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We described the clinical case of vestibular paroxysmia. Male, 58 years old complained of attacks of intense
vertigo lasting 15-20 seconds with a feeling of rotating objects counterclockwise. During an attack patient noted the
crackling noise in the right ear, a feeling of instability, profuse sweat, nausea. Attacks occur spontaneously, without
any triggers, 5-7 times a month during the last 5 months. There are no symptoms between the attacks. Patient con-
sulted a neurologist who diagnosed benign paroxysmal positional vertigo. The prescribed treatment did not change
the frequency and intensity of vertigo attacks. On neurological examination no abnormalities were found. MRI brain
showed light leukoaraiosis. Audiometry: bilateral high-frequency sensorineural insufficiency. Electroencephalogra-
phy did not show epileptiform activity. Otolaryngologist: slight bilateral sensorineural hearing loss. Clinical findings
were consistent with the diagnosis of vestibular paroxysmia. The patient was prescribed carbamazepine 200 mg
twice a day for 1 month. 1 month later at the visit, the patient reported no attacks during the treatment period, so
patient recommended to use carbamazepine 100 mg twice a day for the next 3 months. 3 months later, at the follow-
up visit, the patient reported only a single attack of mild vertigo during the last 3 months. It was recommended to
continue taking carbamazepine 100 mg twice a day for 6 months, followed by a scheduled visit. So, neurologists need

to know and actively use in their practice diagnostic criteria of vestibular paroxysmia.
Key words: vestibular paroxysmia, diagnostic criteria, etiopathogenesis, treatment.

Connection of the publication with planned re-
search works.

The work is a fragment of the research «Optimiza-
tion of diagnosis, prognosis and prevention of neuropsy-
chological disorders in organic diseases of the nervous
system», state registration number 0120U104165.

Introduction.

Up to now, in Ukraine neurologists do not use
enough in their practice international criteria for parox-
ysmal diseases [1].

A wide range of neurological and otological disor-
ders can be presented as episodic vestibular syndrome
[2]. Along with the well-known diseases (benign parox-
ysmal positional vertigo, Meniere’s disease), a number
nosologies with episodic vestibular syndrome remain
unknown to the majority of neurologists. The latter
leads to using of non-informative investigations, misdi-
agnoses and prescription of ineffective treatment. One
of the rare type of episodic vestibular syndrome is ves-
tibular paroxysmia (VP) — debilitating clinical condition
characterized by brief recurrent episodes of spontane-
ous or positional vertigo that respond well to carbam-
azepine or oxcarbazepine [3, 4].

The aim of the study.

To describe the clinical case of VP and thus demon-
strate the importance of knowing the diagnostic criteria
of VP.

Object and research methods.

Complaints, medical history, life history, objective
and neurological examinations, neuroimaging and neu-
rophysiological investigations in patient with VP.

Research results.

Patient of male gender, 58 years old complained of
attacks of intense vertigo lasting 15-20 seconds with a
feeling of rotating objects counterclockwise. During an
attack patient noted the crackling noise in the right ear,
a feeling of instability, profuse sweat, nausea. Within
next 10-15 minutes after the end of vertigo attack pa-
tient had a feeling of lightness in the head, palpitation,
sensation of heat in the body.

Attacks occur spontaneously, without any triggers,
5-7 times a month. The first attack happened 5 months
ago while driving in the city, because of which patient
almost got into a car accident. Since then, the patient
has been afraid to drive.

Patient is very afraid of attacks, because they are
accompanied by a very unpleasant feeling of vertigo.
In addition, patient worried that the attacks of vertigo
could be a symptom of some severe unrecognized dis-
ease.

He had no symptoms between the attacks except of
constant high-pitched hissing tinnitus in both ears that
got worse in silence.

Patient consulted a neurologist who diagnosed be-
nign paroxysmal positional vertigo. Patient was taking
betahistine 24 mg twice a day for 1 month, phenibut
25 mg three times a day for 1 months. The treatment
did not change the frequency and intensity of vertigo
attacks.

7 years ago patient had brain concussion due to slip-
ping on the ice. Patient has been suffering from arterial
hypertension for the last 3 years, he takes bisoprolol 2,5
mg a day.

