and/or pharmacologic
interventions. Unstable patients, for example, those with a systolic blood pressure less
than 90mmHg, chest pain, or alteredmental status, with a narrow complex SVT that is
not a compensatory sinus tachycardia, should be immediately cardioverted. Cardio-
version of nonatrial fibrillation SVT can be successful with low energies, from 50 to
100 J when using a biphasic defibrillator, and 200 J when using monophasic defibril-
lator.3,19 If the initial cardioversion fails, then the dose should be increased in a step-
wise fashion.20 Although the current American Heart Association guidelines generally
recommend synchronized cardioversion as the treatment of choice for all unstable
tachydysrhythmias, a trial of adenosine may be considered in patients with mildly
unstable narrow complex regular SVT before cardioversion.3 This recommendation
is based on retrospective evidence showing that adenosine may convert unstable
narrow complex SVT promptly and resolve hemodynamic instability.21–25

Stable narrow complex tachydysrhythmias
The differential diagnosis for stable narrow complex supraventricular rhythms is dis-
cussed above. For the purposes of this article, discussion of specific interventions
is limited to those for AVNRT, AVRT, and atrial tachycardias, excluding atrial fibrillation
and atrial flutter. The goal in treatment of these tachydysrhythmias is rate and rhythm
control. For AVNRT and AVRT, as opposed to disorders of atrial automaticity, the dis-
tinguishing feature is a reentry circuit involving the AV node. Both AVNRT and ortho-
dromic AVRT (jointly referred to as SVT for the remainder of the article) will present as
narrow complex regular tachycardias. Regular, stable, monomorphic, wide complex
tachycardias in the setting of known preexisting bundle-branch block that do not
meet criteria for ventricular tachycardia may also be supraventricular in origin. Simi-
larly, antidromic AVRT will present as a regular wide complex tachydysrhythmia.
Discussion of these more complicated wide complex tachyarrhythmias is expanded
in the section on stable wide complex tachycardia.
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The approach to treating SVT is relatively straightforward and may involve either
vagal maneuvers, adenosine, or nodal blocking agents (calcium-channel blockers or
b-blockers). Vagal maneuvers and adenosine are the preferred initial interventions.
The most widely used vagal maneuver is the Valsalva maneuver, with a success
rate of approximately 15% to 20%.26 However, success rates of up to 30% have
been reported using a modified Valsalva maneuver whereby patients expired into
a section of suction tubing and pressure gauge for at least 15 seconds at 40 mm
Hg while in a Trendelenburg position.27 Carotid massage may be considered. As
a diagnostic tool it may slow the ventricular rate to assist in rhythm analysis, and as
a therapeutic tool it is equivalent to Valsalva in terminating SVT.28 However, concerns
have been raised regarding the safety of carotid massage especially in the elderly, with
neurologic complications being reported in 0.1% to 1%.29,30

Adenosine is the second-line agent if SVT does not respond to vagal maneuvers,
and has several advantages over other agents. For example, it demonstrates similar
conversion rates to calcium-channel blockers with the advantage of a more rapid
onset and fewer side effects. It has a short half-life, which allows for use of other AV
nodal blocking agents if necessary.31–33 Adenosine is administered as a rapid intrave-
nous bolus, with an initial dose of 6 mg. If the rhythm does not convert, the dose
should be increased to 12 mg and repeated. Common side effects are flushing, dysp-
nea, and chest discomfort.34 Bronchospasm has been reported following adenosine
administration in patients with underlying asthma or chronic obstructive pulmonary
disease; however, it has also been reported to be given safely in such cases, and
as such is a relative contraindication.26,35 Patients treated with adenosine may convert
to a different arrhythmia, including prolonged AV block, paroxysmal atrial fibrillation,
nonventricular tachycardia, transient premature ventricular complexes, torsades de
pointes, atrial fibrillation, or atrial flutter, with such conversions being noted to occur
in 13% of patients.34 Most of these arrhythmias are transient and recover spontane-
ously. When an underlying preexcitation syndrome such as Wolff-Parkinson-White
is suspected despite a presentation with a narrow complex regular tachycardia, a defi-
brillator should be available out of concern for the possibility of inducing atrial fibrilla-
tion with rapid ventricular response.
When SVT fails to convert to sinus rhythm, recurs, or when treatment with vagal

maneuvers or adenosine reveal atrial fibrillation or atrial flutter, treatment with AV nodal
blocking agents is indicated. These agents include the nondihydropyridine calcium-
channel blockers verapamil and diltiazem, and b-blockers. Verapamil and diltiazem
have similar efficacy in the treatment of narrow complex SVT, though they have
a more concerning side effect profile when compared with adenosine.31,33,36–39

