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Why is this important?

Prevalence in general population = 1%
Causes about 50% of dizziness in children

Causes about 30% of dizziness in adults
Considered the most common cause of episodic vestibular symptoms
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Vestibular migraine: the most frequent entity of episodic vertigo.
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Abstract
Vestibular migraine (Vi) is the most common cause of episodic vertigo in adults as well 3s in children. The diagnostic criteria of the
consensus document of the International Barany Society for Neuro-Otology and the International Headache Society (2012) combine the
typical signs and symptoms of migraine with the vestibular symptoms lasting 5 min to 72 h and exclusion criteria. Although M accounts for

7% of patients seen in dizziness clinics and 3% of patients seen in headache clinics it is still underdiagnosed. This review provides an actual

overview on the pathophysiology, the clinical characteristics to establish the diagnosis, the differential diagnosis, and the treatment of VIV,




Characteristics of vestibular migraine
Syndromic diagnosis — based on criteria defined by a panel
Episodic vestibular symptoms (vertigo, ataxia) caused by migraine
Symptoms and nystagmus are often positional
Associated with enhanced motion sickness susceptibility
Pathophysiology unknown, no diagnostic test, no targeted Rx

Sensitization/head orientation/motion sickness 2>
perceptual thresholds (tilt and controls)
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. Test roll tilt perceptual thresholds
over 0.03 — 5.0 Hz range.

. Control tests — roll rotation, inter-
aural translation, tactile thresholds
. Control groups — VM, normal,
migraine without vertigo, vertigo
without migraine (MDz)

. Quantify clinical state — dizziness
severity (DHI), motion sickness
susceptibility (MSSQ), headache
severity (HIT), yaw VOR gain/Tc
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Roll rotation
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Relationship between VM thresholds, vestibular symptoms, and VS
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Brainstem migraine
regions (LC, DRN, etc.)
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Hypothesis

1. Brain stem vestibular nuclei (?VS) sensitized by connections with trigeminal
nucleus, dorsal raphe.. = vestibular symptoms of VM
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2. Brain stem sensitization enhances cerebellar nodulus/uvula sensitivity to roll tilt
3. N/U sensitivity = feedback inhibits brain stem vestibular nuclei

4. So roll tilt thresholds are reduced due to N/U sensitization, and tilt sensitivity
correlates inversely with vestibular symptoms (since N/U inhibits them)



Next steps...

1. Diagnostic - segregate VM from non-VM episodic vertigo

2. Therapeutic — Can thresholds guide treatment, e.g., consider
drugs that increase GABAergic transmission for VM1 subgroup

Role of trigeminal inputs to sensitization of central vestibular
structures — effects of CGRP and its modulation

1. Pathophysiologic — use MRI to induce canal-otolith conflict via
MVS, vary with head pitch, fMRI to examine localization
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