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SECTION D
Differential Diagnosis of Epilepsy
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Nonepileptic Seizures

Selim R. Benbadis

OVERVIEW

Psychogenic nonepileptic seizures (PNES) are routinely
seen at epilepsy centers, where they represent 15% to 30%
of patients referred for refractory seizures (1,2). They occur
fairly often in the general population, with an estimated
prevalence of 2 to 33 per 100,000 persons, making this
condition nearly as common as multiple sclerosis (MS) or
trigeminal neuralgia. In addition to being common, PNES
represent a challenge, both in diagnosis and in manage-
ment.

Terminology

The terminology used to describe PNES is variable and at
times confusing. A number of terms have been used,
including pseudoseizures, nonepileptic seizures, nonepilep-
tic events, psychogenic seizures, and hysterical seizures.
Strictly speaking, terms such as pseudoseizures, nonepilep-
tic seizures, and nonepileptic events include both psy-
chogenic and nonpsychogenic (i.e., organic) episodes that
mimic epileptic seizures. Examples of nonpsychogenic
episodes include syncope (the most common); paroxysmal
movement disorders (e.g., dystonia); cataplexy; compli-
cated migraines; and, in children, breath-holding spells
and shuddering attacks. Terms such as psychogenic or hys-
terical seizures, on the other hand, refer to a subset of
nonepileptic seizures with the connotation of a psycho-
logical origin. Use of the term hysteria has long since
fallen into disfavor. The term psychogenic seizures could
possibly be interpreted as epileptic seizures triggered or
exacerbated by a psychological factor. For these reasons,
PNES is the preferred term (3) and is used throughout this
chapter.

The Misdiagnosis of Epilepsy

The erroneous diagnosis of epilepsy is relatively common.
Approximately 25% of patients previously diagnosed with
epilepsy and who are not responding to antiepileptic drug
(AED) therapy are found to be misdiagnosed, both in
epilepsy referral clinics (4,5) and in epilepsy monitoring
units (1). Most patients misdiagnosed with epilepsy are
eventually shown to have PNES (1,2) or, more rarely, syn-
cope (6,7). Occasionally, other paroxysmal conditions can
be misdiagnosed as epilepsy, but PNES are by far the most
common condition, followed by syncope. Often, elec-
troencephalograms (EEGs) that are interpreted as provid-
ing evidence for epilepsy contribute to this misdiagnosis
(4,6,8). As is true with other chronic conditions (e.g., MS),
whenever a wrong diagnosis of epilepsy has been given, it
can be very difficult to “undo.” Unfortunately, once the
diagnosis of “seizures” has been made, it becomes easily
perpetuated without being questioned, which explains the
usual diagnostic delay (9,10) and associated cost (11,12). It
is disconcerting that despite the ability to render a diagno-
sis of PNES with near-certainty, the delay in diagnosis
remains long, at about 7 to 10 years (9,10), indicating that
neurologists may not have a high enough index of suspi-
cion when AED treatment fails. This chapter begins by
reviewing the steps involved in making that diagnosis and
then turns to management considerations.

MAKING THE DIAGNOSIS

Suspecting the Diagnosis

PNES are initially suspected in the clinic on the basis of
history and examination. A number of “red flags” are useful
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in clinical practice and should raise the suspicion that
seizures may be psychogenic rather than epileptic. Of
course, resistance to AEDs can be the first clue and is usu-
ally the reason for referral to an epilepsy center. Most
(approximately 80%) of the patients with PNES have been
treated with AEDs for some time before the correct diagno-
sis is made (13). This is because a diagnosis of epilepsy is
usually based solely on history and may be difficult, espe-
cially for nonneurologists (e.g., emergency department
physicians and primary care physicians). A very high fre-
quency of episodes that are completely unaffected by AEDs
(i-e., no difference whether on or off medication) should
also suggest the possibility of a psychogenic etiology. The
presence of specific triggers that are unusual for epilepsy
can be very suggestive of PNES, and this should be asked
specifically when obtaining the history. For example, emo-
tional triggers (“stress” or “getting upset”) are commonly
reported in patients with PNES. Other triggers that are sug-
gestive of PNES include pain, certain movements, sounds,
and lights, especially if they are alleged to consistently precip-
itate a “seizure.” The circumstances under which attacks
occur can be very helpful. Like other psychogenic symp-
toms, PNES tend to occur in the presence of an “audience,”
and, for example, occurrence in a physician’s office or wait-
ing room may be predictive of a psychogenic etiology (14).
Similarly, PNES tend not to occur in sleep, although they
may seem to and may be reported as such (15,16).

