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Vestibular paroxysmia, which is caused by neurovascular cross-compression of the eighth cra-
nial nerve, is characterized by recurrent vertiginous spells and other audiologic symptoms
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such as tinnitus, aural fullness and hearing impairment. Magnetic resonance image may show
the eighth cranial nerve compression by vessels in the posterior fossa such as the anterior-
inferior cerebellar, posterior-inferior cerebellar, basilar, or vertebral arteries. Medical thera-
py including carbamazepine, phenytoin or gabapentin and microvascular decompression of
the eighth cranial nerve can be contemplated. Here, we report of a 51 year-old man who pre-
sented with recurrent vertigo attacks and tinnitus. His symptoms were aggravated by posi-
tional change. Videonystagmography and auditory brainstem response showed abnormal re-
sults. Magnetic resonance image showed the eighth cranial nerve compression caused by the
vascular loop. The offending vessel was revealed as vertebral artery. He was treated with car-
bamazepine and showed no recurrent symptoms. We report this rare case with a review of the
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Fig. 1. Videonystagmography. Spontaneous horizontal nystagmus toward the right side (4°/second) was detected (A). Binaural bithermal
caloric test showed the overall decreased responses and unexpected beating direction in the left ear (B). Warm caloric stimulus to left ear
resulted in the horizontal nystagmus to the right side (7°/second)(C). After visual fixation direction of the nystagmus was changed to left
side (3°/second)(D). SCV: slow component velocity, UBD: unexpected beating direction.
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Fig. 2. Audiologic results. Pure tone showed normal hearing levels in both ears (A). The auditory brainstem response showed normal
threshold and latencies in right ear and no recognizable waveform in left ear (B).

Fig. 3. Temporal bone magnetic resonance image. Axial view of T2-weighted image (A) and T2-weighted VISTA (volume isotropic turbo
spin echo acquisition) image (B) showed left vertebral artery (arrow) offending the seventh and eighth cranial nerve in left cerebellopon-
tine cistern. Three dimensional reconstruction image using 3D-DOCTOR software (Able Software Corp., Lexington, MA, USA) showed
the vertebral artery (red), seventh and eighth cranial nerve (yellow), bony internal auditory canal and bony labyrinth (white)(C).
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