On neurological examination no abnormalities were
found. Spontaneous or gaze-evoked nystagmus was not
detected. A bedside head impulse test was negative.
Equilibrium and coordination were intact. Dix-Hallpike
test did not induce positional nystagmus. Hearing evalu-
ation using tuning forks was unremarkable. Patient was
asked to complete a hospital anxiety and depression
scale: anxiety subscale score — 18 points, depression
subscale score — 10 points.

MRI brain showed non-specific white matter T2 hy-
perintense lesions in white matter around the ventricles
of the brain (Fazekas grade 1). Audiometry diagnosed bi-
lateral high-frequency sensorineural insufficiency. Elec-
troencephalography did not show epileptiform activity.
Otolaryngologist consultation: slight bilateral sensori-
neural hearing loss.
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In sum, clinical findings were consistent with the di-
agnosis of VP according to the criteria proposed by the
Barany Society [5]:

A) At least ten attacks of spontaneous spinning or
non-spinning vertigo.

B) Duration less than 1 minute.

C) Stereotyped phenomenology in a particular pa-
tient.

D) Response to a treatment with carbamazepine/
oxcarbazepine.

E) Not better accounted for by another diagnosis.

The patient was prescribed carbamazepine (200 mg
once a day for 3 days, then 200 mg twice a day for 1
month) as pathogenetic treatment for VP and etifoxine
hydrochloride (50 mg three times a day for 1 month) as
anxiolytic drug.

1 month later at the visit, the patient reported no at-
tacks during the treatment period. Hospital anxiety and
depression scale: anxiety subscale score — 10 points,
depression subscale score — 8 points. Patient recom-
mended to use carbamazepine 100 mg twice a day for
the next 3 months.

3 months later, at the follow-up visit, the patient re-
ported only a single attack of mild vertigo during the last
3 months. It was recommended to continue taking car-
bamazepine 100 mg twice a day for 6 months, followed
by a scheduled visit

Discussion of the research results.

VP is an uncommon episodic peripheral vestibular
disease causing acute or sudden brief attacks of vertigo
or disequilibrium with or without the presence of audi-
tory and vegetative clinical symptoms [6].

The main symptoms of VP are brief attacks of spin-
ning or non-spinning vertigo which lasts a fraction of
a second to a few minutes and occurs with or without
ear symptoms (tinnitus and hypo- or hyperacusis). The
attacks occur 30 times or more per day may often be
triggered by particular head positions or hyperventila-
tion. Unilateral hypoacusis or tinnitus occurs during the
attack, occasionally or permanently. In the course of the
disease, measurable vestibular and/ or cochlear deficits
increase during the attack but are less pronounced dur-
ing the attack-free interval (neurophysiological function
tests used include audiogram, acoustic-evoked poten-
tials, caloric testing, and test for subjective visual ver-
tical). Attacks are improved or lessened by administer-
ing carbamazepine (even a low dosage is effective). No
central vestibular/ocular motor disorders or brainstem
signs are present [7].

As VP is a rare disease (the incidence<1 per 2 000
persons), there is no adequate information regarding
the incidence and prevalence of VP documented in the
medical literature [8]. The actual incidence of VP is un-
known, but one study found it represented 3.9% of ves-
tibular diagnoses at a tertiary outpatient clinic [9].

The mean age of VP patients was 51 years (range
25-67 years) [10].

In 28% of the patients, attacks occurred only at rest,
in 22% - attacks were regularly precipitated by a provok-
ing factor, whereas in 50%, attacks occurred spontane-
ously at rest or were provoked by a certain action [3].
The most frequently reported provoking factors were
head (60%) or body (22%) turn. The most common ac-
companying symptoms were unsteadiness of stance or

gait (75%), nausea/vomiting (41%), and tinnitus (28%)
[3].

Moreover, VP can generally negatively affect the
quality of life of patients and may lead to anxiety [3, 7].

The general difficulty in VP is that it is a purely clini-
cal diagnosis that cannot be clearly proven by any ob-
jective parameter. Medical history, systematic clinical
neurological examination, and neuro-otological exami-
nations are required for assessment of the patients with
VP. Otological examinations show normal external ear
and tympanic membrane. Neuro-otological examination
reveals no spontaneous or gazes induced nystagmus.

A battery of audiovestibular tests and MRI should be
done in all patients of VP. MRI excludes structural brain
lesions and could reveal vessel-vestibulocochlear nerve
contact. The routine audiological evaluation includes
pure tone audiometry for revealing the hearing status
of the patients and also for ruling out the middle ear
problems.

