
Introduction 

Vertigo is the sensation of self-motion of the head or body when 
no self-motion is occurring or the sensation of distorted self-mo-
tion during an otherwise normal head movement [1]. The occur-
rence of vertigo can be divided into peripheral disorders that origi-
nate in the vestibular organs and central disorders that originate in 
the brain. Representative peripheral vertigo disorders include be-
nign paroxysmal positional vertigo, Ménière disease, and vestibular 
neuritis. 

Benign paroxysmal positional vertigo is one of the most preva-
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lent vestibular disorders and is characterized by recurrent position-
al vertigo without hearing loss [2]. According to a widely accepted 
theory, benign paroxysmal positional vertigo is usually caused by 
otoconia that are dislodged from the otolith macula beds and are 
trapped in the semicircular canal. The otoconia move under the in-
fluence of gravity after changes in head position in the plane of the 
affected semicircular canal; the resulting inappropriate endolymph 
flow deflects the cupula and thus modulates the activity of the ves-
tibular afferents of the affected canal, causing attacks of positional 
vertigo and nystagmus (canalolithiasis) [3]. The definitive diagno-
sis of benign paroxysmal positional vertigo requires diagnostic po-
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sitional maneuvers that involve the provocation of vertigo and nys-
tagmus in each semicircular canal, and the effective treatment of 
benign paroxysmal positional vertigo includes therapeutic posi-
tional maneuvers such as the Epley, Semont, and Gufoni maneu-
vers [2,3].  

Ménière disease is characterized by recurrent spontaneous ver-
tigo, fluctuating hearing loss, tinnitus, and aural fullness. The 
pathophysiological findings of Ménière disease are associated 
with an accumulation of endolymph in the cochlear duct, which 
occurs at the expense of the perilymphatic space, and inadequate 
absorption of the endolymph by the endolymphatic sac [2,4]. 
The diagnosis of Ménière disease is based on the 2015 clinical 
criteria proposed by the International Classification Committee 
for Vestibular Disorders of the Bárány Society [5]. Ménière dis-
ease is treated with dietary modification; administration of beta-
histine, diuretics, intratympanic steroids, and intratympanic gen-
tamicin; endolymphatic sac surgery, labyrinthectomy, and vestib-
ular neurectomy [2]. 

Vestibular neuritis is characterized by acute spontaneous verti-
go without hearing loss and is the third most common peripheral 
vestibular disorder, after benign paroxysmal positional vertigo 
and Ménière disease [2]. Vestibular neuritis is classified as an 
acute vestibular syndrome, like vestibular migraine, multiple scle-
rosis, and stroke [1]. Although vestibular neuritis is considered 
to be triggered by viral inflammation or reactivation of latent vi-
ruses in the ganglion of the vestibular nerve [2,6], the exact etiol-
ogy of vestibular neuritis is not yet clear. Therefore, various treat-
ments have been used for vestibular neuritis, such as corticoste-
roids, antivirals, and vestibular rehabilitation exercises [6]. This 
study aimed to review the etiology, epidemiology, diagnosis, and 
treatment of vestibular neuritis, focusing on the current diagnosis 
and treatment of vestibular neuritis. 

Terminology 

Vestibular neuritis is an acute peripheral vestibulopathy, also 
known as vestibular neuronitis. The clinical features of vestibular 
neuritis were first reported by Eric Ruttin in 1909 and later by 
Carl-Olof Nylén in 1924 [7,8]. The term “vestibular neuronitis” 
was first described by Charles Skinner Hallpike in 1949 and Mar-
gret Ruth Dix and Charles Skinner Hallpike in 1952 [9]. Vestibu-
lar neuronitis was replaced by the term “vestibular neuritis,” be-
cause there is strong evidence that the vestibular ganglion cells 
themselves are not inflamed, but rather parts of the vestibular 
nerve [7]. Recently, it has been recommended to consider ves-
tibular neuritis as an acute unilateral vestibulopathy according to 
the International Classification of Vestibular Disorders [10]. 

