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Vertigo is a challenging symptom in general
practice. With access to three tools — a focused
history, eye examination and a management
algorithm — a large proportion of vertiginous
patients could be managed effectively by GPs. This
practical guide seeks to increase the skills and
confidence of frontline practitioners when
managing vertigo.

KEY POINTS

o A structured history (Tool 1) enables identification of the
vestibular syndrome underlying vertigo symptoms. Vertigo
can be subdivided into acute, episodic and chronic
vestibular syndromes.

e An eye examination (Tool 2) identifies the aetiology of the
syndrome. For example, is the episodic vestibular
syndrome due to benign positional vertigo?

« A management plan (Tool 3) guides the practitioner in
offering a treatment specific to the diagnosis.

o Acute vestibular syndromes are best assessed by a specialist.
e The most common episodic vestibular syndrome, benign
paroxysmal positional vertigo, can easily be diagnosed

and treated in general practice.

o The preferred treatment for chronic vestibular syndrome
is vestibular rehabilitation.
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ertigo is a common condition. It has a one-year prev-

alence of 5%, and prevalence is higher in older age

groups.! Although rarely lethal, its disease burden is

large owing to restrictions in daily activities and a
lower quality of life, heavy utilisation of healthcare resources
and occupational disability among people with vertigo.>*

The GP may be the first and only doctor to assess vertigo in a
patient. GPs manage over 80% of vertigo patients without referral
to specialist care.®” Not all GPs feel confident to manage vertigo,
and readily available vestibular treatments are underutilised.®®
The fear of missing a life-threatening stroke or fear of performing
an examination or intervention that might unleash projectile
vomiting is daunting for many able practitioners. Also, nystagmus
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(the repetitive eye movement that accom-
panies vertigo) is shrouded in mystery and
considered difficult to interpret by many
doctors. Consequently, management is
sometimes restricted to offering a vestibular
suppressant and organising a scan to
exclude stroke.

We, the authors, believe vertigo should
be viewed differently and that it is worth-
while for GPs to master its management.
Vertigo can be considered an exciting
challenge in general practice. Often, ver-
tigo has a benign cause; and, with three
simple tools (a history, an eye examination
and a management plan), many types of
vertigo could be both diagnosed and
treated by a trained GP. A GP can ‘fix’
most patients with benign paroxysmal
positional vertigo (BPV) within 15 min-
utes and consequently make a great dif-
ference to many patients.

Vertigo can be caused by various dis-
orders of the inner ear and brain. A
focused history helps to identify the ver-
tigo syndrome by determining the timing
and triggers of the patient’s vertigo symp-
toms and whether they fit the criteria for
an acute, episodic or chronic vestibular
syndrome (Tool 1). The characteristics of
each vestibular syndrome are described
below. Once the vestibular syndrome has
been identified, the examination is used

TABLE 1. THE DIZZY HISTORY

Questions to ask the patient

Rationale

What were you doing when the vertigo
started?

Vertigo on waking, turning in bed or sudden
movement, or vertigo after a visit to the
hairdresser or dentist is highly likely to be
BPV. Vertigo while sitting still is
spontaneous vertigo. Situational vertigo

(in the supermarket, crowded places, during
public speaking) implies anxiety

Was this the first episode? If not, how
many episodes have you had so far?

A first episode of spontaneous vertigo
merits consideration of an ischaemic cause.
Multiple episodes imply a harmless cause

How long did the vertigo last? (e.g.
seconds, minutes, hours or days?)

BPV lasts seconds. Vertigo in MD lasts 20
mins to hours; in VN and stroke >24 hours;
in VM minutes to days

When did the vertigo start? (e.g. days,
months or years ago?)

Consider ischaemia in vertigo of recent
onset, especially if rapidly increasing in
severity or frequency (crescendo vertigo)

How would you describe the sensation of
vertigo? (e.g. spinning, swaying, tilting,
lightheadedness or brain fog?)

Swaying, tilting and lightheadedness are
more common in VM and nonvestibular
vertigo

Does the vertigo occur while you are
sitting still or is it related to the position
you are in or how you move?

VM, MD, PCS, VN cause spontaneous
vertigo. Positional vertigo is mostly BPV but
could also represent VM

Have you noticed symptoms related to
your hearing or ears? (e.g. hearing loss,
tinnitus, full ear?)

