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ABS TRACT
Restless Legs Syndrome (RLS) may be primary or secondary. As a secondary
etiological factor, stroke has been rarely reported in the literature. Here, we
present the case of a patient with infarctions in the internal capsule who
experienced RLS symptoms. A 48-year-old female was admitted with right
hemiparesis and right central facial paralysis. Her cranial MRI revealed lacunar
infarcts in the crus posterior of the left internal capsule and in crus anterior of the
right internal capsule. One month later, she described uncomfortable and odd
sensations affecting both legs. Her symptoms emerged at nights, additionally,
movement of the legs provided temporary relief. She was diagnosed with RLS and
started on Pramipexole 0.5 mg/day. Her symptoms resolved completely with this
treatment. Because her RLS symptoms appeared in the first month of the disease
and her neuroimaging results showed a correlation between possible anatomical
localization and the symptoms, the current case has been accepted as post-
stroke RLS. (Arc hi ves of Neu ropsy chi atry 2013; 50: 84-86)
Key words: Restless Legs Syndrome, stroke, capsula interna infarction, cranial
magnetic resonance imaging.
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ÖZET 
Huzursuz bacak sendromu (HBS) primer veya sekonder nedenli olabilir. Sekonder
nedenlerden biri olan inme, literatürde az sayıda da olsa bildirilmi#tir. Bu makalede
HBS semptomları geli#en kapsüla interna infarktları olan bir olgu sunulmu#tur.  48
ya#ındaki kadın, sa$ hemiparezi ve sa$ santral fasiyal paralizi ile ba#vurdu. Kraniyal
görüntülemesinde sol kapsüla interna arka baca$ında ve sa$ kapsüla interna ön
baca$ında laküner enfarkt alanı saptandı. Bir ay sonra hasta her iki bacakta
huzursuzluk ve garip hisler oldu$undan yakınıyordu. Hastanın semptomları gece
ortaya çıkıyordu ve ilave olarak bacakların hareketiyle azalıyordu. Hastaya HBS
tanısı ile pramipeksol 0,5 mg/gün tedavisi ba#landı. Hastanın tedavi altında
yakınmaları tamamen düzeldi. HBS yakınmaları hastalı$ın 1. ayında görülmesi ve
semptomlarla ili#kili olası anatomik lokalizasyon görüntüleme tetkikleriyle
gösterilmesi nedeniyle, olgu inme sonrası HBS olarak kabul edildi. (Nöropsikiyatri
Ar#ivi 2013; 50: 84-86)
Anah tar ke li me ler: Huzursuz bacak sendromu, inme, kapsüla interna infarktı, beyin
manyetik rezonans görüntüleme

Çıkar çatı!ması: Yazarlar bu makale ile ilgili olarak herhangi bir çıkar çatı#ması
bildirmemi#lerdir.

DOI: 10.4274/Npa.y6392

Introduction 

HRestless leg syndrome (RLS) is a disorder which affects the
daily quality of life and which is observed relatively commonly in
the community. It may have primary or secondary etiology.  RLS
following cerebrovascular disease has also been reported among
secondary causes in the literature, though with a limited number. In
this article, a 48-year-old patient who developed RLS symptoms
despite complete recovery of paresis and responded
dopaminergic treatment very well was presented. 

Case

A 48-year-old woman presented to our clinic  with weakness in
the right side which developed suddenly. Neurological examination
at presentation was found to be within normal limits except for
right hemiparesis and right central facial palsy. Lacunary infarct
areas were found in the posterior limb of the left capsula interna,
in the region adjacent to the globus pallidus and in the anterior limb
of the right capsula interna on brain magnetic resonance imaging
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(MRG) in the patient who had normal routine laboratory tests
(Picture 1). In the tests directed to determine the etiology of stroke
at a young age, heterozygous F5 R506-Q506 Leiden mutation and
homozygous methylenetetrahydrofolate reductase (MTHFR) C677T
mutation were found. Other laboratory tests (Carotis and vertebral
artery Dopler USG, Cardiac ECHO, Bubbles test, vasculitis markers)
were within normal limits. Antiagregant treatment and physical
treatement were started. 

