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Facial spasms that distort facial expression are
typically due to facial dystonia, tics, and hemifa-
cial spasm (HFS). Psychogenic facial spasms,
however, have not been well characterized. The
authors sought to 1) determine prevalence of psy-
chogenic facial spasm in patients referred for eval-
uation of HFS and 2) draw attention to clinical
characteristics and potential diagnostic pitfalls.
Among 210 consecutive patients referred for eval-
uation of HFS, 5 (2.4%) received diagnoses of
psychogenic facial spasm. All patients were fe-
male; mean age was 34.6 years (range 26–45) and
mean symptom duration 1.1 years (range 2 wk–2
yr). Onset was left-sided in 3 patients, and the lid
was the initial site affected in 2 patients. This se-
ries of patients shows that facial spasms, although
usually of neurovascular etiology, may be the ini-
tial or only manifestation of a psychogenic move-
ment disorder, often associated with an underly-
ing depression.
(The Journal of Neuropsychiatry and Clinical

Neurosciences 2001; 13:380–384)

Hemifacial spasm (HFS) is characterized by tonic
and clonic contractions of the muscles innervated

by the ipsilateral facial nerve.1–4 Rarely, bilateral HFS
has been reported.5 Various studies have demonstrated
that the most common underlying etiology is vascular
compression of the root exit zone of the facial nerve.6–9

The facial twitchings are frequently exacerbated by
stress, anxiety, and fatigue, and some authors have pos-
tulated that HFS represents a form of psychosomatic ill-
ness.10 One study demonstrated that HFS patients had
significantly higher somatization scores than control
subjects.11

Psychogenic movement disorders (PMD) are increas-
ingly diagnosed as clinicians have become more sophis-
ticated in recognizing the phenomenology of movement
disorders. Fahn and Williams12 categorized PMD as
1) documented, 2) clinically established, 3) probable, or
4) possible, and they and others proposed clinical cri-
teria for the diagnosis of PMD.13–16 Dystonia, tremor,
and myoclonus are among the more prevalent PMD en-
countered in clinical practice.13–17 Psychogenic facial
spasms are often included with psychogenic dystonias,
but when isolated or present unilaterally, they may be
difficult to differentiate from HFS. There may be over-
lapping clinical features between organic and psycho-
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genic facial spasms, and thus a delay in diagnosis may
lead to unnecessary medical or surgical treatment.
The aims of this study were 1) to determine the prev-

alence of psychogenic facial spasm in patients referred
to a tertiary center for evaluation of HFS, and 2) to high-
light the clinical characteristics of psychogenic facial
spasm and draw attention to potential diagnostic pit-
falls.

METHODS

Among 210 consecutive patients referred to us for eval-
uation of HFS in the Movement Disorders Clinic, Baylor
College of Medicine, we diagnosed 5 (2.4%) with psy-
chogenic facial spasm. They exhibited at least four of the
following features: 1) acute onset of unilateral facial con-
tractions; 2) inconsistent features such as changes in side
and pattern during examination; 3) associated somati-
zations; 4) reduction or abolishment of facial spasmwith
distraction; 5) response to placebo, suggestion, or psy-
chotherapy; 6) spontaneous remissions; and 7) normal
magnetic resonance imaging/MRAngiography (MRI/
MRA) brain examination.
All patients were examined by a neurologist skilled

in recognition of typical and atypical movement disor-
ders (J.J.). All patients were videotaped, and the video-
tapes were subsequently reviewed by both authors with
the specific aim of further characterizing the movement
disorder. We excluded patients with facial tics (abrupt
onset of a brief, unsustained focal facial movement, usu-
ally preceded by a premonitory sensation and suppress-
ible)18 and dystonia (sustained, patterned contractions
of muscles producing abnormal movement and pos-
ture).19 Because the diagnosis of these hyperkinetic
movement disorders is based on clinical phenomenol-
ogy, electromyographic recordings were not used.

RESULTS

Five of the 210 patients with HFS who satisfied the in-
clusion criteria for psychogenic facial spasm were stud-
ied. All were women, withmean age of 34.6 years (range
26–45 years) and mean symptom duration of 1.1 years
(range 2 weeks–2 years). Three patients had left-sided
onset, and the lid was the initial site at onset in 2 patients
(Table 1). All patients reported stress, fatigue, or anxiety
as one of the precipitating factors for their facial spasms.
Two patients exhibited movement disorders in other
body parts; one had limb tremors and one had abnormal
gait. Four also reported associated medical conditions

such as migraine, tension headaches, facial pain, fibro-
myalgia, or irritable bowel syndrome.
Botulinum toxin injections were administered in one

patient (by her previous physician) with little benefit.
One patient reported a 4-year remission, one had a re-
mission for a few months, one had frequent remissions
and relapses, and one had remission at 2-month follow-
up. All of our patients were seen by psychiatrists and
psychologists before or after our evaluation.

