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Progressive gait disorder and
epilepsy secondary to venous
stroke due to dural
arteriovenous fistula type iii夽,夽夽
Trastorno progresivo de la marcha y epilepsia
secundarios a infarto venoso por fístula dural
arteriovenosa tipo iii
Dear Editor:
Intracranial dural arteriovenous fistulas (DAVF) are abnormal
arteriovenous shunts connecting a feeding dural artery and
a draining dural vein. They account for 10% to 15% of all
intracranial vascular malformations.1 Structural causes of
reversible parkinsonism are extremely rare; however, they
have been described in association with deep cerebral vein
thrombosis and DAVFs.2,3 We present the case of a patient
with a reversible gait disorder secondary to venous stroke
caused by a type III DAVF (Cognard classification).4
Our patient was a 77-year-old man with no relevant medical history. He was transferred to our hospital in 2008 due
to atypical gait disorder and a 4-year history of focal pyramidal symptoms. Other centres had already diagnosed him
with Parkinson’s disease (although a subsequent l-DOPA test
yielded negative results) and motor neuron disease. The
initial neurological examination revealed right leg motor
deficit (4/5 distally) and right leg pyramidal syndrome with
mild spasticity (Modified Ashworth Scale grade 1), rightsided exaggerated patellar reflexes (++++), and Babinski
sign. The patient’s salient feature was a gait disorder not
fully ascribable to the pyramidal syndrome. It was characterised by small steps and difficulty initiating gait, which
is more suggestive of an extrapyramidal disorder. He also
presented generalised bradykinesia and micrography. An MRI
scan showed a malacic lesion in the left prerolandic region.
Although rehabilitation was started during outpatient
monitoring, the gait disorder worsened progressively; however, the patient experienced no falls. Twelve months later,
he presented secondary epilepsy manifesting as simple partial seizures with secondary generalisation and producing
motor symptoms in the right lower limb. Seizure frequency
was 1 to 2 seizures per month and it did not decrease
despite treatment with valproic acid and lamotrigine. The
patient attended the emergency department at our hospital in 2009 due to a new simple partial seizure in the
right leg with secondary generalisation, worsened gait, and
memory problems, slow thinking, and emotional lability presenting subacutely (seemingly chronologically unrelated to
antiepileptic treatment). He was admitted to undergo a
complete study that would allow us to optimise treatment.
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Figure 1 MR angiography image reveals artery permeability
and a superficial cortical vein showing early filling at the left
frontal level.

FLAIR and T2-weighted sequences in the initial cranial
MRI scan revealed hyperintensities consistent with venous
stroke in parasagittal precentral subcortical white matter.
MR angiography revealed artery permeability and a superficial cortical vein with early filling at the left frontal level,
arterialisation of that vein, and hypertrophy of a branch of
the ipsilateral external carotid artery linked to that structure (Fig. 1). Conventional arteriography showed a mixed
pial-dural fistula; dural supply came from the anterior and
posterior branches of the left middle meningeal artery. The
latter drained into the cortical vein towards the superior
longitudinal sinus (type III DAVF). The pial component was
supplied by branches of the left middle cerebral artery
(Fig. 2). The posterior branch of the middle meningeal
artery, which fed the fistula, was selectively catheterised.
The patient underwent embolisation and complete exclusion of the fistula with no complications. Multiple serial
EEGs showed no epileptiform activity but they did reveal
bursts of diffuse slow delta activity, predominantly in the
left hemisphere.
The patient has experienced significant improvements in
gait and motor function, with no further epileptic seizures
to date. A follow-up MRI scan showed that the fistula had
closed.
The literature describes several cases of parkinsonism in
patients with DAVFs.5,6 Dural venous sinus thrombosis has
been suggested to be the precipitating factor for DAVFs7,8 ;
lesions would result from increased venous pressure in the
dural venous sinus. Both DAVF symptoms and prognoses are
highly variable.9 Some of the most frequently described
clinical manifestations are focal epilepsy, headache with
or without symptoms of intracranial hypertension, facial
pain, and intracranial or subarachnoid haemorrhage. Conventional arteriography is the gold standard diagnostic
imaging study. Management of DAVFs may require a
multidisciplinary approach including embolisation and
surgery or radiosurgery.10
In conclusion, DAVFs are a potentially treatable cause
of rapidly progressive gait disorders. Early diagnosis of this
vascular anomaly requires a high level of clinical suspicion.
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Figure 2

Angiography study prior to embolisation.