Epidemiology 

Peripheral vertigo is most common in benign paroxysmal position-
al vertigo, followed by Ménière disease, and vestibular neuritis 
[2,10]. The annual incidence of vestibular neuritis has been re-
ported to range from 3.5% to 15.5% per 100,000 persons [10-13], 
and approximately 4% to 9.8% of adult patients and 3.3% of pediat-
ric patients are treated for acute unilateral vestibular loss [14]. Al-
though vestibular neuritis has been reported to occur more fre-
quently in women than in men, there is no statistically significant 
difference in the incidence between men and women [11,15]. Ves-
tibular neuritis occurs mainly in patients aged 30 to 60 years and 
most often occurs in those aged 40 to 50 years. According to a re-
cent study, vestibular neuritis has been reported to occur even 
more frequently in those over the age of 70 years [10,15]. 

Etiology 

The exact etiology of vestibular neuritis remains unclear. However, 
viral infection of the vestibular nerve or ischemia of the anterior 
vestibular artery is thought to cause vestibular neuritis. In addition, 
recent studies on immune-mediated mechanisms as the cause of 
vestibular neuritis have been reported [16-18]. 

Regarding viral infection of the vestibular nerve, it is considered 
that viruses causing infections of the upper respiratory tract, such 
as influenza virus, adenovirus, herpes simplex virus, cytomegalovi-
rus, Epstein-Barr virus, and parainfluenza virus are related to ves-
tibular neuritis, because associations with preceding or concurrent 
viral infection in the upper respiratory tract occur in 43% to 46% of 
vestibular neuritis [16]. Among them, herpes simplex virus type 1 
is the most common cause of viral infection of the vestibular nerve 
and ganglion; the deoxyribonucleic acid of herpes simplex virus 
type 1 is detected on autopsy in about two of three human vestibu-
lar ganglia along with the expression of CD8-positive T lympho-
cytes, cytokines, and chemokines [17], and inoculation of herpes 
simplex virus type 1 into a mouse model induces vestibular dys-
function in infected vestibular ganglion cells, such as vestibular 
neuritis [17,18]. 

As a result of ischemia of the anterior vestibular artery, the in-
flammatory response of peripheral blood mononuclear cells and 
the percentage of CD40-positive monocytes and macrophages are 
significantly elevated in patients with vestibular neuritis compared 
to healthy individuals [16]. The pro-inflammatory activation of 
peripheral blood mononuclear cells, CD40-positive monocytes, 
CD40-positive macrophages, and cytokines such as tumor necro-
sis factor alpha, cellular adhesion molecule, and cyclooxygenase 2, 
leads to reduced microvascular perfusion of the vestibular organ 
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caused by an increase in thrombotic events, which causes a loss of 
function of the vestibular organ secondary to reduced perfusion 
and/or infarction [16,18]. 

Vestibular neuritis occurs mainly in the superior vestibular 
nerve, which innervates the anterior semicircular canal, lateral 
semicircular canal, and utricle, rather than the inferior vestibular 
nerve [10,16,17]. Swelling due to viral infection or ischemia main-
ly occurs in the superior vestibular verve because of anatomical dif-
ferences between the superior and inferior vestibular nerves; the 
bony canal of the superior vestibular nerve and arteriole is a rela-
tively narrower passage and seven times longer than the bony canal 
of the singular nerve [10,17]. 

Regarding immune-mediated mechanisms, an immunological 
imbalance between T-helper and T-suppressor cells is associated 
with vestibular neuritis, similar to that observed in multiple scle-
rosis [16,18]. 

Diagnosis 

The characteristic clinical features of vestibular neuritis are abrupt 
true-whirling vertigo lasting for more than 24 hours with nausea 
and vomiting in middle age, and no presence of cochlear symp-
toms and other neurological symptoms and signs, such as hearing 
loss, tinnitus, stuttering, and paresthesia of the ipsilateral face and 
contralateral upper and lower extremities. Prodromal dizziness 
lasting a few minutes, in the few days just before the full onset of 
symptoms, may precede the prolonged spontaneous vertigo in as 
many as a quarter of patients with vestibular neuritis, who mostly 
experience non-vertiginous dizziness attacks, often accompanied 
by nausea or unsteadiness, which may develop abruptly or gradual-
ly [19]. The vertigo of vestibular neuritis increases gradually over 
several hours, peaking on the first day. It is usually described as ro-
tational and is significantly increased by head movements. Patients 
with vestibular neuritis usually prefer lying down in bed with their 
eyes closed in a side position with the healthy ear down. Most ver-
tiginous patients experience severe nausea and vomiting, which 
improve significantly over a period of 1 to 3 days [17,19]. 