CASE REPORT

Patient #1 is a 33-year-old woman who complained of a 2-
year history of twitching of her right facial muscles, follow-
ing a minor head injury in an automobile accident. The mus-
cle twitchings started on her right upper eyelid, and a few
days later, her lower facial muscles were also involved. Oc-
casionally her left lower facial muscles also twitched. The
twitchings of her right facial muscles slowly progressed to
constant daily closure of her left eyelids and pulling of the
right angle of her mouth upwards, affecting many of her
daily activities including reading and watching television.
She had also noticed contractions of her lower facial muscles
on both sides simultaneously. Her right facial twitchings
were aggravated by stress, anxiety, lack of sleep, and bright
lights, and were relieved by rest and sleep. She had no com-
plaints of tremor, spasm in other body regions, or gait diffi-
culty.
She saw numerous physicians and was diagnosed with

hemifacial spasm and treated with various medications with-
out effective relief. She also underwent an MRI and MRA ex-
amination of the brain and a cerebral angiogram, which
were all unremarkable. Subsequently, a neurologist adminis-
tered a course of botulinum toxin injection into her right
eyelids and facial muscles. She claimed some relief of her fa-
cial spasm 1 to 2 months after the injections, but did not re-
turn for her follow-up visit. She gave a past history of panic
attacks, depression, and tension headache, and she had pre-
viously been followed up by a psychiatrist and treated with
antidepressants. At the time of our initial consultation, she
denied she was troubled by her headache or was depressed,
and she was not on any antidepressants.
Neurological examination revealed a pleasant woman

with appropriate mood and affect. There were persistent
tonic and clonic contractions of her right orbicularis occuli
muscles, with pulling of her right facial muscles upwards
and to the right. However, the facial muscles contractions
were distractible and nonpatterned. There was constant ele-
vation of her left frontalis muscles. In addition, there was
also active contraction of her facial muscles on passive
movements. She had no focal neurological deficits.
We made the diagnosis of psychogenic facial spasm and

explained that her movements were likely to be “stress-
induced.” Patient was receptive to our explanation and then
volunteered further information that she had previously
withheld from us. She was a divorcee with two children and
had been depressed since her divorce. In addition, she said
she was in the middle of an unresolved litigation involving
the automobile accident that preceded the onset of her facial
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TABLE 1. Clinical features of psychogenic facial spasm

Pt. No./
Age/Sex

Symptom
Duration

Side of
Onset
{R/L} Site of Onset

Precipitating
Factors

Associated
Movement
Disorders

Associated
Medical
Disorders

Psychiatric
Diagnosis MRI/MRA

Long-term
Outcome

1/33/F 2 years R Lids Stress,
fatigue,
anxiety

Nil IBS, headache Depression,
panic
attacks

N Remission at
2 months

2/45/F 2 years L Lids, lower face Stress,
anxiety

Nil Facial pain,
headache

Depression N Remission at
3 months,
lost to
follow-up

3/27/F 2 weeks L Lids Stress,
anxiety

Limb tremor Nil Depression N Remission
and
relapse

4/42/F ? L Lids, lower face Fatigue Abnormal
gait

IBS, GBS,
migraine,
fibromyalgia

Depression N Remission

5/26/F 4 months R Lids, lower face Stress,
fatigue,
anxiety

Nil Headaches,
facial pain,
panic attacks

Depression N Remission
and
relapse

Note: Pt. No.�patient number; F�female; R�right; L�left; MRI�magnetic resonance imaging; MRA�magnetic resonance angiography;
N�normal; IBS�irritable bowel syndrome; GBS�Guillain-Barre syndrome.

spasm. Following our diagnosis and counseling, she had
complete and persistent resolution of her facial spasms.

DISCUSSION

HFS has an estimated prevalence of 14.5 per 100,000 in
women and 7.4 per 100,000 in men in the U.S. popula-
tion.20 It is usually an easily diagnosed condition, al-
though other disorders such as blepharospasm, tics,
myokymia, and hemimasticatory spasm are important
to consider in the differential diagnosis.21 Various PMD
such as dystonia, tremor, myoclonus, tics, and parkin-
sonism have been reported and diagnostic features pro-
posed.12–16,22

Psychogenic facial spasm was diagnosed in only 2.4%
of 210 consecutive patients evaluated for HFS in our
clinic. The mean age of our patients (34.6 years) was
considerably younger than that of patients with organic
HFS, most of whom usually present after age 40.4 In a
series of 131 patients with PMD by Williams et al.,22

blepharospasm or other facial movements accounted for
only 0.3% (4/152) of all types of psychogenic move-
ments, and only 2 of the 28 PMD patients reported by
Factor et al.15 had blepharospasm. We believe, however,
that facial spasms frequently accompany other PMDbut
are not reported separately, since grimacing and facial
contortions are often accepted as normal facial expres-
sions in individuals suffering from stress or discomfort.
Interestingly, facial spasms have captured the imagi-

nation of many authors of fiction, who have vividly de-
scribed these movements in people under varying kinds

of duress.23 Facial expression is often thought of as a
window into human emotions. The relationship of facial
expression and emotion has been extensively investi-
gated by Ekman and others,24 who have developed
methods to objectively measure facial movements and
have examined emotion-specific autonomic and central
nervous system activity. The human cerebral cortex is
thought to modulate a complex network involving anal-
ysis of various forms of stimuli, interpretation of their
meaning, and expression of emotional gestures in the
form of facial movements and emotional prosody.25 Our
cases draw attention to the possibility that distorted fa-
cial expression, because of either voluntary or involun-
tary facial muscle contractions, may obscure the under-
lying emotion.
The clinical features in our 5 patients were consistent

with those reported in other PMD.14,15,22 In addition to
the features included in the diagnostic criteria, there
were other clinical features that supported the diagnosis
of psychogenic facial spasm:

