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Letter to editor
Facial myokymia are subtle involuntary undulating or vermicular 

muscular contractions that spread throughout the striated muscles 
supplied by the facial nerve.1 Simultaneous or sequential triggers 
activate one or multiple motor units, and usually manifest as 
spontaneous muscular activity with brief repetitive discharges of 
action potentials that repeat rhythmically or semi-rhythmically. 
Short intervals of irregular electrical silence between 100 and 200 
milliseconds (and up to 3 seconds) occur before the next myokymia 
discharge.2

The pathogenesis is still unclear. Given the association of 
myokymia with a variety of lesion sites, its origin seems to occur 
at any level of the motor pathway from the motor neurons to the 
distal segments of the nerve terminal. Facial myokymia is believed 
to originate in the facial motor nucleus either by direct irritation, 
hyper-excitation, hyper-sensitivity to secondary denervation of a 
supranuclear process or motor-neural isolation of the facial nucleus 
of the internuncial neuron pool that mediates the sensory afference.3

A previously healthy 71-year old woman came to our Movement 
Disorders Unit complaining of short, continuous, undulating 
involuntary movements in the right facial region at the cheekbone level 
only evident while looking at the mirror as she did not noticed them. 
There was no apparent triggering factor nor any associated symptoms. 
She became aware of them 10 days ago. She was questioned about 
family history, drug intake, trauma and recent infections, all of which 
were negative.

At examination brief repetitive rhythmic undulating localized 
contractions in the right facial region were evident (Video 1). There 
was no atrophy, weakness or sensory disturbances. The remainder of 
the neurological examination was normal.

Video 1 Brief muscle contractions in the right check.

A brain MRI showed only limited areas of focal gliosis on the 
corona radiata, periventricular white matter and cerebral white matter 
and a lacunae on the right lenticular capsular region. A magnetic 
resonance angiography was normal. Electromyography showed 
rhythmic discharges at 3Hz consistent with myokymia in the levator 
labii superioris and oribuclaris oris muscles (Video 2).

Video 2 EMG recording sharing brief discharges consistent with myokymia.

Due to these findings, 5 units of onabotulinumtoxinA (Botox) were 
injected at the levator muscle of the upper lip on the right side, and 
myokymia completely disappeared in 48 hours.

Facial myokymia, most commonly involves the orbicularis oculi 
muscle, usually on the lower eyelid, it is frequently secondary to 
ipsilateral pontine tegmentum lesions. It is generally self-limited and 
lasts a few days although it can occasionally persist for various weeks 
or months.4 The pathogenesis is still unclear. Given the association 
of myokymia with a variety of lesion sites, its origin seems to occur 
at any level of the motor pathway from the motor neurons to the 
distal segments of the nerve terminal. Facial myokymia is believed 
to originate in the facial motor nucleus either by direct irritation, 
hyper-excitation, hyper-sensitivity to secondary denervation of a 
supranuclear process or motor-neural isolation of the facial nucleus 
of the internuncial neuron pool that mediates the sensory afference.3

In some cases it can be secondary to pontine tumors acoustic 
neuroma, metastatic disease or multiple sclerosis; vascular disorders, 
tuberculomas, syringobulbia, Guillain-Barré syndrome, multiple 
system atrophy (MSA), spinocerebellar ataxia type 3 (SCA3), 
cysticercosis, autosomal dominant striatonigral degeneration, or 
Bell’s palsy 5 and even autoimmune. In our patient myokymia was 
idiopathic.

For patients with focalized myokymia, botulinum toxin has been 
suggested as a useful treatment. Although there are very few reported 
cases in the literature in which this therapy has been administered and 
a case of facial myokymia and regional synkinesis has been described 
with a good response to carbamazepine. Our cases illustrates the 
usefulness of low doses of Onabotulinumtoxin A in the treatment of 
continuous idiopathic facial myokymia.

Video statement
Subject gave consent to be videoed for publication.

The patient signed consent to be filmed for publication on line.
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Abstract

Introduction:  Botulinum toxin infiltration has been suggested useful for focalized 
myokymia.

Methods:  71-year old woman presented continuous undulating movements in her right 
cheek. EMG was consistent with myokymia.

Results: Five units of Onabotulinumtoxin A abolished myokymia.

Conclusion: Low doses of Onabotulinumtoxin A are useful in continuous idiopathic facial 
myokymia.
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