If the historian and witnesses are astute enough, the
detailed description of the spells often includes characteris-
tics that are inconsistent with epileptic seizures. In particular,
some characteristics of the motor (“convulsive”) phenomena
are associated with PNES (see “Electroencephalogram-Video
Monitoring”). However, witnesses’ accounts are rarely
detailed enough to describe the episodes accurately; in fact,
even seizures witnessed by physicians and thought to be
epileptic often turn out to be PNES. The patient’s medical
history can be useful as well. Although it has not been docu-
mented, coexisting poorly defined and “fashionable” (prob-
ably psychogenic) conditions, such as fibromyalgia, chronic
pain, irritable bowel, or chronic fatigue, are associated with
psychogenic symptoms. In a population referred for refrac-
tory seizures, a history of fibromyalgia or chronic pain has a
strong association with a diagnosis of PNES (14). Similarly, a
florid review of systems suggests somatization. A psychoso-
cial history with evidence of maladaptive behaviors or associ-
ated psychiatric diagnoses should raise the level of suspicion
of PNES. The examination, paying particular attention to
mental status evaluation, including general demeanor and
appropriate level of concern, overdramatization, and hysteri-
cal features, can be very telling, often uncovering such histri-
onic behavior as “give-way” weakness or “tight-roping.”
Performing the examination can, in itself, act as an “induc-
tion” in suggestible patients, making a spell more likely to
occur during the history taking or examination.

By contrast, the presence of certain symptoms argues in
favor of epileptic seizures and should warrant caution.
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These include significant postictal confusion, inconti-
nence, and, most important, significant injury (17-21).
Although some injuries have been reported in PNES, data
that describe injuries in patients with PNES are based
largely on patients’ self-reports (22). In particular, tongue
biting is highly specific to generalized tonic-clonic seizures
(18) and thus is a very helpful sign when present.

Confirming the Diagnosis
EEG and Ambulatory EEG

Because of its low sensitivity, routine EEG is not very help-
ful in diagnosing PNES. However, the presence of repeated
normal EEGs, especially in light of frequent attacks and
resistance to AEDs, certainly can be viewed as a red flag
(23). Ambulatory EEG is increasingly used, is cost-effective,
and can contribute to the diagnosis of PNES by recording
the habitual episode and documenting the absence of EEG
changes. However, because of the difficulties involved in
conveying this diagnosis (see “Management”), it should
always be confirmed by video-EEG monitoring.

Video-Electroencephalogram Monitoring

This is the gold standard for diagnosis of PNES
(2,3,9,15-19,21), and, in fact, is indicated in all patients who
continue to experience frequent seizures despite the use of
AEDs (24). In the hands of experienced epileptologists, the
combined electroclinical analysis of both the clinical semiol-
ogy of the ictus and the ictal EEG findings allows a definitive
diagnosis in nearly all cases. If an attack is recorded, the diag-
nosis is usually easy, and it is unusual that this question (i.e.,
PNES versus epilepsy) cannot be answered.

The principle of video-EEG monitoring is to record an
episode and demonstrate that (a) there is no change in the
EEG during the clinical event, and (b) the clinical spell is
not consistent with seizure types that can be unaccompa-
nied by EEG changes. Ictal EEG has limitations because it
may be negative in simple partial seizures (25,26) and in
some complex partial seizures, especially frontal ones (21).
Ictal EEG may also be uninterpretable or difficult if move-
ments generate excessive artifact.