1. None of our patients reported facial spasms during
sleep. In a previous study, up to 80% of organic HFS
patients had reported persistence of facial move-
ments during sleep.4

2. None of the patients demonstrated worsening of
spasms during voluntary facial muscle movement.
This feature has been noted in 22% to 39% of HFS
patients.1,4

3. Most patients had lower face involvement at onset,
whereas isolated lid involvement is typically pres-
ent at onset in patients with organic HFS.4,20
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4. Two patients with bilateral facial spasms had com-
plained of synchronous contractions; this contrasts
with organic bilateral HFS, which is characterized
by asynchronous spasms.5

5. Four patients had a history of irritable bowel syn-
drome, fibromyalgia, or facial pain, conditions that
may be associated with functional disorders.

6. Brain MRI/MRA did not reveal any vascular ab-
normalities or space occupying lesions. Neurovas-
cular anatomic abnormalities or dolichoectatic ves-
sels have been typically demonstrated in patients
with HFS.6–9

7. Two patients also complained of facial pain. Al-
though trigeminal neuralgia and HFS may coexist,
sometimes referred to as “tic convulsif,” trigeminal
HFS is infrequent.4,26

A firm diagnosis of a PMD requires extensive histori-
cal information as well as a comprehensive neurologic
and psychologic evaluation. However, even by themost
experienced, great caution must be exercised to avoid
the pitfalls that can result in diagnosing an organic
movement disorder as psychogenic.
Coexistence of PMD and organic movement disorder

has been noted to occur in 10% to 25% of patients with
PMD.15,27 Compared with isolated facial spasms (Pa-
tients #1, #2, and #5), the presence of coexistent move-
ment disorders in other body regions (Patients #3 and
#4) might be helpful in supporting a psychogenic etiol-
ogy if they are consistent with the clinical criteria for
PMD.13–16 Although atypical features suggest a psycho-
genic cause, it is important to recognize that rare sec-
ondary causes of HFS may also appear atypical. For in-
stance, bilateral HFS have been reported in Paget’s
disease,28 and onset in a lower facial region, with facial
pain or numbness, could be associated with space-oc-
cupying lesions. In fact, a psychogenic cause was ini-
tially considered in a patient reported by van der Bie-
zenbos et al.29 who later was diagnosed with multiple
sclerosis; this patient presented with bilateral alternat-
ing spasms maximally affecting the lower half of the
face.
Although imaging studies are advisable in all patients

with atypical features, demonstration of ectatic vessels on
MRI/MRAmay not totally exclude a psychogenic cause,
since such vascular abnormalities have been present in
6% to 20% of normal control subjects.8,9 Diagnosing psy-
chogenic HFS as organic in the presence of MRI/ MRA
vascular abnormalities might result in unnecessary sur-
gical intervention. Further complicating the picture, up
to one-third of patients with organic HFS have a normal
MRI.8

Psychological components superimposing on an un-
derlying organic HFS may create a diagnostic dilemma
in some instances. Bratzlavsky andVander Eecken10 had
previously suggested that HFS might be a form of psy-
chosomatic illness, as supported by the observation that
all their study HFS patients had complaints of “nervous
tension” before the start of the spasm. The frontal mus-
cle has been thought to be particularly sensitive to emo-
tional stress and has been used as an index of general
bodily tension. Two recent studies tried to address the
psychopathology related to HFS.11,30 Broocks et al.11

found that HFS patients did not differ significantly from
population-based reference values for eight out of the
nine categories of psychopathology (SCL-90-R), but had
significantly higher somatization scores. Scheidt et al.,30

using the same scale (SCL-90-R), however, found a rela-
tive lack of psychopathology in HFS patients. In a sur-
vey of patients with various forms of facial spasms,
more than half of the respondents considered them-
selves to have psychological problems, which they con-
sidered to be secondary to their symptoms.31

We conclude that psychogenic facial spasm may be
the initial presentation of psychogenic movement dis-
orders and its presence may indicate an underlying psy-
chological disturbance. Organic hemifacial spasm may
have a psychological component, and clinical features
can overlap between organic and psychogenic facial
spasms. However, clinicians need to be aware of clues
suggestive of psychogenic etiology for HFS, and to
avoid the diagnostic pitfalls described above. Early di-
agnosis of psychogenic facial spasm allows the institu-
tion of appropriate physical, psychological, andmedical
therapy and prevents unnecessary treatment with bot-
ulinum toxin injections or decompression surgery.
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