Identification of the affected side is often not pos-
sible [5]. However, approximately 50% of patients un-
dergoing testing of vestibular and audiological function
exhibit signs of a mild to moderate unilateral hypofunc-
tion during the attack-free intervals [3, 11].

Before making the diagnosis of VP, several diseases
should be excluded. The important differential diag-
nosis of the VP includes benign paroxysmal positional
vertigo, central positioning vertigo, Meniere’s disease,
Tumarkin’s otolithic crisis, multiple sclerosis with the in-
volvement of the brainstem, vestibular migraine, panic
attacks, somatoform phobic postural vertigo, perilymph
fistula, superior canal dehiscence syndrome, superior
oblique myokymia, episodic ataxia type 2, orthostatic
dysregulation, epileptic vestibular aura and vertebral ar-
tery occlusion syndrome [7, 12].

In benign paroxysmal positional vertigo, the attacks
are induced by changes of head or body position rela-
tive to gravity, and the diagnosis can be proven by the
diagnostic positional maneuvers (Dix-Hallpike test etc).

Tumarkin’s otolithic crisis (“vestibular drop attacks”)
are sudden falls that usually not accompanied by vertigo
and occur most often in patients with known Meniere’s
disease, typically while standing, whereas in VP the at-
tacks occur in any body positions.

Paroxysmal brainstem attacks with vertigo, dysar-
thria or ataxia (after stroke or in multiple sclerosis) may
be difficult to distinguish, as they also respond to low
doses of sodium-channel blockers. It was shown that
they may be caused by a brainstem lesion due to mul-
tiple sclerosis plaques or lacunar infarctions, which also
lead to ephaptic discharges of neighboring fibers of the
brainstem paths [13].

Vestibular migraine has the duration of the vertigo
attacks from 5 min to 72 hours, current or previous his-
tory of migraine, most attacks being accompanied by
other migrainous symptoms [14].

Vertigo due to vertebrobasilar transient ischemic
attacks occurs as rule together with other neurological
sign, most frequently with focal brainstem symptoms
[15].

Panic attacks include a discrete period of intense
fear or discomfort, in which the following symptoms de-
velop abruptly and reach a peak within minutes: feeling
dizzy, unsteady, lightheaded, or faint; nausea or abdom-
inal distress; palpitations, and/or accelerated heart rate;
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sweating; trembling or shaking; sensations of shortness
of breath or being smothered; feeling of choking; chest
pain or discomfort; derealization or depersonalization;
fear of losing control or going insane; sense of impend-
ing death; paresthesias; chills or hot flashes. Moreover,
panic attacks are longer than typical attacks of VP.

The cardinal symptoms of perilymph fistula (and su-
perior canal dehiscence syndrome) are attacks of vertigo
caused by changes in pressure, for example, by cough-
ing, pressing, sneezing, lifting, or loud noises and ac-
companied by illusory movements of the environment
(oscillopsia) and instability of posture and gait with or
without hearing disorders. The attacks, which can last
seconds to days, may also occur during changes in the
position of the head (e.g., when bending over) and
when experiencing significant changes in altitude (e.g.,
mountain tours, flights) [16].

In episodic ataxia type 2 duration of the vertigo-like
attacks varies from several minutes to hours and more
than 90% of the patients have cerebellar signs, in partic-
ular gaze-evoked nystagmus and downbeat nystagmus.
Also, the onset of manifestations after the age of 20 is
unusual [17].

Epileptic vestibular aura is primarily associated with
temporal lobe seizures. Epileptic vestibular auras can
manifest with short attacks of vertigo and nystagmus.
Vestibular aura with additional aura symptoms is much
more prevalent than isolated vestibular aura [18].

In orthostatic hypotension the symptoms occur
when the patient stands up and may be associated with
vertigo and downbeat nystagmus; the key to this diag-
nosis is measurement of supine and orthostatic blood
pressure [19].

