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Clinical Analysis of Head-Shaking Nystagmus in Patients with Unilateral Peripheral Vestibu-
lar Dysfunction LIU Bo"’, SI Li-hong’, LI Zhe-yuar’, YANG Xu’, XIA Zhang-yong'. 1. Shandong First Medi-
cal University & Shandong Academy of Medical Sciences, Shandong Taian 271000, China; 2. Department of
Neurology, Dong E Hospital Affiliated to Shandong First Medical University, Dong’e County People’s Hospi-
tal, Shandong Dong’e 252201, China; 3. Department of Neurology, Aerospace Center Hospital, Peking Universi-
ty Aerospace Clinical College of Medicine, Beijing 100049, China; 4. Department of Neurology, Liaocheng Peo-
ple’s Hospital, Shandong Liaocheng 252000, China

Abstract Objective: To explore the clinical characteristics and significance of head-shaking nystagmus
(HSN) in patients with unilateral peripheral vestibular dysfunction (UPVD). Methods: Eighty-eight UPVD pa-
tients were included in this study, and their HSN type and caloric testing results were retrospectively collected.
The clinical features, HSN type and related parameters, and correlation between HSN and semicircular canal pa-
resis (CP) values were analyzed. Results: Eighty-eight patients with UPVD were included. The male/female ra-
tio was 1/1.32, and the average age was (53.06+14.83) years. There were 53 HSN+ patients (60.23%). Patients
were divided into 3 groups based on the presence of HSN and spontaneous nystagmus (SN): HSN-+/SN+ group
(16 patients), HSN+/SN- group (37 patients), and HSN-/SN- group (35 patients). Compared with the other 2
groups, the HSN+/SN+ group included a higher proportion of patients in the acute stage (within 2 weeks of on-
set), greater average CP value, and higher proportion of patients with a profound lesion (all P<0.05). Qualitative
analysis of HSN revealed 39 patients with monophasic HSN, 13 cases with biphasic HSN, and 1 case of pervert-
ed HSN. Of the monophasic cases, 30 showed fast phase beating toward the normal side (76.92%), and 14 were
in the acute stage (46.67%). Of the biphasic cases, 9 showed fast phases beating first toward the normal then to-
ward the impaired side (69.23%), and 3 were in the acute stage (33.33%). The duration of the first phase of bi-
phasic HSN was shorter than that of the second phase (P<0.05), but the slow-phase velocity (SPV) of the first
phase was greater than that of the second phase (P<0.05). Conclusion: In patients with UPVD, those with HSN
and SN are more commonly in the acute stage and frequently suffer profound lesions. Monophasic HSN is most
common, with the fast phase directed toward the normal side, and is most often observed in the acute stage. Bi-
phasic HSN more commonly shows fast phases beating first toward the normal side then toward the affected
side and is less frequently seen in acute stage patients. In biphasic HSN, the first-phase SPV is high but duration
short, and the second-phase SPV is low but duration long.
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