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Involuntary Facial
Movements
The diverse group of conditions causing aberrant facial move-
ments may cause difficulty in diagnosis. In most instances,
however, the conditions can be distinguished clearly on clini-
cal grounds, and this separation is important for both investi-
gation and treatment.

Synkinetic movements of the face are seen after incomplete
and delayed recovery from a Bell's palsy. They occur only
with voluntary contraction and consist of aberrant contrac-
tion of some parts of the facial musculature when other parts
are contracted. Thus when the patient smiles his eye may
wink-which may at times lead to embarrassing situations.
There is usually a residual partial facial paresis, and the con-
dition results from the aberrant regeneration of nerve fibres
passing to different parts of the facial musculature from those
which they originally innervated.

Dyskinetic movements occur in several circumstancesandare
always involuntary and often unnoticed by the patient. They
usually stop when the patient is asleep. They may be seen in
the patients with congenital brain disorders who are grouped
together as "spastics" and in those with Huntington's chorea.
A similar picture, probably on the same neuropharmacologi-
cal basis, occurs in patients receiving excessive doses of levo-
dopa for the treatment of Parkinson's disease. The move-
ments are writhing and, often affect the whole face, mouth,
tongue and neck, as well as other parts of the body. When
caused by excessive doses of levodopa the movements readily
disappear when the blood level of the drug falls. Another
form of facial dyskinesia is the tardive dyskinesia seen occa-
sionally after phenothiazine therapy. These movements usually
develop after long-term treatment with high dosages ofpheno-
thiazine and may remain permanently after the drug has been
stopped. There is no facial weakness associated with the
dyskinesias.

In hemifacial spasm (not facial hemispasm) or clonic facial
spasm' the muscles innervated by one facial nerve undergo
involuntary irregular clonic contractions. The condition occurs
at rest and often continues during sleep. It is disturbing and
embarrassing to the patient, though the prognosis is usually
benign. The exact cause is uncertain: an irritative compres-
sion of the facial nerve in the facial canal has often been sug-
gested. There is usually no associated facial weakness. Carba-
mazepine or phenytoin may be of benefit in henifacial spasm,
though often the condition is resistant to medical treatment.

Epilepsy partialis continua may affect the face and may ap-
pear similar to henifacial spasm. The spread of contraction
outside the face to the neck and hand and the occasional dis-
turbance of the patient's mental processes make the diagnosis
easy in most cases.

Myokymia is another condition causing involuntary facial
movements. The terms benign myokymia or "live blood"
are given to the commonest form of involuntary facial move-
ments, the irritating contraction of the orbicularis oculi
muscle which occurs in a great many people at the times of
fatigue and stress. Often there is no obvious movement of the
eyelid to be seen despite symptoms of twitching. The con-
dition would be better considered as a minimal form of hemi-
facial spasm, since the muscle fibre contractions are twitches
rather than the writhing movement of myokymia.
True facial myokymia consists of irregular writhing move-

ments occurnng continuously on one side of the face. The ap-
pearance is sometimes likened to a bag of worms. The condi-
tion is rare-only some 50 patients have so far been described.
The movements stop during sleep and are unassociated with
voluntary contraction. Facial myokymia is seen most commonly
in multiple sclerosis and may be a forewarning of that condi-
tion.2 However, the situation is like that of the syndrome of
the medial longitudinal fasciculus, which was originally
thought to occur only in multiple sclerosis but is now recog-
nized to be simply a sign of damage in a certain area of the
brain stem. Facial myokymia, too, may rarely occur in brain
stem tumours. Sethi et al.3 recently described a patient with
unilateral facial myokymia resulting from two small pontine
metastases and several other cases due to tumours have been
reported.4 The patient described by Sethi et al. had a total left
facial palsy, but no damage to the facial nerve or nucleus. They
suggested that the palsy resulted from an interruption both
of the crossed and uncrossed corticobulbar fibres destined for
the left side of the face by the two metastases, which lay one
on either side of the pons.
The pathophysiology of facial myokymia is uncertain. In

most cases with multiple sclerosis there is no facial weakness,
but in patients with tumours progressive facial and other bul-
bar muscle weakness often occurs. There is probably some
abnormality of sensitivity of the neurons of the facial nerve
nucleus, though from its rarity it seems unlikely that this is
due simply to an upper motor neuron lesion causing denerva-
tion supersensitivity or alternatively to direct irritation caus-
ing discharge of the individual neurons.
The treatment of facial myokymia is relatively easy. In

multiple sclerosis it is almost invariably self-limiting, dis-
appearing within a few weeks, though treatment with ACTH
or carbamazepine may be helpful. In the occasional patient
with a tumour the latter drug may be helpful, though the pro-
gressively downhill course of the patient usually brings the
need for treatment to an end.
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Narcolepsy
The narcoleptic syndrome is not uncommon, though its
prevalence in Britain is not known for certain. A recent con-
servative estimate' puts the inumber of narcoleptics in the
U.S.A. as 100 000. The apparent slight male preponderance
may well- be due to its more disabling nature in men than
women, and the actual sex incidence is probably equal. A
third of patients have one or more affected relatives, usually
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