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Migraine is one of the most debilitating 
• chronic disorders in the United States. It
is almost as prevalent as hypertension
(high blood pressure) and is more

·l'O 

common than asthma and diabetes
mellitus. More importantly, migraine
strikes people during what are expected
to be their most productive years:
between ages 20 and 40 for most
women, with a slightly higher age range
for men.

Despite better diagnostic capabilities
and efforts to improve public awareness
and education, it is estimated that
approximately 50% of migraineurs go
undiagnosed or mismanaged to this day.
Many �elf-treat, or are treated
inappropriately for sinus or other non­
migrainous types of headache. 1 

_Often described as "sick headache,"
migraine is typically characterized by
unilateral onset of head pain, severe
progressive intensity of pain, throbbing
or pounding, and interference with the
person's routine activities. Accompanying

. symptoms of Ghotophobia (sensitivity to 
light) or phor-iosensitivity (intolerance to 
noise), as well as nausea and/or 
vomiting, are common. 

Migraine and vestibular dysfunction 

Approximately 35% of migraine 
patients have some vestibular 
syndrome at one time or another. This 
may be prior to, during, after, or totally 
independent of their migraine headache 
event. Some interesting parallels exist 
between migraine and non-migrainous 
vestibular dysfunction. Many of the 
food and environmental triggers for 
migraineurs (see box on page 2) are 
the same as those for patients with 
non-migrainous vestibular dysfunction. 
Hormonal fluctuations and weather 
changes (barometric-pressure 
vari,ations) often exacerbate both 
conditions. Finally, diet modifications 
and certain medications used in 
migraine management may ameliorate 

• or prevent the vestibular component of
the migraine.2
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In patients with cervicalgia and cervical 
muscle spasms that limit range of 
motion, treatment may also include 
modalities and manual mobilization and 
stretching of the upper cervical 
segments, in order to diminish the muscle 
spasms and guarding and restore normal 
mobility to the neck. As an adjunct to 
therapy, greater occipital nerve block 
(GON) injecti6ns are often helpful in 

·,reducing symptoms and restoring motion.

Lifestyle modifications
A consistent effort by the patient to
adhere.to necessary lifestyle
modifications (including avoiding the
migraine triggers mentioned above),
medication usage as prescribed, and
specific tasks and exercises performed
independently at home are critical to the
success of the overall rehabilitation
program. Such adherence is essential for
the effective reduction of the symptoms
and limitations of function caused by
migraine associated vertigo ( MAV). 7 

Vestib11-11ar test results commonly
observed in migraine associated
vertigo ( MAV) patients

During video-oculography, a prevalent
feature is poor gaze stability with ocular
"drift," often accompanied by

spontaneous up or down �irectional
nystagmus, which does not suppress with
fixation-suppression testing added. There
may also be a reduced ability to cancel or
inhibit the vestibulo-ocular reflex (VOR)
function, used for attaining simultaneous
head and eye tracking maneuvers. These

results may be due to the fact that the 
cerebellum, which is responsible for 
coordinating gaze-fixation functions, is 
thought to be involved in the vascular 
and neural changes associated with 

. migraine. 

Testing of other cerebellar functions 
(involving coordinated movements of the 
extremities) may give normal results, 
with no posturfll instability or 
ataxia/apraxia evident, but postural 
instability is often evident as well. 
Smooth pursuit tests often give 
abnormal results (although tnese must be 
distinguished from expected age-related 
changes). Thus, it may be that only those 
neural processes of the cerebellum 
associated with coordinated eye motions 
are affected in migraine, and not the 
neural connections involving postural 
stability. 

Computerized dynamic 
posturography (CDP) may give positive 
results for postural instability, especially 
when used in com bin at ion with head 
motions for dual tasking. 

Saccadic eye-motion testing is usually 
normal, but a rebound nystagmus may be 
present. Directional gaze t�sting is 
usually abnormal, as is the Halm agyi 
head thrust test. With Hallpike-Dix 
positional testing (unless true BPPV 
presents), no rotational component 
nystagmus is usually evident. 

With passive VOR assessment via 
autorotation methods, or with mechanical 
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rotational chair, an abnormal gain value 

with accompanying phase shift is usually 

evident. The visual-vestibular interaction 

can be markedly abnormal and may 

provoke symptoms of increased dizziness, 

often with accompanying nausea. 

Optokinetic after-nystagm_us (OKAN) is 

symmetrically prolonged. Caloric testing 
does not match when all tr-ials are 

compared. 

·,Active autorotation testing, which may

be limited by cervicalgia and cervical

muscle spasms with limited range of

motior_ ( often the patient moves "en bloc"

to avoid eliciting dizziness),

gives sporadic results. Gaze stability
testing and dynamic visual acuity
testing-after cervicalgia is resolved with

appropriate treatments-are typically

abnormal. Subjective visual vertical
assessment with rotational chair testing

appears to show promise as an adjunct

assessment tool, although further

assessment of this type of testing is

necessary. The same is true for testing of

vestibular-evoked myogenic
poten,,ials (VEMP).

l 

Audiometric testing in cases of

migraine associated vertigo (MAV)

typically reveals no changes in function.

Tinnitus (most commonly associated with

labyrinthitis rather than migraine), if

present at all, is temporary.
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