Analysis of the ictal semiology (i.e., video) is at least as
important as the ictal EEG, as it often shows behaviors that
are obviously nonorganic and incompatible with epileptic
seizures. Certain characteristics of the motor phenomena
are strongly associated with PNES, including a very gradual
onset or termination; pseudosleep; discontinuous (stop-
and-go) activity; and irregular or asynchronous (out-of-
phase) activity side-to-side head movement, pelvic thrust-
ing, opisthotonic posturing, stuttering, and weeping
(15-17,19,21,27-30). A particularly useful sign is pre-
served awareness during bilateral motor activity, which is
relatively specific for PNES. This is because unresponsive-
ness is almost always present during bilateral motor activ-
ity, with the notable exception being supplementary motor
area seizures (31,32).
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Inductions

Provocative techniques, also known as activation proce-
dures, or “inductions,” can be extremely useful for the
diagnosis of PNES, particularly when the diagnosis
remains uncertain and no spontaneous attacks occur dur-
ing monitoring. Many epilepsy centers use some sort of
provocative technique to aid in the diagnosis of PNES
(33,34). Some variability exists among the methods used.
Although intravenous (IV) saline injection has tradition-
ally been the most common (35-38), a number of other
techniques have been described (39-42), which may be
preferable (see below).

The principle behind provocative techniques is sug-
gestibility, which is a feature of somatoform disorders in
general. For example, in psychogenic movement disorders,
where the diagnosis rests solely on phenomenology (i.e.,
there is no equivalent of the EEG), response to placebo or
suggestion is considered a diagnostic criterion for definite
psychogenic mechanism (43).

There are many advantages to the use of provocative
techniques. First, when carefully studied and used simulta-
neously with EEG, their specificity approaches 100% (44).
Second, difficult situations exist in which the combination
of semiology (video) and the EEG does not allow one to
conclude that an episode is psychogenic in origin. As men-
tioned earlier, two relatively common scenarios are (a) the
ictal EEG is uninterpretable because of movement-related
artifacts, and (b) the ictal EEG is normal, but the symptoms
are consistent with a “simple partial” seizure. In these situa-
tions, the very presence of suggestibility (i.e., suggestion
triggers the episode in question) is the strongest argument
to support a psychogenic etiology. Third, at least theoreti-
cally, nonepileptic is not quite synonymous with psy-
chogenic. The combination of a recorded attack and a
normal ictal EEG qualifies as a nonepileptic spell but can-
not in itself be categorized as psychogenic. On the other
hand, a positive induction does stamp the episode as psy-
chogenic, and even difficult-to-convince laypersons and
attorneys understand this concept. Fourth, there is a strong
economic argument for the use of these techniques, espe-
cially with the constraints imposed by third-party payers.
When spontaneous attacks do not occur in the allotted
time for monitoring, the evaluation may be inconclusive.
In such situations, provocative techniques often turn an
inconclusive evaluation into a diagnostic one.

The main limitation of provocative techniques is that
they introduce ethical concerns. Several valid ethical argu-
ments against placebo induction have been raised and
acknowledged, making these techniques controversial
(33,34,45,46). Of primary concern is the fact that physi-
cians cannot honestly disclose the content of the syringe
(for IV saline) or cannot say that the maneuver (e.g., tuning
fork or patch) induces seizures. Even if the term “seizures”
is then used in a broader sense, encompassing PNES, a
degree of disingenuousness persists. The problem is partic-
ularly acute when a placebo is used, which results in
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deceptive “beating around the bush.” Thus, techniques
that do not use placebo may be preferable, which circum-
vents these ethical problems while retaining similar diag-
nostic value (42,45). The best-documented technique uses
a combination of hyperventilation, photic stimulation,
and strong verbal suggestion (42,47). If hyperventilation is
contraindicated or ill advised, counting aloud with arms
raised will work equally well. The sensitivity is comparable
to that with other methods, ranging from 60% to 90%
(35-39,42,44,47). One major advantage of this technique
is that hyperventilation and photic stimulation truly
induce seizures, so that deception is not inherent to the
procedure. Indeed, these maneuvers are performed during
most EEGs, so that most patients will have undergone
them previously. For this reason, patients or their families
are not intrigued by the induction technique and do not
ask about it (42). In fact, a comparable provocative tech-
nique using “psychiatric interview” was found not to be
harmful and even useful by patients (39). Provocative tech-
niques should only be performed along with video-EEG
monitoring. Without the use of a placebo, provocative
techniques are similar to other clinical maneuvers per-
formed during the neurologic examination when nonor-
ganic symptoms are suspected.