In AVS, aural symptoms could mean
labyrinthine stroke. In recurrent
spontaneous vertigo, aural symptoms
indicate MD

Do you have migraine symptoms
(headache, motion sensitivity, photo or
phonophobia, visual aura) or a family
history of headaches or visual vertigo?

Consider vestibular migraine

Have you had any face, arm or leg
weakness or numbness, double vision,
slurred speech, difficulty swallowing,
visual blurring or hiccups?

If neurological symptoms are noted,
consider stroke, demyelination or other
central causes

Have you ever been diagnosed with
hypertension, type 1 or type 2 diabetes,
hyperlipidaemia or atrial fibrillation, or is
there a family history of these? Have you
ever been a smoker?

If multiple vascular risk factors, consider
lowering the threshold for MRI

Abbreviations: AVS = acute vestibular syndrome; BPV = benign positional vertigo; MD = Meniéres disease;
PCS = posterior circulation stroke; VM = vestibular migraine; VN = vestibular neuritis.

to diagnose the underlying vestibular
disorder (Tool 2). When the best-fit diag-
nosis or diagnoses have been reached, the
management algorithm can be used to
investigate further and guide treatment
(Tool 3).

Tool 1. The dizzy history

History taking is without doubt the most
important step in assessing a patient with
vertigo. Table 1 outlines the questions that
are worth posing to every patient and why
they are important, and it could be used
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THREE TOOLS FOR MANAGING VERTIGO continued

TABLE 2. AETIOLOGY OF VESTIBULAR SYNDROMES

Type Differential diagnosis

Acute vertigo

Acute vestibular e Vestibular neuritis
syndrome s Stroke
¢ Vestibular migraine

Episodic vestibular ¢ Vestibular migraine
syndrome * Meniéres disease
* Benign positional vertigo

Chronic vertigo

Chronic vestibular ¢ Uncompensated bi/unilateral vestibular loss
syndrome ¢ Contribution from iatrogenic, skeletal, systemic,

psychological factors

¢ Other vestibular disorder (vestibular migraine, Meniéres
disease, benign paroxysmal positional vertigo) leading to

anxiety and immobility

TABLE 3. DIZZY EXAMINATION

Assessment components

General assessment

Pulse rate and rhythm

Postural blood pressure

Eye examination

Primary position nystagmus
Gaze-evoked nystagmus at 15° gaze

Dix-Hallpike test

HINTS assessment (only in acute vestibular syndrome):

Head impulse (Left/Right/Both)
Nystagmus (Peripheral/Central)
Test of Skew (Negative/Positive)

Neurological assessment

Head tilt

Horner’s syndrome

Facial droop

Upper limb drift

Upper limb ataxia (finger to nose)
Gait

Lower limb weakness

Gait ataxia (tandem gait)
Reflexes
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Observation or result

Lying/Standing

Left/Right/Up/Down/Torsion
Unidirectional/Bidirectional
Paroxysmal/Persistent

Peripheral/Central

Yes/No

Yes/No

Yes/No
None/Left/Right
None/Left/Right/Both
Normal/Ataxic
None/Left/Right
Left/Right/Both

Normal/Hyperreflexia

asa template for history taking. The history
shows whether the patient has an acute,
episodic or chronic vestibular syndrome,
each of which has a shortlist of differential
diagnoses (Table 2). Sometimes the history
will establish the diagnosis before the
examination.

Acute vestibular syndrome history
In an acute vestibular syndrome (AVS)
there is acute-onset, continuous vertigo,
lasting days to one week. The vertigo is
persistent for a day or more, which differ-
entiates it from an episodic vestibular
syndrome. The symptoms may be exac-
erbated by moving the head, but move-
ments do not actually trigger the vertigo.
This distinction will need to be carefully
elicited in the history.