Verapamil and diltiazem should only be used in cases known to be supraventricular
in origin, and they should avoided in patients with reduced left ventricular function.
All nodal blocking agents should be avoided in patients with wide complex tachycar-
dias, preexcited atrial fibrillation, or atrial flutter. The initial dose of verapamil is 5 mg,
administered intravenously. If there is no response and no drug-related side effects,
the dose can be repeated every 15 minutes up to a total of 20 to 30 mg. The initial
dose for diltiazem is 20 mg, and an additional 20 mg may be administered as needed
after 15 minutes. A diltiazem maintenance infusion at 5 to 15 mg/h may be used if
continuous rate control is required.3 Pretreatment with 1 g calcium gluconate or 333
mg calcium chloride has been suggested as an intervention to act against hypotension
during calcium-channel blocker use.40

b-Blockers slow conduction through the AV node and reduce sympathetic tone.
Though suggested as second-line agent for SVT, the evidence supporting their
use is more limited.41–45 Like calcium-channel blockers they have a significant
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side-effect profile in this setting, including bradycardia, conduction delays, and hypo-
tension. Furthermore, they are less effective when compared with calcium-channel
blockers.46,47 Serial use of these long acting AV nodal blocking drugs should be
avoided, as hypotension and bradycardia are a significant risk.3 Alternative drug
therapy includes antiarrhythmic agents such as amiodarone, procainamide, or sotalol.
However, these drugs have potential for toxicity and proarrhythmic effects, and as
such their use in SVT is limited.
Lastly, atrial tachycardia and multifocal atrial tachycardia are considered. These

disorders are of increased automaticity at a single or multiple atrial sites, respectively.
These conditions differ from SVT in that the ectopic electrical activity resides in the
atria, and there is no reentrant circuit through the AV node. Multifocal atrial tachycardia
is typically an epiphenomenon of an underlying disorder such as hypoxemia, chronic
obstructive pulmonary disease, congestive heart failure, and electrolyte disorders.10

Reversal of precipitating causes remains the cornerstone of treatment for multifocal
atrial tachycardia, as this may be all that is required to control the arrhythmia and avoid
the potentially harmful effects of antiarrhythmic agents. If the arrhythmia persists, the
clinical significance of the tachycardia must be evaluated before the use of antiar-
rhythmics is considered. Because they are disorders of automaticity, electrical cardi-
oversion is not effective and pharmacologic therapy is required. Agents to consider
are b-blockers, calcium-channel blockers, and amiodarone. Metoprolol has been
shown to be effective for rate control in a double-blind, placebo-controlled trial, and
may be considered a first line in the treatment of multifocal atrial tachycardia in the
absence of contraindications.48,49 However, in patients with impaired left ventricular
function, drugs with negative inotropic properties should be avoided. In such cases
amiodarone may be preferred.50,51

Unstable wide complex tachydysrhythmias
Synchronized cardioversion is recommended for unstable monomorphic ventricular
tachycardia when a pulse is present, with initial energies of 100 J whether using
a biphasic or monophasic defibrillator. Pulseless ventricular tachycardia is treated
the same as ventricular fibrillation, and is defibrillated. The initial energy is 120 to
200 J for biphasic defibrillators based on the manufacturer’s recommendation, or
360 J for monophasic defibrillators. Unstable wide irregular tachycardias should
also be treated with defibrillation using the same energy setting.
Polymorphic ventricular tachycardia presents as an irregular wide complex tachy-

