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Diagnostic Value of Optokinetic After Nystagmus in Unilateral Vestibular Loss

Woon Kyo Chung, M.D,,
Departinent of Otorhinolaryngology, Ewha Womens University College of Medicine, Seoul, Korea

Won Sang Lee, M.D., Sang Hoon Kang, M.D., Sung Kyun Moon, M.D.
Department of Olovhinolaryngology, Yonsei University College of Medicine, Seoul, Korea

The Time constant, number of optokinetic after nystagmus(OKAN), and initial slow phase
eye velocity (first two second) of OKAN were measured as parameters in normal adults(n=7)
and unilateral vestibular functional loss patients(n=8).

In the unilateral group when the optokinetic stimuli produced optokinetic nystagmus(OKN)
with fast phase to the affected ear, OKAN was markedly diminished or absent. The OKAN
response that the opposite stimulus produced was similar to that of normal adults. Among
parameters the time constant of OKAN was best for side difference in patients with loss of
unilateral vestibular function. But the number of OKAN and initial slow phase eye movement
showed asymmetry in normal and unilateral vestibular function loss patients. So OKAN test
give us a good information for side difference in patients with unilateral vestibular function

loss.
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Fig. 1. Parameters of OKAN ;

TC : Time constant, Vi
constant.
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Fig. 3. Time constant(scc) of OKAN in unilateral vesti-
bular function loss is longer when direction of
sumuli toward lesion than normal ear. But nor-
mal adults do not difference between left and
right optokinctic stimuli(*P<0.05).

Table 1. The Response of OKAN parameters according to optokinetic visual stimuli in normal and unilateral

vestibular functional loss patients

direction of SPV Time Constant No. of after
stimuli (deg/scc) (sec) nystagmus
NL toward Lt 8.4 16 18.7
(n=7) Re. 6.7 15.6 13.3
Pts toward lesion 8 16 15.8
without SN(n=5) normal 5.8 4.2 5
Pts toward lesion 10 >18 17.7
with SN(n=3) normal 0.7 1 0.7
SN I spontancous nystagmus

SPV I slow pahse eye velocity
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tokinetic stimuli in normal and unilateral vest-
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