An assumed mechanism of VP is a neurovascular
cross-compression of the vestibular nerve offended by a

vascular loop [20]. The intra-cisternal part of the vestib-
ular nerve, where the nerve is myelinated by oligoden-
droglia, is assumed to be the most vulnerable segment
for VP [21]. A loop of the anterior inferior cerebellar
artery seems to be involved most often, seldom the
posterior inferior cerebellar artery, the vertebral artery,
or a vein. The symptoms are thought to be triggered by
direct pulsatile compression and ephaptic pathological
paroxysmal interaxonal transmission between neigh-
boring and possibly in part demyelinated axons. Anoth-
er cause under discussion is central hyperactivity in the
vestibular nuclei, which is induced and maintained by
the compression [3, 7]. The demyelination in the root
entry zone is usually not visible in standard MRI. Only
65.5% of VP patients had the evidence of vessel-nerve
contact in MRI [4]. Since approximately 30% of healthy
adults also show such a vessel-nerve contact, its speci-
ficity is low and therefore imaging is not part of the cur-
rent diagnostic criteria [22].

Low-dose sodium channel blockers, e.g., carbamaze-
pine/oxcarbazepine, are effective in the vast majority of
VP, and are required for the diagnosis of definitive forms
of VP [5]. It is important that in VP are often effective
just low doses of carbamazepine (200-600 mg/d) or ox-
carbazepine (300-900 mg/d) [23]. However, up to now
the long-term course of VP as well as risk of the vertigo
attacks recurrence are not entirely clear.

Conclusions.

Neurologists need to know and actively use in their
practice diagnostic criteria of VP.

Prospects for further research.

Identification and analysis of clinical cases of other
rare types of episodic vestibular syndromes.

References

W=

Neurology. 2008 Sep 23;71(13):1006-14.

>

2022 Jan;13:1036214.

o

Research. 2016 Jan 1;26(5-6):409-15.

o

235.

N

2016 Apr;263(1):90-6.

®

Aug;262(8):1977-80.

©

73.

Delva M, Delva I. Analysis of primary headaches management in poltava regions. Wiad Lek. 2021 Jan 1;74(1):118-21.

Steenerson KK. Acute vestibular syndrome. CONTINUUM: Lifelong Learning in Neurology. 2021 Apr 1;27(2):402-19.

Hufner K, Barresi D, Glaser M, Linn J, Adrion C, Mansmann U, et al. Vestibular paroxysmia: diagnostic features and medical treatment.
Chen C, Lee T, Lee H, Kuo Y, Bery A, Chang T. Vestibular paroxysmia: Long-term clinical outcome after treatment. Frontiers in neurology.
Strupp M, Lopez-Escamez JA, Kim JS, Straumann D, Jen JC, Carey J, et al. Vestibular paroxysmia: diagnostic criteria. Journal of Vestibular
Zhao Z, Sun S, Fan K, Wei Lu. Clinical features and therapeutic effects of vestibular paroxysmia. J Audiol Speech Pathol. 2016;24(3):231-
Brandt T, Strupp M, Dieterich M. Vestibular paroxysmia: a treatable neurovascular cross-compression syndrome. Journal of neurology.

Brandt T, Huppert D, Strupp M, Dieterich M. Functional dizziness: diagnostic keys and differential diagnosis. Journal of neurology. 2015

Strupp M, Mandala M, Lépez-Escamez JA. Peripheral vestibular disorders: an update. Current Opinion in Neurology. 2019 Feb 1;32(1):165-

10.Best C, Gawehn J, Kramer HH, Thomke F, Ibis T, Muller-Forell W, et al. MRI and neurophysiology in vestibular paroxysmia: contradiction
and correlation. Journal of Neurology, Neurosurgery & Psychiatry. 2013 Dec 1;84(12):1349-56.
11. Schwaber MK, Whetsell WO. Cochleovestibular nerve compression syndrome. Il. Vestibular nerve histopathology and theory of

pathophysiology. The Laryngoscope. 1992 Sep;102(9):1030-6.

12.Lehnen N, Langhagen T, Heinen F, Huppert D, Brandt T, Jahn K. Vestibular paroxysmia in children: a treatable cause of short vertigo
attacks. Developmental Medicine & Child Neurology. 2015 Apr;57(4):393-6.
13.Li Y, Zeng C, Luo T. Paroxysmal dysarthria and ataxia in multiple sclerosis and corresponding magnetic resonance imaging findings.

Journal of neurology. 2011 Feb;258(2):273-6.

14.Lempert T, Olesen J, Furman J, Waterston J, Seemungal B, Carey J, et al. Vestibular migraine: diagnostic criteria. Journal of Vestibular

Research. 2012 Jan 1;22(4):167-72.

15.Paul NL, Simoni M, Rothwell PM. Transient isolated brainstem symptoms preceding posterior circulation stroke: a population-based study.