Patients with vestibular neuritis can walk alone in the acute 
stage, usually the first 3 days after the onset of symptoms, but most 
are supported by a caregiver because the body tilts toward the le-
sioned side or tends to fall. During the acute stage of vestibular 
neuritis, horizontal-torsional spontaneous nystagmus beating away 
from the lesioned side is observed, which is of a unidirectional type 
and obeys Alexander’s law: the horizontal nystagmus typically in-
creases during gaze in the direction of the quick phases and de-
creases when looking in the opposite direction [17,19,20]. In addi-
tion, the ocular tilt reaction comprises head tilt, ocular torsion, and 

skew deviation. However, the full picture of the ocular tilt reaction 
is not very often seen clinically [21]. In the recovery stage of vestib-
ular neuritis, the horizontal-torsional spontaneous nystagmus beat-
ing toward the lesioned side is observed [17,19,20]. 

The head impulse test is a simple bedside test of the higher fre-
quency vestibulo-ocular reflex, which is based on Ewald’s second 
law. It is performed by grasping the patient’s head and applying a 
brief, small-amplitude, high-acceleration head turn, first to one side 
and then to the other. The patient fixates on the examiner’s nose, 
and the examiner watches for corrective rapid movement of the 
eye (saccades), which is a sign of decreased vestibular response. 
The “catch-up” saccades after a head impulse in one direction indi-
cate a peripheral vestibular lesion on that side [22]. The bedside 
head impulse test has an acceptable sensitivity, but may appear 
negative when the vestibular deficits are mild or the corrective sac-
cades that only occur during head impulses and cannot be seen on 
simple visual inspection. In these instances, a video head impulse 
test is necessary; the findings of the video head impulse test in ves-
tibular neuritis show decreased gain and corrective overt and co-
vert saccades [19,22,23]. 

Head shaking nystagmus is generated by an asymmetric periph-
eral vestibular input and a central velocity storage mechanism, 
which may cause perseveration of the peripheral vestibular signals, 
with the subsequent reversal phase indicating adaptation of prima-
ry vestibular afferent activity [24]. The head-shaking nystagmus 
test is performed by rotating the patient’s head vigorously 20 times 
at 2 Hertz with the patient’s head inclined at 30° while sitting. The 
findings of head-shaking nystagmus test in vestibular neuritis show 
monophasic or biphasic type: the monophasic type is character-
ized by a slow-phase component toward the lesioned side, and the 
biphasic type is characterized by an initial slow-phase component 
toward the lesioned side, followed by a prolonged reversal phase 
toward the opposite side [24,25]. 

The smooth pursuit test measures the slow movement of the eye 
to stabilize the image of an object on or near the fovea for optimal 
visual acuity during the slow movement of the object or body, 
while the optokinetic nystagmus test measures rapid eye move-
ment in the physiological response induced by a series of displays 
moving rapidly across the visual field [26,27]. The findings of the 
smooth pursuit test and optokinetic test in vestibular neuritis show 
abnormal findings, such as corrective catch-up saccades, decreased 
gain, and asymmetry, which must be used to differentiate between 
vestibular neuritis and central nervous system disease [28]. 

The subjective visual vertical/horizontal test measures otolith 
dysfunction without complex equipment: the ipsilesional devia-
tion of the subjective visual vertical and horizontal senses [29]. 
The findings of the subjective visual vertical/horizontal test show a 
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significant deviation of the tilting bar at least 2.5° toward the le-
sioned side [17,29]. 

The caloric test involves stimulation of the horizontal semicircu-
lar canal by alternating heating and cooling of the external auditory 
canal with water or air. Although the caloric test can only evaluate 
the function of the horizontal semicircular canal in the lower fre-
quency range of stimulation, the bithermal caloric test provides the 
most characteristic and consistent results in vestibular neuritis. The 
findings of the caloric test show more than 20% to 30% of canal pa-
resis on the affected side and directional preponderance on the 
healthy side in superior vestibular neuritis, but normal results in in-
ferior vestibular neuritis (Fig. 1A) [17,30] . 