Paresis recovered completely in one month. However, it was
learned that the patient had complaint of restlessness in both legs
which started in the 2nd week after the event and which still
continued. She stated that the complaints were absent during the
day and started after she went to bed. Her complaints decreased
when she walked, tightened her legs or battered her legs. EMG
which was performed for investigation of polyneuropathy was
found to be normal. Iron binding capacity, ferritin and vitamin B12
levels were within normal limits. Lower and upper extremity SEP
recordings were found to be normal. A diagnosis of RLS was made
and  pramipexole 0.25 mg/day was started and the dose was
increased to 0.5 mg/day. The complaints of the patient recovered
completely under treatment. 

Discussion 

Since the complaints of our patient started in the subacute
period following a cerebrovascular event related with a
coagulation disorder and anatomical correlation was shown with
imaging, she was considered as a typical case of post-stroke RLS
and thus she was found to be appropriate for presentation. 

Restless leg syndrome (RLS) is a disorder which affects the
daily quality of life and which is observed relatively commonly in
the community. Although it was described in 1600s for the first time,

its detailed description was not made until 1945 and the diagnostic
criteria were established in 1995. Studies have found the
prevelance of RLS to be 5-11% (1,2). It is examined as two
etiological groups (primary and secondary). Among the secondary
causes, iron deficiency, renal diseases and pregnancy are the
most common causes.  RLS following cerebrovascular disease has
also been reported among secondary causes in the literature,
though with a limited number (3). The prevalence of stroke-related
RLS has been found to be 12.4% in women (4). 

Stroke-related RLS is observed with a higher rate in patients
with lesions in the subcortical structures including corona radiata,
pons, lateral thalamus and capsula interna (5,6). It is observed with
a rate of 30.3% with lesions in the basal ganglia/corona radiata,
22.2% with lesions in the pons, 14.3% with lesions in the thalamus,
12.5% with lesions in the capsula interna and 1.6% with cortical
lesions (4). These rates show that there is a serious relation
between stroke and RLS.

While functional MR studies found increased activity in the
thalamus and cerebellum only in patients with sensory complaints,
increased activity was shown in the reticular formation in the brain
stem near to the red nucleus in patients who had both periodic leg
movements (PLM) and sensory complaints in the leg (7). These
studies suggest that RSL is related with dysfunction in the
subcortical structures rather than cortical structures. It has been
shown that basal ganglia-brain stem related mesopontin
tegmentum is involved in some motor movements including
rhythmic leg movements in regulation of sleep-wake state (8).
Additionally, it has been reported that defect in reticulospinal
excitatory responses in RLS and PLM cause to spinal jerks or
propriospinal pathological stimuli (9). Another possible mechanism
is that dysfunction in the pyramidal pathways leads to RLS
symptoms by causing loss of cortical or subcortical inhibition (10).
Involuntary leg movements in PLM are similar to the Babinski sign
which occurs in patients with a pyramidal pathway lesion (11). The
fact that lacunar infarts were present in both capsula internae in
our patient may explain the RLS symptoms in bilateral lower
extremities. However, it has been reported in the literature that
bilateral symptoms may occur in patients with unilateral lesion.
The authors reported that this had no adequate explanation and
the most rational explanation was the fact that unilateral pathways
had bilateral corticospinal connections (4). Again,it was reported
that  increased activity due to plasticity in the motor cortex
contralateral to the region of ischemic lesion might lead to bilateral
symptoms by causing disorder in intrahemispheric inhibition (4,12). 

In studies conducted with adults, homozygous MTHFR C677T
mutation, prothrombin 20210A and 4G plasminogen activator
inhibitor -1 (PAI-I) gene polymorphism were found to be related
with high homocysteine, prothrombin and PAI-1 levels and
constitute an increased risk for thrombosis (13). In studies
investigating the relation between homocysteine and RLS, no
relation could be found between hyperhomocysteinemia and RLS
(14). As in our patient, RLS symptoms found in patients with
hypercoagulability may occur with an indirect way, if not with a
direct way. In our patient, RLS complaints occured in the first
month after stroke and the possible anatomical localization was
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Figure 1. Hyperintense ischemic gliotic foci were observed adjacent to
bilateral capsula interna on the T2 Flair sequences 



shown with imaging techniques. Therefore, our patient was
considered as a case of post-stroke RLS. It is thought that
clinicians should be alert in terms of the risk of stroke in paitents
with RLS symptoms and further investigations may be appropriate.  
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