The Lancet Neurology. 2013 Jan 1;12(1):65-71.

16. Strupp M, Brandt T, Dieterich M. Vertigo and dizziness: Common complaints. London: Springer Nature; 2021. 189 p.
17.Strupp M, Zwergal A, Brandt T. Episodic ataxia type 2. Neurotherapeutics. 2007 Apr;4(2):267-73.
18. Tarnutzer AA, Lee SH, Robinson KA, Kaplan PW, Newman-Toker DE. Clinical and electrographic findings in epileptic vertigo and dizziness:

a systematic review. Neurology. 2015 Apr 14;84(15):1595-604.

19.Choi JH, Seo JD, Kim MJ, Choi BY, Choi YR, Cho BM, et al. Vertigo and nystagmus in orthostatic hypotension. European Journal of

Neurology. 2015 Apr;22(4):648-55.

ISSN 2077-4214. Bichuk npo6nem 6ionorii i meguuunn — 2023 — Bun. 1(168) / Bulletin of problems in biology and medicine - 2023 - Issue 1 (168)

173



KNIHIYHA TA EKCMEPUMEHTA/IbHA MEAULUHA / CLINICAL AND EXPERIMENTAL MEDICINE

20.Levine RA. Typewriter tinnitus: a carbamazepine-responsive syndrome related to auditory nerve vascular compression. Orl. 2006;68(1):43-
7.

21.De Ridder D, Mgller A, Verlooy J, Cornelissen M, De Ridder L. Is the root entry/exit zone important in microvascular compression
syndromes? Neurosurgery. 2002 Aug 1;51(2):427-34.

22.Sivarasan N, Touska P, Murdin L, Connor S. MRI findings in vestibular paroxysmia-an observational study. Journal of Vestibular Research.
2019 Jan 1;29(2-3):137-45.

23.Bayer O, Brémova T, Strupp M, Hifner K. A randomized double-blind, placebo-controlled, cross-over trial (Vestparoxy) of the treatment of
vestibular paroxysmia with oxcarbazepine. Journal of neurology. 2018 Feb;265(2):291-8.

BECTUBY/IIPHA MAPOKCM3MIA (KNIHIYHUIA BUMAAOK, OBFOBOPEHHS)

Aenvea l. I.

Pestome. Mema. Onucath KNiHIYHWI BUNAAOK BECTUBYAAPHOT Napokcmnamii (BIM) i TakKMM YUMHOM NPOAEMOHCTPY-
BaTM BaXK/IMBICTb 3HAHHA HEBPOIOraMM AiarHOCTUYHUX KPUTEPIIB LbOro 3aXBOPIOBAHHA.

Pe3ynemamu. Yonosik 58 pokKis 3BepHYBCA 3i CKAapramu Ha HanaAau PanToBOro, iIHTEHCUBHOINO rONOBOKPYKIHHA
TpuBanicTio 15-20 cekyHA, 3 BiauyTTaAM 06epTaHHA NpegMeTiB NPOTM FOAMHHUKOBOT CTPINKK. Nig yac Hanaais XBopuit
BigMivae TpicK y NnpaBoMmy BYCi, Big4yTTA HECTIMKOCTI, Npody3HMI NiT, HyAOoTY. Y HacTynHi 10-15 xBUAMH nicnA 3aKiH-
YeHHA HanazjiB xBoporo TypbytoTb BiAYYTTA SIETKOCTI B FON0BI Ta »Kapy B Tiji, cepuebutTa.

Hanagym BMHMKaOTL CNOHTaHHO, 6e3 Byab-AKMX Tpurepis, 5-7 pasiB Ha micaupb. MNeplunii Hanag ctasca 5 micauis
TOMY Nif Yac i3gm asTomobinem B MicTi, Yepes Lo XBOPWUI Neab HE NOTPANUB Y AOPONKHbO-TPAHCMOPTHY NPUrOAY.
BigToai xBopuit 60iTbCA cigaTh 3a Kepmo.

MauieHT NaHiyHO 60iTbCA HanaziB, OCKIZIbKM BOHW CYNpPOBOAMKYHOTLCA BKpal HEMPUEMHUM BiAYyTTAM r0/10BO-
KPYXiHHA. KpiM TOro, XBopuit XBUIOETLCA, WO Ui Hanagu MoXKyTb BYTU CUMNTOMOM AKOIOCb Ba)KKOro, [10Ci He-
pO3Mi3HAHOro 3axBOptoBaHHA. OKpiM BULLEHABEAEHUX CKAPr MALiEHT BigMiYae NOCTIMHUI Wym B 060X ByXax, L0
NOCUIOETLCA B TULLI.