AVS could represent vestibular neuritis
or stroke. Vestibular neuritis (VN) is
thought to be a viral or postviral inflam-
matory disorder affecting the vestibular
end organs or vestibular portion of the
eighth cranial nerve. In strokes that cause
AVS there is generally vertebrobasilar
ischaemia of the brainstem or cerebellum.
Both stroke and VN can present with iso-
lated vertigo, and therefore the history may
not help separate them. Sometimes, stroke
may be accompanied by new neurological
symptoms such as headache, dysarthria,
dysphonia, diplopia, face or limb weakness,
ataxia or sensory disturbance. Sometimes
VN may have a viral prodrome. Sudden
hearing loss and tinnitus are not encoun-
tered in VN and are red flags for a labyrin-
thine stroke. Patients with an acute vestib-
ular syndrome should be referred to the
emergency department (ED).

Episodic vestibular syndrome

An episodic vestibular syndrome is char-
acterised by recurrent vertigo attacks,
lasting seconds to hours or, rarely, days.
In between attacks patients are asymptom-
atic. Recurrent vertigo could be caused by
changes of the head position (recurrent
positional vertigo) or it could be vertigo
that occurs without an obvious positional
trigger (recurrent spontaneous vertigo).
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1. HINTS EXAMINATION FOR ACUTE VESTIBULAR SYNDROME

The HINTS examination consists of three components: head impulse, nystagmus, and test of skew. The test is helpful to differentiate
between vestibular neuritis and stroke in acute vestibular syndrome when performed by a trained practitioner.

Head impulse

Grasp the patient’s head firmly with
your hands. Ask the patient to fix their
gaze on your nose. Deliver a rapid 10°
horizontal rotation to each side while
watching their eyes. Ensure the
amplitude of neck rotation is small
(only 10°) but quick

When the vestibulo-ocular reflex (VOR)
is intact, the eyes remain on target
and the head impulse is negative or
normal

When the VOR is deficient, the eyes
move with the head then rapidly flick
back to the midline target. This quick
refixation saccade or catch-up saccade
is a positive and abnormal head impulse

A video head impulse test can be
performed by a specialist to measure
and record saccades and gain (ratio
between the eye and head
movements)

Nystagmus

Look for primary position spontaneous
nystagmus: ask the patient to look straight
ahead

Look for gaze-evoked nystagmus: ask the
patient to keep the head fixed and look 15° to
the left and then 15° to the right for 15 seconds

Typical peripheral nystagmus is horizontal,
beats in the same direction with left and right
gaze, enhances when looking in the direction
of the fast phase and suppresses when
looking in the opposite direction

Typical central nystagmus could be vertical
(upbeating or downbeating) or pure torsional.
Note that positional upbeating nystagmus

is seen in benign paroxysmal positional vertigo
(a peripheral disorder) this must not be
confused with primary position upbeating
nystagmus, which is seen in central vertigo.
Presence of direction-changing horizontal
nystagmus implies a central abnormality
(left beating on left gaze and right beating on
right gaze)

HINTS findings suggestive of vestibular neuritis are:
A positive head impulse test AND peripheral nystagmus AND a negative test of skew. All three findings must be present, to diagnose
peripheral HINTS. If even one condition is not met, consider stroke.
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Test of skew

Look for skew deviation in the
primary position (skew refers to
vertical misalignment of the eyes)

Alternately cover the eyes and look
for skew deviation

When skew deviation is present,
the test of skew is positive, which
makes a central cause of acute
vestibular syndrome more likely
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THREE TOOLS FOR MANAGING VERTIGO continued I

a. Normal right horizontal head impulse

a. Normal right video head impulse

==Head velocity
===EYye velocity

Eyes remain on target
b. Abnormal left horizontal head impulse

b. Abnormal left video head impulse

Covert saccade

Overt saccades

== Head velocity
== Eye velocity

Eyes move away from target Catch-up saccades

Figure 1. HINTS examination: the head impulse test in left vestibular neuritis.

a. The right head impulse is hormal: as the head is turned quickly to the right, the patient’s
eyes remain on the visual target. This indicates a normal vestibulo-ocular reflex (VOR), and
normal function of the right lateral semicircular canal. Note: the head movements must be of
low amplitude not exceeding 10°, and of high velocity.

b. The left head impulse is abnormal: as the head is turned quickly to the left, the eyes initially
move with the head, away from the intended visual target; they then quickly flick rightwards to
refixate on the target. This hallmark refixation movement, detectable to the naked eye, is
called a catch-up saccade. This indicates an abnormal VOR and reduced function of the left
lateral semicircular canal, typical of vestibular neuritis.

