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Vestibular paroxysmia is the name given to the syndrome caused by vascular
compression of the vestibulocochlear nerve. The main symptoms of vestibular
paroxysmia are recurrent, spontaneous, brief attacks of spinning, non-spinning
vertigo or positional vertigo that generally last less than one minute, with or
without ear symptoms (tinnitus and hypoacusis). Prior to attributing a patient’s
symptoms to vestibular paroxysmia, however, clinicians must exclude common
conditions like benign paroxysmal positional vertigo, Meniére’s disease, vestibular
neuritis and vestibular migraine. This is usually possible with a thorough history
and bedside vestibular/ocular motor examination. Herein, we describe a patient
with vestibular paroxysmia that mimicked resolved BPPV with a literature review.
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Table 1. Compliance with diagnostic criteria for vestibular paroxysmia

Definite vestibular paroxysmia Herein
At least five attacks and the patient fulfills the following criteria A-E: +

A. Vertigo spells lasting seconds to minutes

- The individual attack subsides without specific therapeutic intervention +
B. One or several of the following provoking factors of the attacks:

1. Rest +

2. Certain head/body positions (not BPPV specific positioning maneuvers)

3. Changes in head/body position (not BPPV specific positioning maneuvers) +

C. One or several of the following characteristics during the attacks:

. No accompanying symptoms
. Disturbance of stance +
. Disturbance of gait +

. Unilateral tinnitus
. Unilateral pressure/numbness in or around the ear
. Unilaterally reduced hearing
D. One or several of the following additional diagnostic criteria:
1. NVCC demonstrated on MRI (CISS sequence)
2. Hyperventilation-induced nystagmus as measured by VNG
3. Increase of vestibular deficit at follow-up investigations as measured by VNG
4. Treatment response to antiepileptics (not applicable at first consultation)
E. The symptoms cannot be explained by another disease
Probable vestibular paroxysmia
At least five attacks and the patient fulfills criterion A, and at least three of the criteria B-E
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+ + o+ o+ o+

BPPV, benign paroxysmal positional vertigo; NVCC, neurovascular cross-compression; MRI, magnetic resonance imaging; CISS, constructive
interference in steady state; VNG, videonystagmography.
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Figure 2. Videonystagmography. (A) Spontaneous horizontal nystagmus toward the right side (10°/sec) was detected. (B) Head shaking
nystagmus toward the right side (16°/sec) was detected. (C) Hyperventilation induced nystagmus toward the right side (12°/sec) was
detected. X axis, time (second), drawing scale: 1 second; Y axis, eyeball rotation (degree), drawing scale: 5°.
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Phase

Figure 3. (A) Computerized dynamic
posturography (CDP) revealed vesti-
bular dysfunction in condition 5 and
6. SOM, somatosensory; VIS, visual;
VEST, vestibular; PREF, visual pref-
erence. (B) The sinusoidal harmonic
acceleration test by rotatory chair re-
vealed a low response gain, asymme-
try to left and phase lead on low
frequency.

A)

B)

Figure 4. Brain magnetic resonance image with FIESTA (A) and post enhance SPGR (B) revealing a neurovascular cross-compression
of the vestibulocochlear nerve by the anterior inferior cerebellar artery (arrow) at the nerve root entry zone on the left. FIESTA, fast
imaging employing steady-state acquisition; SPGR, spoiled gradient recalled.
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