Short-Term Outpatient

Video-EEG with Activation

An extension of the use of inductions is that when patients
are strongly suspected, on clinical grounds, of having PNES,
they can undergo outpatient “video-EEG with activation.”
This can be very cost-effective, while retaining the same
specificity and a reasonably high level of sensitivity. In one
published series, 10 of 15 patients had their habitual
nonepileptic seizures with hyperventilation plus photic
stimulation plus suggestion (47). In another study, short-
term outpatient video-EEG with saline induction yielded a
diagnosis in 60% of patients (48). At our center this is rou-
tinely used, and in two-thirds of cases the typical episode is
obtained, thus obviating the need for “long-term” video-
EEG monitoring (49).

DIFFICULT AND SPECIAL ISSUES
IN DIAGNOSIS

Previous Abnormal Electroencephalogram

This is a very common problem. Many patients with PNES
who are seen at epilepsy centers have had previous EEGs
interpreted as epileptiform activity. When carefully reviewed,
the vast majority turn out to be normal variants that were
overinterpreted (8). In this situation, it is essential to
obtain and review the actual tracing previously read as
epileptiform activity, because no amount of normal subse-
quent EEGs will “cancel” the previous abnormal one.
Unfortunately, obtaining prior EEGs can be difficult. First,
records are not always available or accessible, and second,
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digital electroencephalograph systems are incompatible
with each other. In this regard, software that allows one to
read any digital EEG format is very valuable and may
become a necessity at referral epilepsy centers.

In children, coexisting benign focal epileptiform dis-
charges of childhood (BFEDC) on the EEG are a common
“red herring.” Such discharges are frequently seen in asymp-
tomatic children and do not necessarily confirm that the
reported episodes are epileptic. When epileptic seizures do
occur in patients with perirolandic BFEDC on interictal
EEG, they are usually facial sensorimotor or nocturnal gen-
eralized tonic clonic in nature. When the clinical presenta-
tion is mismatched with the expected manifestations of
BFEDC—for example, in children with medically refractory
“convulsions” or staring spells—video-EEG is appropriate to
allow examination of the EEG during clinical events. In chil-
dren with nonepileptic events, the “ictal” EEG will remain
normal despite the BFEDC during interictal recording.

Coexisting Epilepsy

There is a widely held belief that many or most patients
with PNES also have epilepsy. A careful review of the litera-
ture shows that this belief is inaccurate. Reports that have
found high percentages of patients with PNES who also
have epilepsy are based on loose criteria, such as an
“abnormal EEG,” whereas those that required definite evi-
dence for coexisting epilepsy found percentages between
9% and 15% (50,51).

Coexisting Organic Disease

A related phenomenon is that seizures are especially likely
to be overdiagnosed as epileptic in patients with other
organic neurologic diseases, such as MS, stroke, or
antecedent brain surgery (52), or a history of head injury.
For example, among patients in one study with traumatic
brain injury diagnosed as posttraumatic epilepsy, 30% had
psychogenic seizures instead (53). Thus, as is the general
rule, if seizures do not respond to AEDs, a diagnosis of
PNES should be considered despite the coexistence of
organic disease. A diagnosis of PNES following some types
of head injury may be particularly problematic if the injury
involves litigation.

Psychogenic Nonepileptic Seizures After
Epilepsy Surgery

PNES can occur following epilepsy surgery (54-56) and
should always be considered if seizures recur and are some-
what different than they were preoperatively. In general,
PNES tend to occur within 1 month after surgery (55). Risk
factors include neurologic dysfunction in the right hemi-
sphere, seizure onset after adolescence, low intelligence
quotient (IQ), serious preoperative psychopathologic con-
ditions, and major surgical complications (55,56).
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Epilepsy Surgery in Patients with Psychogenic
Nonepileptic Seizures

Occasionally, patients evaluated for epilepsy surgery also
have PNES, triggered especially by activation procedures.
Under the right circumstances, this is not a contraindica-
tion to surgery (57). If the epilepsy is refractory and the
epileptic seizures are the most disabling ones, it may be
appropriate to perform surgery to provide relief from the
burden of seizures and high-dose AEDs, while approach-
ing the PNES with psychiatric intervention.

