DIFFERENTIAL DIAGNOSIS
Syncope is easily diagnosed when the characteristic features are
present; however, several disorders with transient real or apparent
loss of consciousness may create diagnostic confusion.
Generalized and partial seizures may be confused with syncope;
however, there are a number of differentiating features. Whereas
tonic-clonic movements are the hallmark of a generalized seizure,
myoclonic and other movements also may occur in up to 90% of
syncopal episodes. Myoclonic jerks associated with syncope may
be multifocal or generalized. They are typically arrhythmic and of
short duration (<30 s). Mild flexor and extensor posturing also may
occur. Partial or partial-complex seizures with secondary generalization are usually preceded by an aura, commonly an unpleasant smell; fear; anxiety; abdominal discomfort; or other visceral
sensations. These phenomena should be differentiated from the
premonitory features of syncope.

INITIAL EVALUATION
The goals of the initial evaluation are to determine whether the
transient loss of consciousness was due to syncope; to identify
the cause; and to assess risk for future episodes and serious harm
(Table 27-1). The initial evaluation should include a detailed
history, thorough questioning of eyewitnesses, and a complete
physical and neurologic examination. Blood pressure and heart
rate should be measured in the supine position and after 3 min of
standing to determine whether orthostatic hypotension is present.
An ECG should be performed if there is suspicion of syncope due
to an arrhythmia or underlying cardiac disease. Relevant electrocardiographic abnormalities include bradyarrhythmias or tachyarrhythmias, AV block, ischemia, old myocardial infarction, long QT
syndrome, and bundle branch block. This initial assessment will
lead to the identification of a cause of syncope in approximately

Structural Disease Structural heart disease (e.g., valvular disease, myocardial ischemia, hypertrophic and other cardiomyopathies, cardiac
masses such as atrial myxoma, and pericardial effusions) may lead
to syncope by compromising cardiac output. Structural disease may
also contribute to other pathophysiologic mechanisms of syncope. For
example, cardiac structural disease may predispose to arrhythmogenesis; aggressive treatment of cardiac failure with diuretics and/or vasodilators may lead to orthostatic hypotension; and inappropriate reflex
vasodilation may occur with structural disorders such as aortic stenosis
and hypertrophic cardiomyopathy, possibly provoked by increased
ventricular contractility.
TREATMENT

Cardiac Syncope

Treatment of cardiac disease depends on the underlying disorder.
Therapies for arrhythmias include cardiac pacing for sinus node
disease and AV block, and ablation, antiarrhythmic drugs, and
cardioverter-defibrillators for atrial and ventricular tachyarrhythmias.
These disorders are best managed by physicians with specialized
skills in this area.
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Syncope

APPROACH TO THE PATIENT:
Syncope

Autonomic manifestations of seizures (autonomic epilepsy) may
provide a more difficult diagnostic challenge. Autonomic seizures have cardiovascular, gastrointestinal, pulmonary, urogenital,
pupillary, and cutaneous manifestations that are similar to the
premonitory features of syncope. Furthermore, the cardiovascular
manifestations of autonomic epilepsy include clinically significant
tachycardias and bradycardias that may be of sufficient magnitude
to cause loss of consciousness. The presence of accompanying nonautonomic auras may help differentiate these episodes from syncope.
Loss of consciousness associated with a seizure usually lasts
longer than 5 min and is associated with prolonged postictal
drowsiness and disorientation, whereas reorientation occurs almost
immediately after a syncopal event. Muscle aches may occur after
both syncope and seizures, although they tend to last longer and be
more severe following a seizure. Seizures, unlike syncope, are rarely
provoked by emotions or pain. Incontinence of urine may occur
with both seizures and syncope; however, fecal incontinence occurs
very rarely with syncope.
Hypoglycemia may cause transient loss of consciousness, typically
in individuals with type 1 or type 2 diabetes treated with insulin.
The clinical features associated with impending or actual hypoglycemia include tremor, palpitations, anxiety, diaphoresis, hunger,
and paresthesias. These symptoms are due to autonomic activation
to counter the falling blood glucose. Hunger, in particular, is not a
typical premonitory feature of syncope. Hypoglycemia also impairs
neuronal function, leading to fatigue, weakness, dizziness, and cognitive and behavioral symptoms. Diagnostic difficulties may occur in
individuals in strict glycemic control; repeated hypoglycemia impairs
the counterregulatory response and leads to a loss of the characteristic warning symptoms that are the hallmark of hypoglycemia.
Patients with cataplexy experience an abrupt partial or complete
loss of muscular tone triggered by strong emotions, typically anger
or laughter. Unlike syncope, consciousness is maintained throughout the attacks, which typically last between 30 s and 2 min. There
are no premonitory symptoms. Cataplexy occurs in 60–75% of
patients with narcolepsy.
The clinical interview and interrogation of eyewitnesses usually
allow differentiation of syncope from falls due to vestibular dysfunction, cerebellar disease, extrapyramidal system dysfunction,
and other gait disorders. If the fall is accompanied by head trauma,
a postconcussive syndrome, amnesia for the precipitating events,
and/or the presence of loss of consciousness may contribute to
diagnostic difficulty.
Apparent loss of consciousness can be a manifestation of psychiatric disorders such as generalized anxiety, panic disorders, major
depression, and somatization disorder. These possibilities should be
considered in individuals who faint frequently without prodromal
symptoms. Such patients are rarely injured despite numerous falls.
There are no clinically significant hemodynamic changes concurrent
with these episodes. In contrast, transient loss of consciousness due
to vasovagal syncope precipitated by fear, stress, anxiety, and emotional distress is accompanied by hypotension, bradycardia, or both.

CHAPTER 27

the ventricular rate; rates below 200 beats/min are less likely to cause
syncope. The compromised hemodynamic function during ventricular
tachycardia is caused by ineffective ventricular contraction, reduced
diastolic filling due to abbreviated filling periods, loss of AV synchrony, and concurrent myocardial ischemia.
Several disorders associated with cardiac electrophysiologic instability and arrhythmogenesis are due to mutations in ion channel subunit genes. These include the long QT syndrome, Brugada syndrome,
and catecholaminergic polymorphic ventricular tachycardia. The long
QT syndrome is a genetically heterogeneous disorder associated with
prolonged cardiac repolarization and a predisposition to ventricular
arrhythmias. Syncope and sudden death in patients with long QT
syndrome result from a unique polymorphic ventricular tachycardia
called torsades des pointes that degenerates into ventricular fibrillation.
The long QT syndrome has been linked to genes encoding K+ channel
α-subunits, K+ channel β-subunits, voltage-gated Na+ channel, and a
scaffolding protein, ankyrin B (ANK2). Brugada syndrome is characterized by idiopathic ventricular fibrillation in association with right
ventricular electrocardiogram (ECG) abnormalities without structural
heart disease. This disorder is also genetically heterogeneous, although
it is most frequently linked to mutations in the Na+ channel α-subunit,
SCN5A. Catecholaminergic polymorphic tachycardia is an inherited,
genetically heterogeneous disorder associated with exercise- or stressinduced ventricular arrhythmias, syncope, or sudden death. Acquired
QT interval prolongation, most commonly due to drugs, may also
result in ventricular arrhythmias and syncope. These disorders are
discussed in detail in Chap. 277.
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