XBopui 3BEpPTaBCA A0 HeBposora, byno AiarHoctoBaHe A06pOsKiCHE MAapOKCM3MaibHe MO3uULiiHe 3anamopo-
YeHHA. 3a NPU3HaAYeHHAM HeBPOJ/Iora NauieHT Npuiimas 6eTaricTH no 24 mr 2 pasu Ha Aoby npotarom 1 micaug,
¢deHibyT no 25 mr 3 pasm Ha goby npoTtarom 1 micaua. JlikyBaHHA HiK HE BMJIMHYI0 Ha YacTOTy Ta iIHTEHCUBHICTb
HaNaLiB roI0BOKPYKIHHA.

7 pOKiB TOMy BYB CTPYC FOI0BHOrO MO3KY BHACNIA0OK NafiHHA Ha Nbo4i. OcTaHHi 3 POKM CTpaXaa€e Ha apTepianb-
Hy rinepTeH3ito, Npuinmae 6iconponon no 2,5 mr Ha fo6by.

Mpun HeBponoriYHOMY OrNA4i BiaXnaeHb He BUABAEHO. CMOHTaHHMI Ta iHAYKOBaHMUI HicTarm BiacyTHil. TecT no-
LUTOBXY r0O/10BM — HEraTUBHWIA. PiBHOBara i KoopauHauia — HenopyLeHi. TecT [likca-Xonnalika He BUKIMKaB NO3UL,in-
Horo Hictarmy. MaLieHT 3aN0BHMB rocniTasbHy WKaNy TPMBOIM Ta Aenpecii: cybwkana Tpmusorn — 18 6anis, cybLuKana
penpecii — 10 6anis.

MPT ronoBHOro MO3Ky — NEPUBEHTPUKYNAPHUI Neiikoapeo3 1 cTyniHA 3a wkanoto dasekac. Mpu ayaiomeTpii
AiarHoctoBaHa ABobiuHa HelipoceHCOpHa HeaoCTaTHICTb. EnekTpoeHuedanorpadisa: eninenTMPopMHOi aKTUBHOCTI
He BMAB/MEHO. KOHCybTaLia 0TONapUHIonora: HesHayHa AB06i4YHa CeHCoHeBpanbHa NPUIIYXYBaTICTb.

OTpumaHi KNiHiYHi gaHi NOBHICTIO BignosigatoTb giarHo3y BI:

A) NpuHaimHi 10 HanaAiB CNOHTAHHOMO CUCTEMHOIO ab0 HECUCTEMHOTO FOI0BOKPYKiHHS.

B) TpmBanicTb HanaziB meHwe 1 XBUANHM.

B) CrepeotunHa ¢eHomeHoNoriA Hanazais.

D) EdeKTnBHicTb NikyBaHHA KapbamaseniHom/oKkcapbaseniHom.

E) CTaH nauieHTa He MoXke ByTU NOACHEHUI ByAb-AKUM iHLIMM LiarHO30M.

MauieHTy 6yn0 NnpusHayeHo KapbamaseniH (200 mr 1 pas Ha goby npoTtarom 3 gHis, noTim — 200 mr 2 pas3u Ha
[06y npoTtarom 1 micaugd) Ak naToreHeTM4YHe NikyBaHHA Bl Ta eTidokcuHy rigpoxnopug, (50 mr 3 pasu Ha goby npo-
TArom 1 micaua) K aHKCioNiTMYHMIA Npenapar.

Yepes 1 micAaub, Nif Yac BiSUTY NaLiEHT NOBIZOMMB NPO BiACYTHICTb HAaNaZiB roN0BOKPYKiHHA MPOTATOM yCbOTrO
nepiofy npuiMMaHHA MeguKameHTiB. focniTanbHa WKana TPMBOrM Ta Aenpecii: cybwkana Tpusorn — 10 6anis, cy6-
WKana genpecii — 8 6ani.. MauieHTy peKoMmeHA0BaHO NpuiimaTti KapbamaseniH no 100 mr Agivi Ha o6y npoTarom
HACcTyMHUX 3 micauis.