PSYCHOPATHOLOGY

PNES are, by definition, a psychiatric disorder. According
to the Diagnostic and Statistical Manual of Mental Disorders
(DSM) classification (58,59), physical symptoms caused
by psychological causes can fall under three categories:
somatoform disorders, factitious disorders, and malinger-
ing. Somatoform disorders are, by definition, the uncon-
scious production of physical symptoms caused by psycho-
logical factors, which means that the symptoms are not
under voluntary control—that is, the patient is not faking
and not intentionally trying to deceive. Somatoform disor-
ders are subdivided into several disorders, depending on
the characteristics of the physical symptoms and their time
course. The two somatoform disorders relevant to PNES
are conversion disorder and somatization disorder. In fact,
the DSM-IV added a new subcategory of conversion disor-
der (from the DSM-III-R), specifically termed conversion
disorder with seizures. In contrast to the unconscious
(unintentional) production of symptoms of the somato-
form disorders (including conversion), factitious disorders
and malingering imply that the patient is purposely deceiv-
ing the physician—that is, faking the symptoms. The differ-
ence between the two (i.e., factitious disorder and malin-
gering) is that in malingering, the reason for doing so is
tangible and rationally understandable (albeit possibly
reprehensible), whereas in factitious disorder, the motiva-
tion is a pathologic need. An important corollary, there-
fore, is that malingering is not considered a mental illness,
whereas factitious disorder is (58,59).

It is generally accepted that most patients with PNES fall
under the somatoform category (unconscious production
of symptoms) rather than the intentional faking type
(malingering and factitious). However, although the DSM
classification is simple in theory, it is nearly impossible to
know if a given patient is faking. Intentional faking can
only be diagnosed in some circumstances by catching a
person in the act of doing so (e.g., self-inflicting injuries,
administering medications or eye drops to cause signs,
putting blood in the urine to simulate hematuria).
Malingering may be underdiagnosed (60), partly because
the “diagnosis” of malingering is essentially an accusation.
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From a practical point of view, the role of the neurolo-
gist and other medical specialists is to determine whether
organic disease exists. Once the symptoms are shown to be
psychogenic in nature, the exact psychiatric diagnosis and
its treatment are best handled by a psychiatrist.

The role of antecedent sexual trauma or abuse is
thought to be important in the psychopathology of psy-
chogenic seizures and psychogenic symptoms in general. A
history of abuse may be more common in the convulsive,
rather than the limp, type of PNES (61).

PROGNOSIS

Overall, the outcome in adults is tenuous. After 10 years of
symptoms, more than half of patients continue to have
seizures and remain dependent on social security benefits
(62,63). The outcome is better in patients with greater edu-
cational attainments, younger age at onset and diagnosis,
attacks with less dramatic features, fewer additional somato-
form complaints, lower dissociation scores, and lower scores
on the higher-order personality dimensions “inhibited-
ness,” “emotional dysregulation,” and “compulsivity” (63).
The limp or catatonic type may have a better prognosis than
the convulsive or thrashing type (64). Quality of life is
severely affected in patients with PNES (65).

Duration of illness is probably the single most impor-
tant prognostic factor in PNES—that is, the longer patients
have been treated for epilepsy, the worse the prognosis
(10,64,66). Thus, obtaining a definite diagnosis of PNES
early in the course is critical. Currently, the average delay in
the diagnosis of PNES remains long at 7 to 10 years (9,10),
indicating that the index of suspicion for psychogenic
symptoms may not be high enough. In addition, an accu-
rate diagnosis of PNES also significantly reduces subse-
quent health care costs (12).

