
Fax +41 61 306 12 34
E-Mail karger@karger.ch
www.karger.com

 Stroke Note 

  Discussion
  The combination of an acute vestibular syndrome with SD 

usually indicates posterior circulation ischemia  [3] . In a series of 
83 patients presenting with acute vestibular syndrome, SD was by 
far the most specific indicator of a central vestibular lesion  [3] , 
which in the context of apoplectiform onset and vascular risk fac-
tors is often ischemic in nature. SD is caused by a unilateral or 
asymmetric deficit of otolith organs or graviceptive pathways 
projecting to oculomotor and thalamic nuclei (ventral posterolat-
eral nucleus) and is most often observed in the context of brain-
stem or cerebellar lesions  [4] . SD has also rarely been described in 
peripheral vestibular lesions, e.g. after vestibular neurectomy  [5] . 
In a small case series, Safran et al.  [6]  reported a case with ves-
tibular neuropathy and prominent vertical diplopia due to SD, but 
no MRI was performed. Thus, abnormalities of the central ves-
tibular system may have gone undetected. In the present case, 
repeated MRI studies with thin sections and combined axial and 
coronal DWI sequences were without pathological findings after 
2 and 5 days.

  The combination of spontaneous horizontal-torsional nys-
tagmus, pathological head impulse test and pathological re-
sponse to caloric stimulation suggested a unilateral peripheral 
vestibular loss, most probably due to vestibular neuritis. The ab-
sence of auditory symptoms argues against an ischemic labyrin-
thine dysfunction, which only rarely results in isolated loss of 
vestibular function  [7] , and would be expected to be associated 
with DWI changes in the territory of the anterior inferior cerebel-
lar artery.

  Vestibular disorders account for 1–6.4% of the patients pre-
senting with stroke mimics in 2 large series  [8, 9] . However, the 
occurrence of SD in this context has not been evaluated system-
atically.

  In order to increase the sensitivity of lesion identification in 
the posterior fossa, high-resolution imaging with thin sections 
and combined axial and coronal DWI sequences as well as dy-
namic susceptibility contrast perfusion MRI are usually recom-
mended in patients with posterior circulation syndromes  [10, 11] . 

 Introduction
  We present a patient with acute-onset vertigo and vertical dip-

lopia in whom posterior circulation ischemia was initially sus-
pected. Further clinical and radiological tests resulted in a diag-
nosis of acute vestibular neuropathy mimicking ischemia of the 
vestibular nerve entry zone. This case illustrates the importance 
of subtle clinical bedside assessment to distinguish between cen-
tral and peripheral vestibular disorders.

   Case Description  
  A 56-year-old male with hypercholesterolemia presented with 

a 2-day history of acute-onset vertical diplopia, vertigo and nau-
sea. The vertigo was aggravated by head movements and best tol-
erated in the recumbent position. On admission the blood pres-
sure was 180/110 mm Hg. Evaluation of diplopia revealed left hy-
potropia without any change in vertical ocular deviation with 
gaze position, suggesting skew deviation (SD). The perceived vi-
sual vertical deviated towards the left by 6.25° bilaterally  [1] . Spon-
taneous right-beating horizontal-torsional nystagmus with in-
creasing drift velocity at right gaze was observed. Head impulse 
testing showed rightward catch-up saccades after head thrusts to 
the left. The combination of an acute vestibular syndrome and SD 
suggested a diagnosis of posterior inferior cerebellar artery in-
farction involving the vestibular nerve root entry zone. Cerebral 
MRI including DWI on day 2 after symptom onset showed no 
ischemic lesion or other parenchymal abnormalities. Also a fol-
low-up MRI on day 5 (including high-resolution T 2 -weighted 
3-dimensional sequences, 3-mm slices) was normal. Caloric ir-
rigation indicated complete canal paresis on the left according to 
Jonkees’ formula. Serological tests did not reveal recent infections 
with  Borrelia burgdorferi,  varicella zoster or herpes simplex virus. 
Together, these findings were more consistent with idiopathic 
acute left peripheral vestibular loss. Therefore we recommended 
treatment with corticosteroids  [2]  and vestibular physiotherapy. 
The patient fully recovered within a month.
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