cardia with varying QRS morphology. It is typically associated with hemodynamic
instability, and often degenerates to ventricular fibrillation. As outlined earlier, the
treatment of choice for such unstable patients is defibrillation with the same strategy
as for ventricular fibrillation, and attention to identifying and treating the underlying
cause of the dysrhythmia.3 Efforts should be directed to identifying and treating
ischemia, electrolyte abnormalities, or drug toxicities that may have precipitated the
arrhythmia. For patients who have experienced polymorphic ventricular tachycardia
without a prolonged QT interval, the most common cause is myocardial ischemia. In
such cases, when the dysrhythmia has resolved, b-blockers are appropriate, amiodar-
one may be effective in preventing arrhythmia recurrence, and prompt percutaneous
coronary intervention should be considered.3 Less common causes of polymorphic
ventricular tachycardia include Brugada syndrome and catecholaminergic ventricular
tachycardia, which may be responsive to isoproterenol and b-blockers, respectively.
However, expert consultation is advised.
Polymorphic ventricular tachycardia may or may not be torsades de pointes, and

this cannot be distinguished on the ECG during a period of ventricular tachycardia.
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Torsades de pointes is diagnosed when a prolonged QT interval is known to be
present or is observed during a period of sinus rhythm. It is often preceded by a period
of bradycardia, and is more likely to occur in the setting of electrolyte abnormalities or
when preceded by a QT-prolonging antiarrhythmic infusion such as procainamide,
quinidine, or sotolol. Whether torsades de pointes is due to a congenital long-QT
syndrome or if it is acquired, the management approach is similar. Magnesium infu-
sion of 1 to 2 g over 15 minutes may be effective.52–54 In patients with recurrent poly-
morphic ventricular tachycardia accompanied by bradycardia or precipitated by
pauses in rhythm, temporary overdrive pacing is appropriate.55 Similarly, isoproter-
enol may be an effective treatment in drug-induced QT prolongation by increasing
heart rate and shortening the QT interval.56 However, it should be avoided in patients
with suspected ischemia because it increases myocardial oxygen demand, as well as
in patients with congenital long-QT syndromes. QT-prolonging drugs should be recog-
nized and discontinued, and electrolyte abnormalities should be corrected.

Stable wide complex tachydysrhythmias
As in stable narrow complex tachycardia, the first step in management is to determine
whether the rhythm is regular or irregular. A regular wide complex tachycardia is either
ventricular tachycardia, SVT with aberrant conduction (AVNRT with aberrancy or
orthodromic AVRTwith aberrancy), or antidromic AVRT. Irregular wide complex tachy-
cardias may be atrial fibrillation with aberrancy, preexcited atrial fibrillation, or poly-
morphic ventricular tachycardia (torsades de pointes). A very rapid (>220 bpm)
irregular wide complex tachycardia is virtually pathognomonic of preexcited atrial
fibrillation.57

If the origin of a stable, regular, monomorphic wide complex tachycardia cannot be
determined, adenosine has been demonstrated to be safe and effective for diagnostic
and therapeutic purposes.58 Furthermore, the likelihood of making a correct diagnosis
of SVT or ventricular tachycardia increases. If the underlying rhythm is SVT with aber-
rant conduction, administration of adenosine will likely result in conversion to sinus
rhythm.58 If the rhythm is ventricular tachycardia there will likely be no effect, although
there is a subset of patients with ventricular tachycardia responsive to adenosine.59

Adenosine should not be used in irregular or polymorphic ventricular tachycardia.
The treating provider should be prepared for defibrillation under such circumstances.
Given the diagnostic uncertainty often seen in cases of wide complex tachycardia,

the default should be to treat such rhythms as ventricular tachycardia unless there is
clear evidence to the contrary.60 Cardioversion or antiarrhythmic drugs are the recom-
mended treatment strategy. Cardioversion is a safe, rapidly effective intervention with
relatively few side effects even in the setting of stable ventricular dysrhythmias. When
a pharmacologic approach is desired, the recommended drugs include procainamide,
amiodarone, and sotolol. Procainamide and sotolol should be avoided in cases of pro-
longed QT interval. In cases where one pharmacologic agent has not been effective,
cardioversion should be attempted or expert consultation obtained before administra-
tion of a second pharmacologic agent.3