Abbreviations: HINTS = head impulse, nystagmus and test of skew.

Recurrent positional vertigo

Recurrent positional vertigo is almost
always caused by BPV, the most frequent
cause of vertigo encountered by GPs. BPV
is believed to be caused by calcium car-
bonate particles or ‘crystals’ being dis-
lodged from our gravity sensors, or otolith
organs, into the semicircular canals where
they activate vestibular afferent neurons,
causing vertigo. Although all three semi-
circular canals can be affected, the poste-
rior canal is the one involved in more than
90% of instances.'” Head movement (turn-
ingin bed, getting in and out of bed, reach-
ing for a bookshelf, hanging out clothes,
tying shoelaces, instilling eye drops) causes
sudden spinning vertigo, lasting seconds
to a minute. Vertigo after a visit to the

38 MedicineToday

hairdresser or dentist is highly suspicious
for BPV. As patients age, they may not
provide this classic history but instead
present with recurrent falls or a wobbly
gait.

Recurrent positional vertigo is
almost always caused by benign
paroxysmal positional vertigo (BPV),
the most frequent cause of vertigo
encountered by GPs

Recurrent spontaneous vertigo

When vertigo is recurrent but occurs
spontaneously (when sitting quietly) two
diagnoses should be considered:

JUNE 2020, VOLUME 21, NUMBER 6

vestibular migraine (VM) and Meniére’s
disease (MD). Vestibular migraine,
although relatively newly defined, is by
far the more common cause of recurrent
spontaneous vertigo." It can be consid-
ered a migraine variant with vestibular
symptoms, although the exact patho-
physiology is still poorly understood.'?
Ideally, there would be a temporal asso-
ciation between vertigo and headache,
photophobia or phonophobia, but this
is not always clear.”® Sometimes the
patient may have a lifelong history of
motion sensitivity or a past history or
family history of migraine. The vertigo
attacks last minutes to hours and can be
triggered by excessive stress and lack of
sleep, food or fluids.

It can be difficult to distinguish ves-
tibular migraine from MD. Thought to
be caused by excessive build-up of endo-
lymphatic fluid in the inner ears, MD is
better known but far less common than
VM. In MD, the spontaneous vertigo
attacks also last minutes to hours, but
they are more often associated with aural
symptoms such as hearing loss, tinnitus
or aural fullness. As MD progresses over
the years, the vertigo attacks often dimin-
ish and hearingloss becomes permanent.
However, the history and physical exam-
ination are not always enough to differ-
entiate between VM and MD and referral
to a specialised dizziness clinic is some-
times needed.

Chronic vestibular syndrome
Chronic vestibular syndrome is charac-
terised by chronic persisting disequilib-
rium that lasts for months to years and
can be caused by many conditions. Find-
ing out when the vestibular symptoms
first started is useful. Patients may have
experienced an acute vestibular syn-
drome caused by vestibular neuritis, with
incomplete recovery resulting in chronic
vestibular symptoms. Episodic vestibular
syndrome caused by MD or vestibular
migraine may result in chronic symp-
toms of imbalance and ataxia in between
vertigo attacks.
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THREE TOOLS FOR MANAGING VERTIGO continued

Right gaze

Primary position

Left gaze

Typical peripheral nystagmus (left vestibular neuritis)

a. Enhanced right-beating nystagmus

Spontaneous right-beating nystagmus

Reduced right-beating nystagmus
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Typical central nystagmus (cerebellar stroke)

a. Gaze-evoked right-beating nystagmus

Spontaneous left-beating nystagmus
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Figure 2. HINTS examination: inspection of nystagmus.

a. In left vestibular neuritis the primary position spontaneous nystagmus is right beating,
away from the affected ear (centre panel); this nystagmus will enhance when gazing towards
its fast phase (left panel), and will reduce when gazing away from its fast phase (right panel).
Peripheral nystagmus is unidirectional, beating in the same direction in all gaze positions.

b. Typical cerebellar nystagmus may beat in either direction. In the primary position (centre
panel), nystagmus is bidirectional. It is right beating with rightward gaze (left panel), and left
beating with leftward gaze (right panel), described as gaze-evoked nystagmus.

Abbreviation: HINTS = head impulse, nystagmus and test of skew.