References
1. Chunj SJ, Kim JS, Kim JC, Lee SK, Kwon SU, Lee MC, et al.
Intracranial dural arteriovenous fistulas: analysis of 60 patients.
Cerebrovasc Dis. 2002;13:79—88.
2. Lee PH, Lee JS, Shin DH, Kim BM, Huh K. Parkinsonism as an
initial manifestation of dural arteriovenous fistula. Eur J Neurol.
2005;12:403—6.
3. Netravathi M, Pal PK, Bharath RD, Ravishankar S. Intracranial
dural arteriovenous fistula presenting as parkinsonism and cognitive dysfunction. J Clin Neurosci. 2011;18:138—40.
4. Cognard C, Gobin YP, Pierot L, Bailly AL, houdart E, Merland
JJ, et al. Cerebral dural arteriovenous fistulas: clinical and
angiographic correlation with a revised classification of venous
drainage. Radiology. 1995;194:671—80.
5. Nogueira RG, Baccin CE, Rabinov JD, Pryor JC, Buonanno FS,
Hirsch JA. Reversible parkinsonism after treatment of dural
arteriovenous fistula. J Clin Neurosci. 2009;16:341—3.
6. Matsuda S, Waragai M, Shinotoh H, Takahashi N, Takagi K,
Hattori T. Intracranial dural arteriovenous fistula (DAVF) presenting progressive dementia and parkinsonism. J Neurol Sci.
1999;165:43—7.
7. Kwon BJ, Han MH, Kang HS, Chang KH. MR Imaging findings of
intracranial dural arteriovenous fistulas: Relations with venous
drainage patterns. Am J Neuroradiol. 2005;26:2500—7.

Chorea secondary to striatal
encephalitis due to
anti-CV2/CRMP5 antibodies.
Case description and review of
the literature夽
Corea secundaria a encefalitis estriatal por
anticuerpos CV2/CRMP5. Descripción de un
caso y revisión de la literatura
Dear Editor:
Choreic syndromes are movement disorders that may be
associated with inherited, metabolic, infectious, neurode夽 Please cite this article as: Crespo-Burillo JA, Hernando-Quintana
N, Ruiz-Palomino P, Martín-Martínez J. Corea secundaria a encefalitis estriatal por anticuerpos CV2/CRMP5. Descripción de un caso y
revisión de la literatura. Neurología. 2015;30:451—453.

8. Willinsky R, Goyal M, TerBrugge K, Montanera W. Tortuous,
engorged pial veins in intracranial dural arteriovenous fistulas:
correlations with presentation, location, and MR findings in 122
patients. Am J Neuroradiol. 1999;20:1031—6.
9. Zeidman SM, Monsein LH, Arosarena O, Aletich V, Biafore JM,
Dawson RC, et al. Reversibility of white matter changes and
dementia after treatment of dural fistulas. Am J Neuroradiol.
1995;16:1080—3.
10. Geibprasert S, Pongpech S, Jiarakongmun P, Shroff M, Armstrong D, Krings T. Radiologic assessment of brain arteriovenous
malformations: What clinicians needs to know. Radiographics.
2010;30:483—501.

I. Navalpotro-Gomez ∗ , A. Rodríguez-Campello,
R.M. Vivanco-Hidalgo, E. Vivas, J. Roquer-Gonzalez
Servicio de Neurología y Neurorradiología
Intervencionista, Hospital Universitario del Mar.
Barcelona, Grup de Recerca Neurovascular-IMIM-Hospital
del Mar, Barcelona, Spain
Corresponding author.
E-mail addresses: INavalpotro@parcdesalutmar.cat,
uxteneri@hotmail.com (I. Navalpotro-Gomez).
∗

generative, autoimmune, or iatrogenic diseases.1 They are
rarely associated with neoplasia and account for 1% of all
paraneoplastic processes.2
We present the case of a 62-year-old woman who in the
course of one month experienced gait instability, emotional
lability, and behavioral disorders, including disinhibition and
verborrhea. The patient reported a weight loss of 20 kg
in the previous 2 months. The examination revealed choreiform movements which distorted voluntary movements
symmetrically in the limbs, trunk, and neck. These movements disappeared at rest and were exacerbated by stress.
She displayed astasia and unstable gait, but no ataxia or
wide-based stance. Muscle tone was normal; no bradykinesia or dystonia were observed. She had preserved reflexes
and muscle balance, and there were no signs of pyramidal
dysfunction. Likewise, the patient showed no dysmetria or
sensory disorders.
Complementary data included a brain MRI scan showing symmetrical abnormalities in both striate nuclei and
the anterior limbs of both internal capsules, appearing