Procainamide is the preferred pharmacologic agent for treatment of hemodynami-
cally stable ventricular tachycardia when cardioversion is not selected as the first-line
intervention. Procainamide has a relatively fast onset of action and terminates ventric-
ular tachycardia in to 80% to 90% of patients.61 Procainamide is recommended as an
infusion of 20 to 50 mg/min to a total dose of 17 mg/kg. The other end points are
arrhythmia suppression, hypotension, or QRS duration increase of greater than
50%. Hypotension is more common with higher infusion rates.62 Procainamide should
be avoided in patients with reduced left ventricular function, congestive heart failure,
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or prolonged QT interval. Although procainamide may be more effective than amiodar-
one in the short term, it should be noted that no difference has been demonstrated in
treating sustained ventricular tachycardia, and that amiodarone is the preferred agent
in patients with reduced left ventricular function.50,63

Amiodarone has proved useful in hemodynamically unstable and recurrent ventric-
ular tachycardia.64,65 Some studies have demonstrated it to be effective in hemody-
namically unstable patients with monomorphic ventricular tachycardia refractory to
other medications, whereas others have shown that it is no more effective than other
antiarrhythmics.66–68 Care should be taken to monitor for hypotension, although it is
thought that this adverse effect was attributable to the solvent used in older formula-
tions of the drug.69 The dose of amiodarone is 150 mg over 10 minutes repeated to
a maximum of 2.2 g over 24 hours.
Sotalol is much less commonly used in emergency medicine practice, although it

has been used with success to treat stable sustained monomorphic ventricular tachy-
cardia, and has been demonstrated to be more effective than lidocaine.70,71 The dose
of sotalol is 100 mg (1.5 mg/kg) given over 5 minutes.
Althoughmanagement of atrial fibrillation is discussed elsewhere, the special case of

atrial fibrillation with AVRT (Wolff-Parkinson-White syndrome) is mentioned here, as it is
in the differential for wide complex tachycardias and has specific management consid-
erations. AV nodal blocking agents used formost supraventricular rhythms (adenosine,
calcium-channel blockers, b-blockers) should be avoided in this circumstance. These
agents slow conduction through the AV node, but do not affect conduction through the
accessory pathway, which can allow very rapid conduction of up to 300 to 400 bpm.72

In such cases AV nodal blocking agentsmay accelerate conduction over the accessory
pathway, resulting in cardiovascular decompensation and ventricular fibrillation.73,74 In
general, patients with preexcited atrial fibrillation are unstable, with very rapid heart
rates, and require emergent cardioversion. Pharmacologic interventions should be
approached with great caution, and only in cases where cardioversion is not appro-
priate or effective.3 Agents to consider include procainamide and amiodarone. Procai-
namide increases the antegrade effective refractory period and the intra-atrial
conduction time.75 Schatz and colleagues76 support procainamide as the favored
pharmacologic treatment for patients with preexcited atrial fibrillation, due to its ability
to safely lengthen the effective refractory period. Amiodarone may be effective, but
recent studies have shown a small yet serious risk of ventricular fibrillation in this
setting.77–81 The use of either amiodarone or procainamidemay also result in the termi-
nation of the atrial rhythm, as such thromboembolic complicationsmust be considered.

SUMMARY

Patients with cardiac rhythm disturbances can be challenging to manage, especially
when they present under emergent conditions. High-quality, safe emergency care
involves rapid assessment focusing on identification of the unstable patient, recognition
of comorbidities, dysrhythmia diagnosis, and prompt intervention. A useful cognitive
strategy is to categorize patients as stable or unstable, and the rhythm as fast or slow,
regular or irregular, and wide or narrow. The differential diagnosis is hence narrowed,
and focused interventions can be selected in a rapid, informed, and organized manner.

REFERENCES

1. Brady WJ, Swart G, DeBehnke DJ, et al. The efficacy of atropine in the treatment
of hemodynamically unstable bradycardia and atrioventricular block: prehospital
and emergency department considerations. Resuscitation 1999;41:47–55.



Mottram & Svenson742
2. Morrison LJ, Deakin CD, Morley PT, et al. Part 8: advanced life support: 2010
International Consensus on Cardiopulmonary Resuscitation and Emergency
Cardiovascular Care Science With Treatment Recommendations. Circulation
2010;122:S345–421.

3. Neumar RW, Otto CW, Link MS, et al. Part 8: adult advanced cardiovascular life
support: 2010 American Heart Association Guidelines for Cardiopulmonary
Resuscitation and Emergency Cardiovascular Care. Circulation 2010;122:
S729–67.

