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Unilateral periodic leg movements during wakefulness and

sleep after a parietal hemorrhage

To the Editor:

Although periodic leg movements (PLM) [1] follow-
ing lesions in the cerebral white matter, basal ganglia,
or brainstem are known, abnormalities confined to a
lobar location have not been reported.

A 58-year-old man experienced a left parietal hem-
orrhage in 1993, shortly after a liver transplant (cirrho-
sis). He came to our attention 13 years later, after an
accidental left fronto-basal contusion. He had tacroli-
mus-induced chronic renal failure and a mild, symmet-
rical axonal polyneuropathy; medication included
benzodiazepines, vitamins, and electrolytes. He com-
plained of rhythmic movements of his right leg,
appearing at rest, which prevented him from falling
asleep, starting a few weeks after the stroke; he denied
any associated unpleasant sensation or need to move.
This had been interpreted as symptomatic simple-par-
tial seizures and was treated unsuccessfully with antiep-
ileptic agents. On examination, he had a moderate
right hemibody ataxic hemiparesis with sensory impair-
ment (postural sensation, graphesthesia) and a spastic
component. At rest, his right toes and foot began to
dorsiflex slowly and periodically, with a slight knee
flexion. This was abolished by voluntary posturing;
the left limb was not involved. Magnetic resonance
imaging (MRI) showed the old parietal lesion but no
basal ganglia abnormality (Fig. 1a). An afternoon
polysomnographic recording confirmed brief periodic
movements occurring every 20 s exclusively on the
right, during quiet wakefulness (Fig. 1b); they persisted
in light sleep (Fig. 1c and d), inducing periodic micro-
arousals (Fig. 1c), and disappeared during rapid eye
movement (REM) sleep. Plasma ferritine was within
the normal range. Routine electroencephalograms
(EEGs) performed under the same conditions were
normal. The movements practically disappeared with
0.250 mg pramipexole.

These movements fulfill diagnostic criteria for PLM
[1]. Seizures are unlikely: the former displayed a rela-
tively low frequency and lacked any myoclonic compo-
nent; furthermore, the EEG was normal, and there was
a response to dopaminergic, but not to antiseizure,
drugs. Medication and uremia may have worsened
the picture, but PLM appeared just after the hemor-
rhage, before either could exert a durable action. The
strictly asymmetrical location argues against a substan-
tial role of alcoholic polyneuropathy or hepatic-in-
duced basal ganglia dysfunction. Our observation is
limited by the short polysomnographic recording, since
the patient refused an overnight study. In fact, PLM
may switch sides; however, we believe that his history,
our observations, and previous medical records report-
ing PLM only on the right are highly suggestive of uni-
lateral PLM.

These movements have several interesting features.
They appeared shortly after the left parietal hemor-
rhage, strongly suggesting a causal relationship. To
our knowledge, this represents the most rostral lesion
inducing PLM: spinal lesions are relatively common
[2], whereas pontine lesions [3], subcortical stroke [4],
and corticobasal degeneration [5] are exceptional.
PLM pathophysiology remains unclear [6]. A func-
tional MRI study showed activation of the brainstem
reticular formation and the red nuclei during PLM [7];
a dysfunction of a dopamine-modulated spinal path-
way from the hypothalamus has also been postulated
[6]. PLM following spinal lesions suggest the presence
of a disinhibited spinal pacemaker [2]. Regardless of
the exact location of the putative pacemaker, in anal-
ogy to corticobasal degeneration [5], our description
suggests that parietal lobe impairment might disrupt
cortical excitatory inputs to the basal ganglia, altering
the physiological balance. Our patient’s PLM are
strictly unilateral, a rare finding described in symp-
tomatic cases following central nervous system
(CNS) lesions [2–5]. In the absence of restless legs,
the complaint of PLM leading to insomnia represents
an intriguing feature. As in patients with spinal cord
impairment [2], the condition lasted for many years
before the correct diagnosis, but, as opposed to
PLM following brainstem lesions [4], it was resolved
by dopamine agonists. Considering the misdiagnosis
of partial epilepsy for years, our observation suggests
that similar conditions might represent an underre-
ported cause of insomnia in stroke patients.



Fig. 1. T2 weighted axial and T1 weighted sagittal (right lower corner)
MRI, showing the old left superior parietal lobar hemorrhage (a);
polysomnographic recordings during wakefulness (b) stage 1 (c), and
stage 2 sleep (d), disclosing PLM in the right leg (black arrow; one
page corresponds to 60 s), with the induced micro-arousals (gray
arrow).
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Half of patients with obstructive sleep apnea have a higher

NREM AHI than REM AHI

To the Editor:

Siddiqui et al. [1] refer to our study [2] quite exten-
sively and for that we are honoured and grateful. They
stated, however, that we studied patients with sleep ap-
nea who were being evaluated for potential surgery.
That is not actually correct. Our patients, like theirs,
were patients presenting to a sleep disorders clinic for
evaluation and investigation of suspected sleep


	Letters to the Editor
	Unilateral periodic leg movements during wakefulness and sleep after a parietal hemorrhage
	References





