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Unilateral Blepharospasm Stemming from a
Thalamomesencephalic Lesion

To the Editor:

Initially, blepharospasm (BSP), both idiopathic and
symptomatic, may have a unilateral predominance, al-
though it soon becomes bilateral (1). Isolated unilateral
BSP is distinctly unusual. We now report a patient with
unilateral BSP associated with an ipsilateral upper brain
stem lesion.

A 59-year-old hypertensive woman had a left thalamo-
mesencephalic infarction after a subarachnoid hemor-
rhage. She recovered, except for left internuclear oph-
thalmoplegia, mild right hemiparesis, and right hemihy-
poalgesia. Angiography was normal. Dystonic spasms of
the left eye first appeared 3 months after the stroke. On
examination, they looked like sustained forceful contrac-
tions of the left orbicularis oculi and left frontalis muscles
without associated spasms on the right. The spasms

FIG. 1. Magnetic resonance images of the
thalamomesencephalic region showing two ar-
eas of low signal intensity (arrows) mainly cor-
responding to left anterior thalamic nuclei (A)
and left red nuclei (B). Bilateral, symmetrical,
large periventricular (subependymal), high sig-
nal intensity areas are also seen {(Genera! Elec-
tric 1.5 Tesla; TR 2,000, TE 40).

ranged from seconds to minutes. They worsened with
reading, blinking, and looking upward and gently dimin-
ished when talking. She was not aware of any ‘‘trick”
that might partly suppress the severity of the contraction.
There were no parkinsonian signs in the right extremities.

At that time, MRI brain scan showed two left thala-
momesencephalic hypointensity signals on proton den-
sity—weighted images (TR 2,000, TE 40) mainly affecting
thalamic anterior and red nuclei (Fig. 1). BSP persisted
unchanged over the next 12 months. When the patient
was reexamined 2 years later, BSP had spontaneously
improved, but left ‘‘apraxia’ of eyelid opening was evi-
dent after voluntary eye closure in such a way that she
could not open the left eye for 10-20 s despite marked
frontalis contracture.

Small, isolated lesions of the thalamomesencephalic re-
gion are known to be associated with both BSP (2) and
hemidystonia (3,4). In contrast, secondary unilateral
blepharospasm seems exceptional. We are aware only of
the patient reported by Leenders et al. (5), in whom a
rostral brain stem thalamic lesion was associated with
ipsilateral BSP but also with contralateral hemidystonia
and parkinsonism. It could be argued that our patient’s
symptoms more resemble a case of hemifacial spasm.
Against this possibility, however, one must take into ac-
count the lack of clonias or spasms of the lower facial
muscles, the resuits of the electrophysiologic testing, and
the presence of involuntary eyelid levator inhibition, a
supranuclear disorder of lid opening that frequently ac-
companies BSP (6) but, to our knowledge, is not seen in
hemifacial spasm.

We have no definitive explanation to offer for the uni-
lateral presentation of BSP in this case, and no explana-
tion was given in Leender’s case (5). The mesodienceph-
alic region, however, is likely to be the main anatomical
basis of symptomatic BSP, either bilateral or unilateral.
Further reports would contribute to determining the cir-
cumstances in which the facial nuclear complex that sub-
serves the orbicularis oculi and the levator subnucleus,
deprived of corticobulbar or basal ganglia input, causes
ipsilateral BSP and levator inhibition.
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Acetazolamide Therapy of Menstrual-related
Fluctuations in Parkinson’s Disease

To the Editor:

In 1986, Quinn and Marsden (1) reported menstrual-
related fluctuations in 11 of 12 premenopausal women
with Parkinson’s disease (PD). The cause of this deterio-
ration of their condition was unclear, and no treatment
recommendations were given. Perimenstrual worsening
of other neurologic disorders has been described in the
literature, with particular emphasis on epilepsy and mi-
graine. Both disorders have been treated at some time
with diuretics, most notably the carbonic anhydrase in-
hibitor acetazolamide (2,3). Based on these empirical
uses of the drug, one PD patient was given acetazolamide
in an attempt to improve menstrual-related worsening of
her disorder.

Case Report

The patient, a 38-year-old woman, had onset of PD at
the age of 30. It began with right-hand tremor, stiffness,
and difficulty buttoning buttons. When she was 31, ex-
amination found tremor in her right hand, bilateral cog-
wheel rigidity, masked face, and a normal gait. Workup
for secondary parkinsonism was negative. Carbidopa/
levodopa (C/L) was started in October 1984. Treatment
was switched to bromocriptine shortly thereafter but then
restarted a year later because of worsening of symptoms.
The bromocriptine was eventually stopped.

She was seen for the first time at the Albany Medical
College Movement Disorder Clinic in 1988 at the age of
35. She was taking 25/100 C/L every 3 h for five doses and
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25 mg doxepin ghs. She had recent onset of wearing-off
and peak-dose dyskinesia. C/L was cut to 4 tablets per
day because of the dyskinesia, and soon thereafter aman-
tadine was added. Improvement of both complications
was observed, but within a year the C/L dose had to be
increased. It was administered every 3 h for a total of §
tablets per day. Her Unified Parkinson’s Disease exami-
nation scale scores ranged from 0 to 6 on various visits
that year.

In July 1989 the patient began experiencing a worsening
of parkinsonism 3 days before her menstrual period. It
lasted until 2-3 days after her menstrual period began, or
for a total of 5-6 days. She noted a worsening of parkin-
sonism overall, with increasing bradykinesia, rigidity,
and a shuffling gait, which had not been previously expe-
rienced. Wearing-off phenomena became more prevalent
as the medication wore off more quickly and “*off”’ peri-
ods became prolonged. She was examined on one occa-
sion around the time of her menstrual period, and her
Unified Parkinson’s Disease examination score while
*on”” was 13. During the previous visit, which was not
during a menstrual period, it was 4.

Acetazolamide, 500 mg per day, was started in late
1989. She would take the medication 3 days before her
menstrual period and continue it for 5 days. No other
medication changes were made. This treatment improved
her menstrual-related fluctuations dramatically. The
worsening that she suffered perimenstrually did not occur
on many occasions and was much less severe when it did.
The wearing-off phenomenon, which was generally con-
trolled on C/L. every 3 h, continued to be controlled
around her menstrual period. By the end of the first year
of treatment she began to notice a mild recurrence of the
problem and increased the number of days on acetazol-
amide to 12 (10 days before her menstrual period and 2
days during). This schedule again improved her condi-
tion. After 2 years the menstrual-related fluctuations con-
tinued to be well controlled on this dosage regimen.

Discussion

The symptoms of the patient reported here were very
similar to those of cases described by Quinn and Marsden
(1). She had worsening of the parkinsonian symptoms 3
days before the onset of menstruation, lasting 5-6 days
and including a general worsening of PD symptoms and of
the wearing-off effect, with a prolongation of “‘off>’ peri-
ods. The deterioration was significant, even greater than
the 50% previously described (1). The cause of these
changes is unclear. Some speculation suggests a direct
relationship to the drop in estrogen levels during this time
in the menstrual cycle. However, a worsening of PD was
considered to be paradoxical. It aiso could be related to
central neurotransmitter changes that occur simulta-
neously (1).

This patient reported a good response for ~2 years
when treated with acetazolamide, 500 mg per day. The
drug was not withdrawn to ensure a cause and effect re-
lationship. However, perimenstrual changes worsened
over time. The number of days requiring treatment in-
creased from S to 12 after a year, and this alteration led to
further improvement—suggesting that the acetazolamide



