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PART 2
Cardinal Manifestations and Presentation of Diseases

BENIGN PAROXYSMAL POSITIONAL VERTIGO
BPPV is a common cause of recurrent vertigo. Episodes are brief
(<1 min and typically 15–20 s) and are always provoked by changes in
head position relative to gravity, such as lying down, rolling over in bed,
rising from a supine position, and extending the head to look upward.
The attacks are caused by free-floating otoconia (calcium carbonate
crystals) that have been dislodged from the utricular macula and have
moved into one of the semicircular canals, usually the posterior canal.
When head position changes, gravity causes the otoconia to move within
the canal, producing vertigo and nystagmus. With posterior canal BPPV,
the nystagmus beats upward and torsionally (the upper poles of the
eyes beat toward the affected lower ear). Less commonly, the otoconia
enter the horizontal canal, resulting in a horizontal nystagmus when
the patient is lying with either ear down. Superior (also called anterior)
canal involvement is rare. BPPV is treated with repositioning maneuvers
that use gravity to remove the otoconia from the semicircular canal.
For posterior canal BPPV, the Epley maneuver (Fig. 28-1) is the most
commonly used procedure. For more refractory cases of BPPV, patients
can be taught a variant of this maneuver that they can perform alone at
home. A demonstration of the Epley maneuver is available online (http://
www.dizziness-and-balance.com/disorders/bppv/bppv.html).
VESTIBULAR MIGRAINE
Vestibular symptoms occur frequently in migraineurs, sometimes as a
headache aura but usually independent of headache. The duration of
vertigo may be from minutes to hours, and some patients also experience more prolonged periods of disequilibrium (lasting days to weeks).
Motion sensitivity and sensitivity to visual motion (e.g., movies) are common in patients with vestibular migraine. Although data from controlled
studies are generally lacking, vestibular migraine typically is treated
with medications that are used for prophylaxis of migraine headaches.
Antiemetics may be helpful to relieve symptoms at the time of an attack.
MÉNIÈRE’S DISEASE
Attacks of Ménière’s disease consist of vertigo and hearing loss, as well
as pain, pressure, and/or fullness in the affected ear. The low-frequency

hearing loss and aural symptoms are key features that distinguish
Ménière’s disease from other peripheral vestibulopathies and from
vestibular migraine. Audiometry at the time of an attack shows a characteristic asymmetric low-frequency hearing loss; hearing commonly
improves between attacks, although permanent hearing loss may
eventually occur. Ménière’s disease is thought to be due to excess fluid
(endolymph) in the inner ear; hence the term endolymphatic hydrops.
Patients suspected of having Ménière’s disease should be referred
to an otolaryngologist for further evaluation. Diuretics and sodium
restriction are the initial treatments. If attacks persist, injections of
gentamicin into the middle ear are typically the next line of therapy.
Full ablative procedures (vestibular nerve section, labyrinthectomy)
are seldom required.
VESTIBULAR SCHWANNOMA
Vestibular schwannomas (sometimes termed acoustic neuromas) and
other tumors at the cerebellopontine angle cause slowly progressive
unilateral sensorineural hearing loss and vestibular hypofunction.
These patients typically do not have vertigo, because the gradual vestibular deficit is compensated centrally as it develops. The diagnosis
often is not made until there is sufficient hearing loss to be noticed.
The examination will show a deficient response to the head impulse
test when the head is rotated toward the affected side. As noted above,
patients with unexplained unilateral sensorineural hearing loss or
vestibular hypofunction require MRI of the internal auditory canals to
look for a schwannoma.
BILATERAL VESTIBULAR HYPOFUNCTION
Patients with bilateral loss of vestibular function also typically do not
have vertigo, because vestibular function is lost on both sides simultaneously, and there is no asymmetry of vestibular input. Symptoms
include loss of balance, particularly in the dark, where vestibular input
is most critical, and oscillopsia during head movement, such as while
walking or riding in a car. Bilateral vestibular hypofunction may be
(1) idiopathic and progressive, (2) part of a neurodegenerative disorder, or (3) iatrogenic, due to medication ototoxicity (most commonly
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Figure 28-1 Modified Epley maneuver for treatment of benign paroxysmal positional vertigo of the right (top panels) and left (bottom panels) posterior semicircular canals. Step 1. With the patient seated, turn the head 45 degrees toward the affected ear. Step 2. Keeping the head
turned, lower the patient to the head-hanging position and hold for at least 30 s and until nystagmus disappears. Step 3. Without lifting the
head, turn it 90 degrees toward the other side. Hold for another 30 s. Step 4. Rotate the patient onto her side while turning the head another
90 degrees, so that the nose is pointed down 45 degrees. Hold again for 30 s. Step 5. Have the patient sit up on the side of the table. After a
brief rest, the maneuver should be repeated to confirm successful treatment. (Figure adapted from http://www.dizziness-and-balance.com/
disorders/bppv/movies/Epley-480x640.avi.)
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