Overall, the outcome in patients with PNES is better in
children and adolescents (67), probably because the dura-
tion of illness is shorter and the psychopathology or stres-
sors are different from those in adults (66,68). School
refusal and family discord may be significant factors.
Serious mood disorders and ongoing sexual or physical
abuse are common in children with PNES and should be
investigated in every case.

MANAGEMENT

Role of the Neurologist or Epileptologist

The role of the neurologist or epileptologist does not end
when the diagnosis of PNES is made. In fact, perhaps the
most important step in initiating treatment is in the
delivery of the diagnosis to patients and families
(10,69-71). Most patients with psychogenic symptoms
have received an initial diagnosis of organic disease (e.g.,
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epilepsy), so that patients’ reactions typically include
disbelief and denial, as well as anger and hostility (“Are
you accusing me of faking?” or “Are you saying that [ am
crazy?”). Written information can be useful in supple-
menting verbal explanations, but, unfortunately, patient
information on psychogenic symptoms is rather scarce.
Remarkably, the American Psychiatric Association (APA)
has abundant patient education materials available on
diverse topics, but none on somatoform disorders (72).
Patient education materials on PNES are scarce but avail-
able (73). Patient education is particularly important in
psychogenic symptoms. Unless patients and families
understand and accept the diagnosis, they will not com-
ply with recommendations. Therefore, communicating
the diagnosis is critical. In fact, patients’ understanding
and reactions to the diagnosis have an impact on out-
come (10).

Communicating the diagnosis is where the failure and
breakdown often occur, and this is the main obstacle to
effective treatment. Typically, physicians are uncomfort-
able with this diagnosis and tend to be uneasy formulat-
ing a conclusion. Reports frequently remain vague and
fail to give clear interpretations, leaving the clinician
hanging (e.g., “there was no EEG change during the
episode” or “there is no evidence for epilepsy” or
“seizures were nonepileptic”), with no explanations given
to patients and families. In these situations, patients
often continue to be treated for epilepsy, possibly with
the understanding that the test was inconclusive. The
diagnosis should be explained clearly, using unambigu-
ous terms that patients can understand, such as “psycho-
logical,” “stress-induced,” or “emotional.” The physician
communicating the diagnosis must be compassionate
(remembering that most patients are not faking), but
firm and confident (avoiding “wishy-washy” and confus-
ing terms).

The neurologist should also continue to be involved
and not “abandon” the patient. The neurologist can
assist in weaning patients off AED therapy, and may be
helpful in addressing such issues as driving and disabil-
ity. With regard to driving, few data are available, and
there is no evidence that patients with PNES have an
increased risk for motor vehicle accidents (74), probably
for the same reason that they do not usually sustain seri-
ous injuries. Nevertheless, caution is advised, and each
case should be evaluated individually and jointly by the
neurologist and the mental health professional. Another
sensitive issue is that of disability. PNES can be truly dis-
abling, and this should be made clear. However, logic
dictates that in these cases, a disability claim should be
filed and justified on the basis of a psychiatric diagnosis,
not a neurologic one. Another reason for the neurologist
to continue following these patients is that one should
keep an open mind about the possibility of coexisting

epilepsy.
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Role of the Mental Health Professional

Psychogenic symptoms are, by definition, a psychiatric
disease, and mental health professionals should treat
these patients. Treatment includes psychotherapy and
adjunctive medications for coexisting anxiety or depres-
sion. Unfortunately, mental health services are not always
easily available, especially for the uninsured. Another
obstacle is that psychiatrists tend to be skeptical about the
diagnosis of psychogenic symptoms, and even in patients
with PNES in whom video-EEG monitoring allows a near-
certain conclusion, they tend not to believe the diagnosis
(75). A useful approach to combating this skepticism is to
provide the treating psychiatrist with the actual video
recordings of the PNES, as these can be more convincing
than written reports.