4. Morrison LJ, Long J, Vermeulen M, et al. A randomized controlled feasibility trial
comparing safety and effectiveness of prehospital pacing versus conventional
treatment: ‘PrePACE’. Resuscitation 2008;76:341–9.

5. Smith I, Monk TG, White PF. Comparison of transesophageal atrial pacing with
anticholinergic drugs for the treatment of intraoperative bradycardia. Anesth
Analg 1994;78:245–52.

6. Gabrielli A, Gallagher TJ, Caruso LJ, et al. Diltiazem to treat sinus tachycardia in
critically ill patients: a four-year experience. Crit Care Med 2001;29:1874–9.

7. Hood RE, Shorofsky SR. Management of arrhythmias in the emergency depart-
ment. Cardiol Clin 2006;24:125–33, vii.

8. Porter MJ, Morton JB, Denman R, et al. Influence of age and gender on the mech-
anism of supraventricular tachycardia. Heart Rhythm 2004;1:393–6.

9. Mark DG, Brady WJ, Pines JM. Preexcitation syndromes: diagnostic consider-
ation in the ED. Am J Emerg Med 2009;27:878–88.

10. McCord J, Borzak S. Multifocal atrial tachycardia. Chest 1998;113:203–9.
11. Roberts-Thomson KC, Kistler PM, Kalman JM. Atrial tachycardia: mechanisms,

diagnosis, and management. Curr Probl Cardiol 2005;30:529–73.
12. Shine KI, Kastor JA, Yurchak PM. Multifocal atrial tachycardia. Clinical and elec-

trocardiographic features in 32 patients. N Engl J Med 1968;279:344–9.
13. Wellens HJ. Electrophysiology: ventricular tachycardia: diagnosis of broad QRS

complex tachycardia. Heart 2001;86:579–85.
14. Steinman RT, Herrera C, Schuger CD, et al. Wide QRS tachycardia in the

conscious adult. Ventricular tachycardia is the most frequent cause. JAMA
1989;261:1013–6.

15. Brugada P, Brugada J, Mont L, et al. A new approach to the differential diagnosis
of a regular tachycardia with a wide QRS complex. Circulation 1991;83:1649–59.

16. Alberca T, Almendral J, Sanz P, et al. Evaluation of the specificity of morpholog-
ical electrocardiographic criteria for the differential diagnosis of wide QRS
complex tachycardia in patients with intraventricular conduction defects. Circula-
tion 1997;96:3527–33.

17. Drew BJ, Scheinman MM. ECG criteria to distinguish between aberrantly con-
ducted supraventricular tachycardia and ventricular tachycardia: practical
aspects for the immediate care setting. Pacing Clin Electrophysiol 1995;18:
2194–208.

18. Vereckei A, Duray G, Szénási G, et al. Application of a new algorithm in the differ-
ential diagnosis of wide QRS complex tachycardia. Eur Heart J 2007;28:589–600.

19. Link MS, Atkins DL, Passman RS, et al. Part 6: electrical therapies: automated
external defibrillators, defibrillation, cardioversion, and pacing: 2010 American
Heart Association Guidelines for Cardiopulmonary Resuscitation and Emergency
Cardiovascular Care. Circulation 2010;122:S706–19.

20. Singh SN, Tang XC, Reda D, et al. Systematic electrocardioversion for atrial fibril-
lation and role of antiarrhythmic drugs: a substudy of the SAFE-T trial. Heart
Rhythm 2009;6:152–5.



Rhythm Disturbances 743
21. Gausche M, Persse DE, Sugarman T, et al. Adenosine for the prehospital treat-
ment of paroxysmal supraventricular tachycardia. Ann Emerg Med 1994;24:
183–9.

22. Losek JD, Endom E, Dietrich A, et al. Adenosine and pediatric supraventricular
tachycardia in the emergency department: multicenter study and review. Ann
Emerg Med 1999;33:185–91.

23. Marco CA, Cardinale JF. Adenosine for the treatment of supraventricular tachy-
cardia in the ED. Am J Emerg Med 1994;12:485–8.

24. McCabe JL, Adhar GC, Menegazzi JJ, et al. Intravenous adenosine in the preho-
spital treatment of paroxysmal supraventricular tachycardia. Ann Emerg Med
1992;21:358–61.

