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Neurovascular compression syndrome of the eighth cranial nerve is characterized by recur-
rent audiologic and vestibular symptoms. The clinical presentation is the most important for
diagnosing neurovascular compression syndrome of the eighth cranial nerve. This review de-
scribes the pathophysiology, diagnosis and treatment of neurovascular compression syndrome
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Fig. 1. Videonystagmography of case 1. Spontane- c chm(ovg) Lt e sy
ous horizontal nystagmus toward the left side (6°/ | i wam Right
second) was recorded (A). Head shaking nystag- 0.29 3 warm
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(B). Caloric test showed the overall decreased re- | . . 14 0.19 _—
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Fig. 2. Audiologic test results in case 1. Pure tone audiometry showed normal hearing levels in both ears (A). Auditory evoked potential
showed abnormal waveform and prolongation of interpeak latency I-V in the right ear (interaural difference 0.75 ms)(B).
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Fig. 3. Magnetic resonance imaging of the right internal auditory
canal in case 1. T2-weighted volume isotropic turbo spin echo ac-
quisition image showed the right anterior inferior cerebellar artery
(white arrow) offending the eighth cranial nerve (arrowhead).
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Fig. 5. Audiologic test results in case 2. Pure tone audiometry showed normal hearing thresholds in both ears (A). Auditory evoked poten-
tial showed prolongation of interlatency I-1ll, shortening of interlaterncy Ill-V and decreased peak Il amplitude in the right ear (B).

Fig. 6. Magnetic resonance imaging of the right internal auditory
canal in case 2. T2-weighted volume isotropic turbo spin echo ac-
quisition image showed the right anterior inferior cerebellar artery
(black arrow) offending the eighth cranial nerve (arrowhead).
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Table 1. Diagnostic criteria of cochleovestibular compression syn-
drome by De Ridder, et al.”

Criteria
1. Intermittent paroxysmal spells of tinnitus lasting only
seconds
a. Heairng loss at tinnitus frequency
2. Associated ipsilateral symptoms from adjacent cranial
nerves
a. Cryptogenic or overt hemifacial spasm
b. Bouts of otalgia or feeling pressure in the ear
c. Vertiginous spells: short lasting, optokinetically induced
3. Positive MRI for vascular compression
4. Positive brainstem auditory evoked potential using
Mgller’s criteria
— Interpeak latency |-l 22.3 ms
— Confralateral intferpeak latency -V >22.2 ms
— Interpeak latency I-lll difference >0.2 ms
— Interpeak latency -V difference >0.2 ms
— Interpeak latency I-lll difference >0.16 ms if low or
absent peak I
— Interpeak latency llI-V difference >0.16 ms if low or
absent peak I
— Peak I amplitude <33%

inite CVCSQ} EslLf ARz =Ako 2 71814 #H
Tk Q)= 2= probable(PHA 9J) CVCS, A4
dkere]
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Table 2. Diagnostic criteria of vestibular paroxysmia by Hifner, et
al”

Definite vestibular paroxysmia
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 interven-
fion

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:
1. No accompanying symptoms
2. Disturbance of stance
3. Disturbance of gait
4. Unilateral tinnitus
5. Unilateral pressure/numbness in or around the ear
6. Unilaterally reduced hearing
D. One or several of the following additional diagnostic
criteria:
1. Neurovascular cross-compression demonstrated on
MRI (CISS sequence)
2. Hyperventilation-induced nystagmus as measured by
electronystagmography
3. Increase of vestibular deficit at follow-up
investigations as measured by
electronystagmography
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

BPPV: benign paroxysmal positional vertigo, CISS: constructive
interference in steady state

7} ItH(Table 2).
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Bisphosphonate related osteonecrosis of the jaws (BRONJ)
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