PSYCHOGENIC NONEPILEPTIC
SEIZURES IN CHILDREN

Although PNES are more common in adolescence, they
may occur in children as young as 5 or 6 years of age. Most
of what has been emphasized here applies to children as
well as to adults. However, there are certain features spe-
cific to children. First, the differential diagnosis of seizures
is broader in children, with many nonepileptic, nonpsy-
chogenic conditions to be considered (76), including tics,
breath-holding spells, and shuddering attacks. In addition,
children experience nonepileptic staring spells (77), which
are actually episodes of behavioral inattention that are
misinterpreted by adults. The gender difference of female
predominance is not observed until adolescence (78), and
PNES are as common in preadolescent boys as in preado-
lescent girls. As described above, BFEDC are a common
confounding feature on the interictal EEG, and the out-
come in children and adolescents with PNES is generally
better than that in adults (67).

PSYCHOGENIC NONEPILEPTIC
SEIZURES IN PERSPECTIVE

The literature on PNES (at least the neurology and epilepsy
literature) often gives the impression that PNES represents
a unique disorder. In reality, PNES are but one type of
somatoform disorder. How the psychopathology is
expressed (PNES, paralysis, diarrhea, or pain) is only differ-
ent in the diagnostic aspects. Fundamentally, the underlying
psychopathology, its prognosis, and its management are no
different with PNES than with other psychogenic symptoms.
Whatever the manifestations, psychogenic symptoms repre-
sent a challenge both in the diagnosis and management.
Psychogenic (nonorganic, “functional”) symptoms are
common in medicine. Conservative estimates are that
approximately 10% of all medical services are provided for
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psychogenic symptoms (60). They are also common in
neurology, representing approximately 9% of inpatient
neurology admissions (79) and probably an even higher
percentage of outpatient visits. Common neurologic symp-
toms that are found to be psychogenic include paralysis,
mutism, visual symptoms, sensory symptoms, movement
disorders, gait or balance problems, and pain (79-81). For
several neurologic symptoms, signs or maneuvers have
been described to help differentiate organic from nonor-
ganic symptoms. For example, limb weakness is often eval-
uated by eliciting the Hoover sign, for which a quantitative
version has been proposed (82). Other examples include
looking for give-way weakness and alleged blindness with
preserved optokinetic nystagmus. More generally, the neu-
rologic examination often attempts to elicit signs or symp-
toms that do not make neuroanatomic sense (e.g., facial
numbness affecting the angle of the jaw, gait with astasia-
abasia, or tight-roping).

Every medical specialty has its share of symptoms that
can be psychogenic. In gastroenterology, these include
vomiting, dysphagia, abdominal pain, and diarrhea. In
cardiology, chest pain that is noncardiac is traditionally
referred to as “musculoskeletal” chest pain but is proba-
bly psychogenic. Symptoms that can be psychogenic in
other medical specialties include shortness of breath and
cough in pulmonary medicine, psychogenic globus or
dysphonia in otolaryngology, excoriations in dermatol-
ogy, erectile dysfunction in urology, and blindness or
convergence spasms in ophthalmology. Pain syndromes
for which a psychogenic component is likely include ten-
sion headaches, chronic back pain, limb pain, rectal
pain, and pain in sexual organs. Of course, because pain
is, by definition, entirely subjective, it is extremely diffi-
cult, and perhaps impossible, to ever confidently say that
pain is psychogenic. It could even be argued that all pain
is psychogenic, and thus psychogenic pain is one of the
most “uncomfortable” diagnoses to make. In addition to
isolated symptoms, some syndromes are considered to
be at least partly psychogenic by some and possibly
entirely psychogenic (i.e., without any organic basis) by
others. These controversial but “fashionable” diagnoses
include fibromyalgia, fibrositis, myofascial pain, chronic
fatigue syndrome, irritable bowel syndrome, and multi-
ple chemical sensitivity. As mentioned previously, there
seems to be a relationship between fibromyalgia and
PNES (14).

How are Psychogenic Nonepileptic Seizures
Unique Among Psychogenic Symptoms?

Among psychogenic symptoms, PNES are unique in one
main characteristic: with video-EEG monitoring, they can
be diagnosed with near-certainty. This is in sharp contrast
to other psychogenic symptoms, which almost always
involve a diagnosis of exclusion. This feature allows a clar-
ity and confidence of diagnosis that may assist in the criti-
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cal step of convincing the patient and family of the nonor-
ganic nature of the PNES.
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