25. Melio FR, Mallon WK, Newton EH. Successful conversion of unstable supraven-
tricular tachycardia to sinus rhythm with adenosine. Ann Emerg Med 1993;22:
709–13.

26. Lim SH, Anantharaman V, Teo WS, et al. Comparison of treatment of supraventric-
ular tachycardia by Valsalva maneuver and carotid sinus massage. Ann Emerg
Med 1998;31:30–5.

27. Walker S, Cutting P. Impact of a modified Valsalva manoeuvre in the termination of
paroxysmal supraventricular tachycardia. Emerg Med J 2010;27:287–91.

28. Adlington H, Cumberbatch G. Carotid sinus massage: is it a safe way to termi-
nate supraventricular tachycardia? Emerg Med J 2009;26:459.

29. Walsh KA, Ezri MD, Denes P. Emergency treatment of tachyarrhythmias. Med Clin
North Am 1986;70:791–811.

30. Walsh T, Clinch D, Costelloe A, et al. Carotid sinus massage—how safe is it? Age
Ageing 2006;35:518–20.

31. Brady WJ, DeBehnke DJ, Wickman LL, et al. Treatment of out-of-hospital supra-
ventricular tachycardia: adenosine vs verapamil. Acad Emerg Med 1996;3:
574–85.

32. DiMarco JP, Miles W, Akhtar M, et al. Adenosine for paroxysmal supraventricular
tachycardia: dose ranging and comparison with verapamil. Assessment in
placebo-controlled, multicenter trials. The Adenosine for PSVT Study Group.
Ann Intern Med 1990;113:104–10.

33. Holdgate A, Foo A. Adenosine versus intravenous calcium channel antagonists
for the treatment of supraventricular tachycardia in adults. Cochrane Database
Syst Rev 2006;4:CD005154.

34. Innes JA. Review article: adenosine use in the emergency department. Emerg
Med Australas 2008;20:209–15.

35. Terry P, Lumsden G. Towards evidence based emergency medicine: best BETs
from the Manchester Royal Infirmary. Using intravenous adenosine in asthmatics.
Emerg Med J 2001;18:61.

36. Boudonas G, Lefkos N, Efthymiadis AP, et al. Intravenous administration of diltia-
zem in the treatment of supraventricular tachyarrhythmias. Acta Cardiol 1995;50:
125–34.

37. Cheiman DM, Shea BF, Kelly RA. Treatment of supraventricular tachyarrhythmias
with intravenous calcium channel blockers: are subtle differences worth the cost?
Pharmacotherapy 1996;16:861–8.

38. Lim SH, Anantharaman V, Teo WS. Slow-infusion of calcium channel blockers in
the emergency management of supraventricular tachycardia. Resuscitation
2002;52:167–74.

39. Seth S, Mittal A, Goel P, et al. Low-dose intravenous diltiazem—efficacy and
safety in supraventricular tachyarrhythmias. Indian Heart J 1996;48:365–7.



Mottram & Svenson744
40. Jameson SJ, Hargarten SW. Calcium pretreatment to prevent verapamil-induced
hypotension in patients with SVT. Ann Emerg Med 1992;21:68.

41. Amsterdam EA, Kulcyski J, Ridgeway MG. Efficacy of cardioselective beta-
adrenergic blockade with intravenously administered metoprolol in the treatment
of supraventricular tachyarrhythmias. J Clin Pharmacol 1991;31:714–8.

42. Das G, Ferris J. Esmolol in the treatment of supraventricular tachyarrhythmias.
Can J Cardiol 1988;4:177–80.

43. Das G, Tschida V, Gray R, et al. Efficacy of esmolol in the treatment and transfer of
patients with supraventricular tachyarrhythmias to alternate oral antiarrhythmic
agents. J Clin Pharmacol 1988;28:746–50.

44. Morganroth J, Horowitz LN, Anderson J, et al. Comparative efficacy and toler-
ance of esmolol to propranolol for control of supraventricular tachyarrhythmia.
Am J Cardiol 1985;56:33F–9F.

45. Rehnqvist N. Clinical experience with intravenous metoprolol in supraventric-
ular tachyarrhythmias. A multicentre study. Ann Clin Res 1981;13(Suppl 30):
68–72.

