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What’s the Cause of This 
Mysterious Eyelid Twitch?

EXPERTOPINION
Edited by Randolph W. Evans, MD

Case
A 25-year-old woman presents with a sev-
eral-week history of twitching of the right
lower eyelid lasting up to a few minutes
and occurring 5-6 times per day. During
the last several weeks, she has been under
increased stress due to law school finals and
has had less sleep than usual. She drinks a
few cups of coffee a day. Past medical histo-
ry is negative. Neurological examination
was normal except for a single episode of
fine contractions of the right lower eyelid
lasting about 15 seconds.

What is your diagnosis?

Expert Opinion
This patient’s complaint of new-onset
eyelid twitching occurring intermittently
but on a daily basis is known as eyelid
myokymia. Myokymia is a condition in
which involuntary, fine, undulating con-
tractions occur in select striated muscle
groups, in this case confined to the eyelid.
Electrophysiologically, the contractions
are characterized by rhythmic or semi-
rhythmic bursts of a single motor unit dis-
charging several times per second.1 These
myokymic discharges are non-synchro-
nous in different motor units within the
same muscle,2 thereby producing the fine,
undulating appearance.

Eyelid myokymia tends to be unilat-
eral and localized. If additional lower
facial muscle groups are involved, con-
sider facial myokymia or hemifacial
spasm. If bilateral eyelid spasms are pres-

ent, the likely diagnosis is benign essen-
tial blepharospasm (BEB). If BEB is
present but there are also spasms of the
perioral area, tongue or neck muscles,
then consider Meige syndrome.3

• What is the etiology? Eyelid myo-
kymia is a subset of facial myokymia.
Facial myokymia tends to be associated
with underlying neurologic disease affect-
ing the facial nerve nucleus in the pons or
the peripheral nerve. Intrinsic brainstem
disease such as pontine glioma4 or
demyelination from multiple sclerosis5

may result in facial myokymia, as may
extrinsic disease such as obstructive
hydrocephalus or an extra-axial neoplasm
compressing the brainstem.3

The common final pathway in facial
myokymia is deafferentation of nerve
fibers—be it supranuclear, perinuclear or
infranuclear—which in turn leads to dis-
inhibition and hyperexcitability of facial
nerve fibers.6,7 Ephaptic transmission
with “cross-talk” of fibers or ectopic exci-
tation may occur in neighboring branch-
es of the facial nerve, which then mani-
fests as myokymia.

However unlike facial myokymia,
when the myokymic symptoms are lim-
ited to the eyelid, no underlying neuro-
logic condition tends to be associated. A
recent study of 15 patients with chronic
isolated eyelid myokymia showed that in
long-term follow-up (12-240 months,
with a mean of 91 months), 12 patients
(80 percent) had no evidence of any type
of neurologic disorder.8 Of the remain-
ing three patients, in only one patient
who developed ipsilateral hemifacial
spasm did the spasms herald progression
of disease, though neuroimaging was

normal. A second patient developed MS,
and a third patient was diagnosed with
Alzheimer’s disease, but in neither of these
cases was the eyelid myokymia directly
linked. Furthermore in the study, neu-
roimaging was negative in 13 of 15
patients (87 percent).8

Thus, eyelid myokymia tends to be a
benign condition, different from facial
myokymia. The etiology of the former
condition remains unclear. It may be
hypothesized that because the process is
localized to the eyelid and spares the
remaining facial muscle groups, the lesion
is quite peripheral; nerve fibers which
innervate the orbicularis oculi may be
selectively affected and hyperexcitable.8

However, no electrophysiologic studies
have yet been performed on eyelid myo-
kymia patients in order to better under-
stand the nature of this disorder. 

Both ocular surface disorders as well as
psychosocial factors should be investigat-
ed in cases of new onset, isolated eyelid
myokymia. Local eyelid irritation from
such entities as dry eye, ocular allergy, or a
foreign body may precipitate symptoms.
Lifestyle factors such as fatigue, lack of
sleep, physical exertion, stress, smoking,
alcohol, or excess caffeine intake, may also
play a role in the onset of eyelid myo-
kymia.3

• Can the upper eyelid ever be
involved? Eyelid myokymia is usually
unilateral, affecting the lower lid. How-
ever, on occasion the upper eyelid may be
involved. If so, this should not raise suspi-
cion of any underlying neurologic lesion. 

• When is diagnostic testing indicat-
ed? When the myokymia remains isolated
to the eyelid, even if chronic, no further
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work-up such as neuroimaging is warrant-
ed. However, if there is spread to neigh-
boring ipsilateral facial muscle groups, an
underlying cause for the symptoms should
be investigated. As noted previously, facial
myokymia tends to be associated with
intrinsic or extrinsic disease of the brain-
stem or peripheral facial nerve; by con-
trast, eyelid myokymia is not.8

• What is the prognosis? Eyelid
myokymia, whether transient or chronic,
is a benign entity with a good prognosis
for spontaneous resolution. When local
eyelid irritation or psychosocial factors
are at play (as in the case in the patient
described above), the myokymia will like-
ly be transient. Symptoms commonly
regress within several weeks to months,
particularly upon removal of the aggra-
vating factor(s). However, even when the
myokymia is persistent, lasting beyond
three months and even up to several
decades, the symptoms may occasionally

spontaneously remit at any time.8

• What treatment would you recom-
mend? In the case of new-onset isolated
eyelid myokymia, any exacerbating fac-
tors such as eyelid irritation or lifestyle
factors must first be identified and
addressed. For example, in the case
above, the patient should be first advised
to try to reduce her stress level, improve
on her sleep, as well as decrease caffeine
intake. 

If these lifestyle modifications are not
possible or not effective in eliminating
the eyelid myokymia, and symptoms
have persisted continuously for greater
than three months, then treatment may
be initiated. Botulinum toxin in low
doses to the eyelid is quite effective and,
in some instances, may even be cura-
tive.8,9,10 Another alternative is surgical
myectomy of the affected orbicularis
oculi muscle, although even with resec-
tion symptoms may recur.11 PN
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