Vestibular-evoked myogenic potentials are short-latency, vestib-
ular-dependent reflexes that are recorded from the sternocleido-
mastoid muscles in the anterior neck (cervical vestibular-evoked 
myogenic potentials) and inferior oblique extraocular muscles (oc-
ular vestibular-evoked myogenic potentials). They are evoked by 

short bursts of sound delivered through headphones or vibrations 
applied to the skull. These stimuli have been shown to preferential-
ly activate the saccule and utricle [31]. The findings of vestibu-
lar-evoked myogenic potential tests in vestibular neuritis show de-
creased or absent responses of vestibular-evoked myogenic poten-
tials during stimulation of the affected ear [17]. Furthermore, the 
dissociated patterns of abnormalities in cervical and ocular vestibu-
lar-evoked myogenic potentials may provide important clues for 
determining the involved vestibular division in vestibular neuritis: 
abnormal ocular vestibular-evoked myogenic potentials but nor-
mal cervical vestibular-evoked myogenic potentials in response to 
air-conducted sound in superior vestibular neuritis, whereas nor-
mal ocular vestibular-evoked myogenic potentials but abnormal 
cervical vestibular-evoked myogenic potentials in response to 
air-conducted sound are seen in inferior vestibular neuritis 
[17,31]. 

Posturography is used to quantify the relative contributions of 

Acute spontaneous vertigo

Vestibular neuritis

Cochlear symptoms (−) and other neurological symptoms and signs (−)

Horizontal-torsional spontaneous nystagmus (+)

Symptomatic therapy
• Supportive cares
• Antiemetics
• Vestibular suppressants

Unidirectional 
nystagmus (+)

Alexander's law: obedience
Head impulse test: abnormality
Ocular tilt traction (+)

Specific drug therapy
• Steroids
• Antivirals
• Vasodilators

Vestibular rehabilitation therapy
• Generalized vestibular exercises
• Customized vestibular exercises

Caloric test: canal paresis (+)

B

A

Fig. 1. Diagnostic evaluation and treatment of vestibular neuritis. (A) Characteristic clinical features of vestibular neuritis include acute 
spontaneous vertigo and no presence of cochlear symptoms and other neurological symptoms and signs. Horizontal-torsional sponta-
neous nystagmus is observed with canal paresis on the affected side. (B) Various treatments of vestibular neuritis include symptomatic 
therapy, specific drug therapy, and vestibular rehabilitation therapy. −, negative; +, positive.
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sensory systems to postural control in the upright stance under ei-
ther static or dynamic conditions, and can provide insight into the 
presence of postural instability and help identify which sensory 
system is involved, although it does not provide a topographic di-
agnosis [32]. The findings of computerized dynamic posturogra-
phy in vestibular neuritis show abnormal results for conditions 5 
and/or 6 of the sensory organization test [32,33]. 

In contrast to the caloric test, the rotational test provides physio-
logical stimuli and quantitative evaluation of the vestibulo-ocular 
reflex function of the horizontal semicircular canals, and expands 
the ability to investigate the peripheral vestibular system beyond 
the very low-frequency region [34]. The findings of the rotational 
chair test show decreased gain, asymmetry, and phase lead in the 
sinusoidal harmonic acceleration test, and a decreased time con-
stant in the step-velocity test [34,35]. 

Magnetic resonance imaging is usually performed to distinguish 
lesions of the central nervous system in acute vestibular syn-
dromes, such as vestibular migraine, multiple sclerosis, and stroke. 
Gadolinium-enhanced 3 T magnetic resonance imaging in vestib-
ular neuritis allows direct visualization of the affected vestibular 
nerve [17,36]. 

Diseases that should be distinguished from vestibular neuritis in-
clude vestibular migraine, benign paroxysmal positional vertigo, 
Ménière disease, multiple sclerosis, stroke, and transient ischemic 
attack. A definite diagnosis of benign paroxysmal positional vertigo 
requires diagnostic positional maneuvers that involve the provoca-
tion of vertigo and nystagmus in each semicircular canal. To diag-
nose posterior or anterior semicircular canal benign paroxysmal 
positional vertigo, the Dix-Hallpike maneuver is conducted by 
turning the head of a sitting patient 45° toward the side to be tested 
and then laid back quickly into a head-hanging position; the 
side-lying maneuver is conducted so that the sitting patient is tilted 
quickly to the side to be tested with the head turned 45° to the op-
posite side [2,3]. To diagnose horizontal semicircular canal benign 
paroxysmal positional vertigo, the head roll test is conducted in 
which the head of the patient in the supine position is elevated by 
about 30° and then turned quickly to either side [3]. The diagnosis 
of Ménière disease is based on the 2015 clinical criteria proposed 
by the International Classification Committee for Vestibular Disor-
ders of the Bárány Society: (1) two or more spontaneous episodes 
of vertigo, each lasting 20 minutes to 12 hours; (2) audiometrically 
documented low- to medium-frequency sensorineural hearing loss 
in the affected ear on at least one occasion before, during, or after 
one of the episodes of vertigo; (3) fluctuating aural symptoms 
(hearing, tinnitus, or fullness) in the affected ear; and (4) not bet-
ter accounted for by another vestibular diagnosis [2,4,5]. In stroke, 
central nystagmus is pure vertical nystagmus or rotational nystag-