46. Gupta A, Naik A, Vora A, et al. Comparison of efficacy of intravenous diltiazem
and esmolol in terminating supraventricular tachycardia. J Assoc Physicians
India 1999;47:969–72.

47. Komatsu C, Ishinaga T, Tateishi O, et al. Effects of four antiarrhythmic drugs on
the induction and termination of paroxysmal supraventricular tachycardia. Jpn
Circ J 1986;50:961–72.

48. Arsura E, Lefkin AS, Scher DL, et al. A randomized, double-blind, placebo-
controlled study of verapamil and metoprolol in treatment of multifocal atrial
tachycardia. Am J Med 1988;85:519–24.

49. Arsura EL, Solar M, Lefkin AS, et al. Metoprolol in the treatment of multifocal atrial
tachycardia. Crit Care Med 1987;15:591–4.

50. Kudenchuk PJ. Tachycardia with pulses: narrow and wide. In: Field JM,
Kudenchuk PJ, O’Connor RE, et al, editors. The textbook of emergency cardio-
vascular care and CPR. Philadelphia: Lippincott Williams & Wilkins; 2009.
p. 313–40.

51. Goldenberg IF, Lewis WR, Dias VC, et al. Intravenous diltiazem for the treatment
of patients with atrial fibrillation or flutter and moderate to severe congestive heart
failure. Am J Cardiol 1994;74:884–9.

52. Gould LA, Betzu R, Vacek T, et al. Magnesium treatment of torsade de
pointes—a case report. Angiology 1990;41:577–81.

53. Tzivoni D, Banai S, Schuger C, et al. Treatment of torsade de pointes with magne-
sium sulfate. Circulation 1988;77:392–7.

54. Winters SL, Sachs RG, Curwin JH. Nonsustained polymorphous ventricular
tachycardia during amiodarone therapy for atrial fibrillation complicating cardio-
myopathy. Management with intravenous magnesium sulfate. Chest 1997;111:
1454–7.

55. Pellegrini CN, Scheinman MM. Clinical management of ventricular tachycardia.
Curr Probl Cardiol 2010;35:453–504.

56. Keren A, Tzivoni D, Gavish D, et al. Etiology, warning signs and therapy of
torsade de pointes. A study of 10 patients. Circulation 1981;64:1167–74.

57. Goldberger ZD, Rho RW, Page RL. Approach to the diagnosis and initial manage-
ment of the stable adult patient with a wide complex tachycardia. Am J Cardiol
2008;101:1456–66.

58. Marill KA, Wolfram S, Desouza IS, et al. Adenosine for wide-complex tachycardia:
efficacy and safety. Crit Care Med 2009;37:2512–8.



Rhythm Disturbances 745
59. Wilber DJ, Baerman JM, Olshansky B, et al. Adenosine-sensitive ventricular
tachycardia. Clinical characteristics and response to catheter ablation. Circula-
tion 1993;87:126–34.

60. Griffith MJ, Garratt CJ, Mounsey P, et al. Ventricular tachycardia as default diag-
nosis in broad complex tachycardia. Lancet 1994;343:386–8.

61. Callans DJ, Marchlinski FE. Dissociation of termination and prevention of induc-
ibility of sustained ventricular tachycardia with infusion of procainamide:
evidence for distinct mechanisms. J Am Coll Cardiol 1992;19:111–7.

62. Sharma AD, Purves P, Yee R, et al. Hemodynamic effects of intravenous procai-
namide during ventricular tachycardia. Am Heart J 1990;119:1034–41.

63. Marill KA, Desouza IS, Nishijima DK, et al. Amiodarone or procainamide for the
termination of sustained stable ventricular tachycardia: an historical multicenter
comparison. Acad Emerg Med 2010;17:297–306.

64. Ochi RP, Goldenberg IF, Almquist A, et al. Intravenous amiodarone for the rapid
treatment of life-threatening ventricular arrhythmias in critically ill patients with
coronary artery disease. Am J Cardiol 1989;64:599–603.

65. Somberg JC, Bailin SJ, Haffajee CI, et al. Intravenous lidocaine versus intrave-
nous amiodarone (in a new aqueous formulation) for incessant ventricular tachy-
cardia. Am J Cardiol 2002;90:853–9.

66. Marill KA, Desouza IS, Nishijima DK, et al. Amiodarone is poorly effective for the
acute termination of ventricular tachycardia. Ann Emerg Med 2006;47:217–24.

