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Clinical Characteristics of Spontaneous Downbeat Nystagmus in Koreans:

Analysis of 218 Cases

Ki Tae Kim, MD?, lleok Jung, MD®, Ji-Soo Kim, MD, PhD*"

Department of Neurology, Seoul National University College of Medicine, Seoul, Korea"

Department of Neurology, Seoul National University Bundang Hospital, Seongnam, Kored’

Background: Downbeat nystagmus is the most-common type of central nystagmus. However, no published study has

attempted to analyze the etiology and clinical features of downbeat nystagmus in a large sample of Korean patients.

Methods: We analyzed the demographic and clinical features of spontaneous downbeat nystagmus in 218 Korean
patients who had been evaluated at the Dizziness Clinic of Seoul National University Bundang Hospital from 2003 to

2014.

Results: All patients were aged from 15 to 92 years (mean+SD: 58.7+18.0 years), and they included 117 (53.7%) men.
Underlying causes were found in 162 patients (74.3%, secondary group), while no etiology was identified in the

remaining patients (idiopathic group). The age and sex distributions did not differ between the idiopathic and secondary
groups. The underlying etiology included hereditary disorders (n=48, 22.0%), vascular diseases (n=46, 21.1%), and
inflammatory diseases (n=19, 8.7%). Infarctions (n =34, 15.6%) and episodic ataxia (n=32, 14.7%) were the most-frequent
underlying disorders. The most-common site of lesions identified by MRI was the cerebellum (68.9%), followed by the
brainstem (28.6%). Among the 74 patients with lesions confirmed by MRI, 25 (33.7%) showed an isolated cerebellar
involvement, while 35 (47.6%) had lesions in multiple areas.

Conclusions: This study extends the clinical features of spontaneous downbeat nystagmus to Korean patients.

Cerebellum is the most-common lesion site, which is consistent with the results of previous studies. The prevalence of

Arnold-Chiari malformation is relatively low, which may be a distinct finding relative to those of previous studies

involving other ethnic populations.
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Table 1. Demographic characteristics compared with previous studies

Our study Yee, et al.' Bronstein, et al.'’ Wagner, et al." Halmagyi, et al’
(n=218) (n=91) (n=24) (=117 (n=62) p value

Sex NA
Men (%) 117 (53.7) 35(38.5) 6 (25.0) 64 (54.7) 0.005"
Women (%) 101 (46.3) 56 (61.5) 18 (75.0) 53 (45.3)

Etiology <0.0001*
Idiopathic (%) 56 (25.7) 5(5.5) 5(20.8) 45 (38.5) 27 (43.6)

Secondary (%) 162 (74.3) 86 (95.4) 19 (79.2) 72 (61.5) 35 (56.4)

Age (mean+SD) 58.7+18.0 50.2+17.6 49.5+18.1 NA NA <0.0001°
Men 62.3+£16.7 48.0£17.6 44.0+£22.8 <0.05
Women 54.6+18.6 51.5+17.6 51.3+16.7 0.465"

Idiopathic 59.8+17.2 47.6x£14.5 62.4+18.0 <0.0001°
Secondary 58.4+18.3 50.3+17.8 46.1£17.0 <0.0001°
“xz (p) : Chi-square test, SD: standard deviation, NA: not available.
"Kruskal Wallis test (p < 0.05)
b 71 7] - BEollA] I 9) BlF2 5.5-43.6%77} Table 2. Lesion location in our patients
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Table 3. Etiology of downbeat nystagmus compared with previous studies

Our study Yee et al.' Bronstein et al.' Wagner et al." Halmagyi et al.’
(n=218) n=91) (n=24) (n=117) (n=062)

Idiopathic 56 (25.7) 5(5.5) 6(25) 29 (24.8) 27 (42.2)
Hereditary 48 (22.0) 1(1.0) 17 (14.5) 6(9.7)

Episodic ataxia2 32 (14.7) 4(3.4)

Spino-cerebellar ataxia6 16 (7.3) 13 (11.1)
Vascular 46 (21.1) 25(27.5) 1(4.2) 10 (8.5)

Infarction 34 (15.6)

VBI 7(.2)

Hemorrhage 4(1.8)

RVAS 1(0.4)
Inflammation/infection 19 (8.7) 1(1.0) 4(3.4)
Demyelination 3(1.3) 12 (13.2) 2 (8.3)
Migraine 13 (6.0)
Arnold-Chiari malformation 9(4.1) 11 (12.1) 6 (25) 8(6.8) 17 (27.4)
Degenerative 8(3.7) 24 (26.4) 6(25) 23 (19.6) 9(14.5)
Neoplasm 7(3.2) 3(3.3) 1(4.2) 10 (8.5) 1(1.6)

Cerebellar lymphoma 2(0.9)

Meningioma 2(0.9)

Cerebellar ependymoma 1(0.4)

Pontine epidermoid 1(0.4)

Paraneoplastic 1(0.4)
Toxic 8(3.7) 1(4.2) 5(4.3) 1(1.6)
Medication 1(0.4) 4(4.4)
Others 5(5.5) 11(9.4) 1(1.6)

Values are n (%)

RVAS; rotational vertebral artery syndrome, VBI; vertebrobasilar insufficiency.
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