mus. The direction of the nystagmus also changes according to the 
direction of the gaze; fixation has little to no effect. In addition, it is 
often difficult to walk or stand due to severe body sway. It may be 
accompanied by central nervous system-related symptoms, such as 
stuttering and paresthesia of the ipsilateral face and contralateral 
upper and lower extremities [17]. Vestibular pseudoneuritis 
caused by an isolated infarction of the labyrinthine, pontomedul-
lary brainstem, or cerebellum requires a more meticulous differen-
tial diagnosis [1,19]. It is not always easy to distinguish between 
isolated vascular vertigo and acute peripheral vestibulopathy at the 
bedside. However, a rather simple neuro-otological examination, 
including a normal horizontal head impulse test, direction-chang-
ing nystagmus, and skew deviation can reliably detect central verti-
go with high sensitivity and specificity. Even these neuro-otological 
examinations are more sensitive to stroke than early magnetic reso-
nance imaging [17]. 

Treatment 

Various treatments for vestibular neuritis have been reported, 
which can be largely divided into symptomatic therapy, specific 
drug therapy, and vestibular rehabilitation therapy (Fig. 1B). 
Symptomatic therapy reduces anxiety by explaining in detail the 
cause, treatment, and prognosis of vestibular neuritis in patients, 
and provides psychological support by explaining that daily life is 
possible in a short period of time. It also ensures that the patient is 
in the most comfortable position and that secondary damage from 
falls does not occur. In the acute stage of vestibular neuritis, nausea 
and vomiting are common. Therefore, if food intake is difficult, ap-
propriate fluid therapy is needed, and vestibular suppressants and 
antiemetics should be administered [19,37].  

Vestibular suppressants are widely used because they are effec-
tive against dizziness, nausea, and vomiting. Although the exact 
mechanism of action of vestibular suppressants is unclear, they act 
at the level of the neurotransmitters involved in the propagation of 
impulses from primary to secondary vestibular neurons and in the 
maintenance of tone in the vestibular nuclei. They also act on areas 
of the nervous system that control vomiting, including central 
components in the emetic center of the brain and peripheral com-
ponents in the gastrointestinal tract [38]. Representative vestibular 
suppressants include antihistamines such as dimenhydrinate and 
meclizine; anticholinergics such as scopolamine and atropine; an-
tidopaminergics such as haloperidol and droperidol; γ-aminobu-
tyric acid receptor agonists such as diazepam, lorazepam, and 
clonazepam, and calcium channel blockers such as flunarizine. 
Representative antiemetics include antidopaminergics such as 
domperidone and metoclopramide, and serotonin receptor antag-
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onists, such as ondansetron [17,18]. During the acute stage of ves-
tibular neuritis, an intramuscular or intravenous route for vestibu-
lar suppressants and antiemetics is usually preferable because of se-
vere nausea and decreased gastric motility. The response is clearly 
dose-dependent; therefore, if the initial dose is not effective, higher 
doses should be administered [38]. However, most vestibular sup-
pressants can have sedative effects, so they should not be used 
when patients are engaged in activities that require a high level of 
alertness, such as driving, operating machinery, or participating in 
athletic activities; long-term use of vestibular suppressants, which 
should be used carefully while monitoring the patient’s recovery 
progress, is known to delay the central compensation of vestibular 
neuritis [19,38]. 

Regarding specific drug therapy, steroid therapy has been report-
ed to relieve dizziness and promote vestibular compensation in 
vestibular neuritis; methylprednisolone is much more effective 
than placebo in reducing vertiginous symptoms in patients with 
acute vestibular vertigo [39], and early treatment of acute vestibu-
lar neuritis with high doses of glucocorticoids accelerates and im-
proves the recovery of vestibular function [40]. However, some re-
ports have shown that steroid therapy has no beneficial effects on 
the long-term prognosis of vestibular neuritis [41,42]. Therefore, 
steroid therapy for vestibular neuritis has yet to be clarified and is 
provided on an individual basis [18,40]. Antiviral therapy based on 
the etiology of viral infection of vestibular neuritis has also been re-
ported. However, administration of antivirals alone or in combina-
tion with steroids has no therapeutic effect on vestibular neuritis 
[17,43]. In addition, vasodilator therapy based on the etiology of 
ischemia of vestibular neuritis has not yet been proven to have a 
therapeutic effect in vestibular neuritis [44]. 