67. Tomlinson DR, Cherian P, Betts TR, et al. Intravenous amiodarone for the pharma-
cological termination of haemodynamically-tolerated sustained ventricular tachy-
cardia: is bolus dose amiodarone an appropriate first-line treatment? Emerg Med
J 2008;25:15–8.

68. Levine JH, Massumi A, Scheinman MM, et al. Intravenous amiodarone for recur-
rent sustained hypotensive ventricular tachyarrhythmias. Intravenous Amiodar-
one Multicenter Trial Group. J Am Coll Cardiol 1996;27:67–75.

69. Somberg JC, Timar S, Bailin SJ, et al. Lack of a hypotensive effect with rapid
administration of a new aqueous formulation of intravenous amiodarone. Am J
Cardiol 2004;93:576–81.

70. Ho DS, Zecchin RP, Cooper MJ, et al. Rapid intravenous infusion of d-1 sotalol:
time to onset of effects on ventricular refractoriness, and safety. Eur Heart J
1995;16:81–6.

71. Ho DS, Zecchin RP, Richards DA, et al. Double-blind trial of lignocaine versus so-
talol for acute termination of spontaneous sustained ventricular tachycardia.
Lancet 1994;344:18–23.

72. Wang YS, Scheinman MM, Chien WW, et al. Patients with supraventricular tachy-
cardia presenting with aborted sudden death: incidence, mechanism and long-
term follow-up. J Am Coll Cardiol 1991;18:1711–9.

73. Kim RJ, Gerling BR, Kono AT, et al. Precipitation of ventricular fibrillation by intra-
venous diltiazem and metoprolol in a young patient with occult Wolff-Parkinson-
White syndrome. Pacing Clin Electrophysiol 2008;31:776–9.

74. Strasberg B, Sagie A, Rechavia E, et al. Deleterious effects of intravenous verap-
amil in Wolff-Parkinson-White patients and atrial fibrillation. Cardiovasc Drugs
Ther 1989;2:801–6.

75. Li P. Electrophysiological properties of atrial fibrillation with WPW syndrome and
the role of procainamide in conversion. Zhonghua Xin Xue Guan Bing Za Zhi
1991;19:65–6, 123 [in Chinese].

76. Schatz I, Ordog GJ, Karody R, et al. Wolff-Parkinson-White syndrome presenting
in atrial fibrillation. Ann Emerg Med 1987;16:574–8.



Mottram & Svenson746
77. Simonian SM, Lotfipour S, Wall C, et al. Challenging the superiority of amiodarone
for rate control in Wolff-Parkinson-White and atrial fibrillation. Intern Emerg Med
2010;5:421–6.

78. Tijunelis MA, Herbert ME. Myth: intravenous amiodarone is safe in patients with
atrial fibrillation and Wolff-Parkinson-White syndrome in the emergency depart-
ment. CJEM 2005;7:262–5.

79. Fengler BT, Brady WJ, Plautz CU. Atrial fibrillation in the Wolff-Parkinson-White
syndrome: ECG recognition and treatment in the ED. Am J Emerg Med 2007;
25:576–83.

80. Schützenberger W, Leisch F, Gmeiner R. Enhanced accessory pathway conduc-
tion following intravenous amiodarone in atrial fibrillation. A case report. Int J
Cardiol 1987;16:93–5.

81. Kappenberger LJ, Fromer MA, Steinbrunn W, et al. Efficacy of amiodarone in the
Wolff-Parkinson-White syndrome with rapid ventricular response via accessory
pathway during atrial fibrillation. Am J Cardiol 1984;54:330–5.


	 Rhythm Disturbances
	General approach to the patient with a cardiac rhythm disturbance
	Approach to the patient with a bradydysrhythmia
	Evaluation
	Treatment
	Stable bradydysrhythmias
	Unstable bradydysrhythmias


	Approach to the patient with a tachydysrhythmia
	Evaluation
	Narrow complex tachydysrhythmias
	Wide complex tachydysrhythmias

	Treatment
	Unstable narrow complex tachydysrhythmias
	Stable narrow complex tachydysrhythmias
	Unstable wide complex tachydysrhythmias
	Stable wide complex tachydysrhythmias


	Summary
	References