Yepes 3 micAui, nia Yac KOHTPONLHOTO OMALY NALEHT NOBIAOMUB /MLIE NPO OAWH HaMaA JIerKoro roIoBOKpYy-
JKIHHA 3 MOMEHTY nonepeaHboro BisUTy. byno pekomeHA0BaHO NPOAOBKYBaTU NPpUMOM KapbamaseniHy no 100 mr
ABiYi Ha AeHb NPOTAroM 6 MmicALiB 3 NOAANbLWMM NIAHOBUM Bi3UTOM.

BucHosKu. HeBposioram HeobxifiHO 3HATU Ta aKTUBHO BUKOPUCTOBYBATU Y CBOIM NPAKTUL, AiarHOCTUYHI KpuTepii
BIM.

KnouoBi cnoBa: BecTbynapHa NapoKCM3Mis, AiarHOCTUYHI KpuTepii, eTionaToreHes, NikyBaHHS.

VESTIBULAR PAROXYSMIA (CASE REPORT, DISCUSSION)

Delva l. I.

Abstract. Objective. To describe the clinical case of vestibular paroxysmia and thus demonstrate the importance
of knowing the diagnostic criteria of VP.

Results. Patient of male gender, 58 years old complained of attacks of intense vertigo lasting 15-20 seconds with
a feeling of rotating objects counterclockwise. During an attack patient noted the crackling noise in the right ear, a
feeling of instability, profuse sweat, nausea. Within next 10-15 minutes after the end of vertigo attack patient had a
feeling of lightness in the head, palpitation, sensation of heat in the body.
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Attacks occur spontaneously, without any triggers, 5-7 times a month. The first attack happened 5 months ago
while driving in the city, because of which patient almost got into a car accident. Since then, the patient has been
afraid to drive.

Patient is very afraid of attacks, because they are accompanied by a very unpleasant feeling of vertigo. In addi-
tion, patient worried that the attacks of vertigo could be a symptom of some severe unrecognized disease. He had
no symptoms between the attacks except of constant high-pitched hissing tinnitus in both ears that got worse in
silence.

Patient consulted a neurologist who diagnosed benign paroxysmal positional vertigo. Patient was taking betahis-
tine 24 mg twice a day for 1 month, phenibut 25 mg three times a day for 1 months. The treatment did not change
the frequency and intensity of vertigo attacks.

On neurological examination no abnormalities were found. Spontaneous or gaze-evoked nystagmus was not
detected. A bedside head impulse test was negative. Equilibrium and coordination were intact. Dix-Hallpike test did
not induce positional nystagmus. Hearing evaluation using tuning forks was unremarkable. Patient was asked to
complete a hospital anxiety and depression scale: anxiety subscale score — 18 points, depression subscale score — 10
points.

MRI brain showed non-specific white matter T2 hyperintense lesions in white matter around the ventricles of the
brain (Fazekas grade 1). Audiometry diagnosed bilateral high-frequency sensorineural insufficiency. Electroencepha-
lography did not show epileptiform activity. Otolaryngologist consultation: slight bilateral sensorineural hearing loss.

In sum, clinical findings were consistent with the diagnosis of VP:

A) At least ten attacks of spontaneous spinning or non-spinning vertigo.

B) Duration less than 1 minute.

C) Stereotyped phenomenology in a particular patient.

D) Response to a treatment with carbamazepine/oxcarbazepine.

E) Not better accounted for by another diagnosis.

The patient was prescribed carbamazepine (200 mg once a day for 3 days, then 200 mg twice a day for 1 month)
as pathogenetic treatment for VP and etifoxine hydrochloride (50 mg three times a day for 1 month) as anxiolytic
drug.

1 month later at the visit, the patient reported no attacks during the treatment period. Hospital anxiety and
depression scale: anxiety subscale score — 10 points, depression subscale score — 8 points. Patient recommended to
use carbamazepine 100 mg twice a day for the next 3 months.

3 months later, at the follow-up visit, the patient reported only a single attack of mild vertigo during the last 3
months. It was recommended to continue taking carbamazepine 100 mg twice a day for 6 months, followed by a
scheduled visit

Conclusions. Neurologists need to know and actively use in their practice diagnostic criteria of VP.

Key words: vestibular paroxysmia, diagnostic criteria, etiopathogenesis, treatment.
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