In vestibular rehabilitation therapy, the goals are to improve ver-
tigo, gaze stability, postural stability, and daily living activities 
through vestibular compensation and central neuroplasticity 
[45,46]. Vestibular compensation can be divided into static and 
dynamic compensation [47]. Static compensation is usually at-
tributed to the restoration of symmetry in the resting discharge 
rates of secondary neurons on the two sides of the brainstem. The 
rebalancing of resting discharges in the vestibular nuclei may in-
volve a decrease in the efficacy of both γ-aminobutyric acid type A 
and type B receptors and an increase in neuronal excitability on the 
damaged side [47,48]. Dynamic compensation refers to the com-
pensation of vestibular reflexes that are activated by movement and 
is composed of adaptation, habituation, and substitution [17,45, 
47,49]. It is achieved through vestibular rehabilitation exercises 
that are safe, highly therapeutic, and highly cost-effective for pa-
tients with vestibular neuritis [49-51]. 

Vestibular rehabilitation exercises are mainly divided into gener-

alized and customized vestibular exercises. A representative gener-
alized vestibular exercise is the Cawthorne-Cooksey exercise, and 
representative customized vestibular exercises include adaptation 
exercises, habituation exercises, balance and gait exercises, and gen-
eral conditioning exercises, which are more effective than general-
ized vestibular exercises [46,52]. Vestibular exercises significantly 
hasten vestibulospinal compensation in patients with acute vestib-
ular neuritis [17]. Balance and gait exercises significantly reduce 
the time required for vestibulospinal compensation [19]. Volun-
tary eye movements, active head movements, goal-directed move-
ments, and walking should be encouraged to restore postural con-
trol and balance as soon as possible. Patients with vestibular neuri-
tis should exercise for at least 30 minutes three times a day [17,19]. 

Regarding the prognosis, most patients with vestibular neuritis 
have subacute or acute spontaneous vertigo that gradually aggra-
vates over several hours and reaches a peak within the first day. Se-
vere vertigo improves markedly within a day or two, with residual 
symptoms gradually resolving over the following weeks [17]. The 
symptoms and signs of static vestibular imbalances, such as sponta-
neous nystagmus, ocular torsion, and ipsilesional subjective visual 
vertical tilt, are mostly resolved by 3 months after the onset of ves-
tibular neuritis, while the signs of dynamic vestibular imbalances, 
such as corrective saccades of head impulse test, head shaking nys-
tagmus, vibration-induced nystagmus, and caloric paresis, persist 
over 1 year in more than 30% of patients with vestibular neuritis 
[19]. The persistent imbalance that some patients experience after 
acute vestibular neuritis may be due to many factors, including in-
adequate central compensation, incomplete peripheral recovery, 
and psychophysiological and psychological features. Vestibular 
neuritis is known to recur in only 2% to 11% of cases [17,19]. 

Conclusion 

Vestibular neuritis, also known as vestibular neuronitis, is a repre-
sentative peripheral vertigo. The causes of vestibular neuritis are 
not yet clear, but mainly viral infection, ischemia, and immune-me-
diated mechanisms. The characteristic clinical features of vestibu-
lar neuritis are abrupt true-whirling vertigo lasting for more than 
24 hours, and no presence of cochlear symptoms and other neuro-
logical symptoms and signs. To accurately diagnose vestibular neu-
ritis, various diagnostic tests such as the head impulse test, bither-
mal caloric test, and vestibular-evoked myogenic potential test are 
conducted. Symptomatic therapy, specific drug therapy, and ves-
tibular rehabilitation therapy have been studied and implemented 
for the treatment of vestibular neuritis. Nevertheless, additional 
studies are needed to clarify the cause, diagnosis, and treatment of 
vestibular neuritis in the future, and this review is expected to pro-
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vide more information on the diagnosis and treatment of patients 
with acute spontaneous vertigo. 
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