It may be impractical to find the cause
of the chronic vestibular syndrome in
general practice. Instead of solely focusing
on the cause it is also important to find
out what triggers unpleasant vestibular
symptoms in daily life. When the vestib-
ular system is injured, central mecha-
nisms (vestibular compensation) are
activated that eventually reduce symp-
toms of vertigo. If this repair mechanism
fails, chronic vestibular symptoms occur.
Insufficient stimulation of the vestibular
system is always an important and mod-
ifiable factor in chronic vestibular syn-
dromes. Fear of vertigo may prevent
patients from moving their head or
undertaking activities, but this will cause
symptoms to persist in the long term.
Comorbidities such as psychiatric disor-
ders, musculoskeletal problems, sensory
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impairment and long-term use of vestib-
ular suppressants are also associated with
the development of chronic vestibular
syndrome. The history should be aimed
at determining triggers of vertigo and
reasons that prevent patients from chal-
lenging their vestibular system.

Fear of vertigo may prevent patients
from moving their head or undertaking
activities, but this will cause symptoms

to persist in the long term

Tool 2. The dizzy examination

The physical examination consists of a
general assessment, screening neuro-
logical assessments and a focused eye
examination and is outlined in Table 3,

JUNE 2020, VOLUME 21, NUMBER 6

which could be used as a checklist tem-
plate. Often, history and examination
(Tools 1 and 2) together may suffice to
diagnose your patient’s condition.

Acute vestibular syndrome
The physical examination can help to
further differentiate between the two most
common conditions that cause AVS:
vestibular neuritis and stroke. Pulse rate
and blood pressure may be increased in
both vestibular neuritis and stroke,and a
newly discovered irregular heart rhythm
may indicate a potential embolic source
for stroke. The HINTS (head impulse,
nystagmus, test of skew) examination, a
careful examination of eye movements,
is a promising diagnostic tool for differ-
entiating vestibular neuritis from stroke
when conducted by a trained practitioner
(Box 1; Figures 1, 2 and 3; Videos 1, 2a to
2d and 3 [videos are available with the
online version of this article at https://
medicinetoday.com.au/vertigovideos]).
Studies have shown that the HINTS
examination can be even more sensitive
than neuroimaging when conducted
properly by a trained physician. It is
important that GPs develop experience
using the HINTS assessment. Since
experience using HINTS is variable,
however, we advise referral of all patients
with an acute vestibular syndrome to the
ED to exclude stroke.

Episodic vestibular syndrome

In patients with episodic (recurrent)
vestibular syndrome, the general and
screening neurological assessment may
show no abnormalities. In patients with
recurrent spontaneous vertigo, primary
position spontaneous nystagmus may be
observed if they happen to be assessed
during an attack. In MD, primary posi-
tion nystagmus is almost always hori-
zontal. In VM it could be horizontal,
vertical or torsional. If the attack has
abated, there may be no primary position
nystagmus. Many nystagmus types are
suppressed by bright light and are there-
fore undetectable.
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Figure 3. HINTS examination: the cover-uncover test for skew.

a. A patient with a left head tilt and left-on-right skew. The left eye is
elevated and intorted. The right eye is depressed and extorted.

b. Alternate cover test: covering the left eye results in elevation of the
depressed right eye (‘down’ eye goes up).

c. Alternate cover test: covering the right eye results in depression of
the elevated left eye (‘up’ eye goes down).

Abbreviation: HINTS = head impulse, nystagmus and test of skew.

If the patient’s history indicates recurrent positional ver-
tigo, a definitive diagnosis of BPV can be made by performing
the Dix-Hallpike test (Box 2; Figure 4; Videos 4a and 4b
[https://medicinetoday.com.au/vertigovideos]). The diagnosis
of posterior canal BPV is confirmed when the Dix-Hallpike
test causes vertigo and, after a short latency period, torsional
upbeating nystagmus is seen. We advocate performing a
Dix-Hallpike test on all patients presenting with vertigo,
since it offers an opportunity to detect and alleviate an easily
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THREE TOOLS FOR MANAGING VERTIGO continued

A SUGGESTED APPROACH TO MANAGING VERTIGO IN GENERAL PRACTICE

A patient presents with vertigo and thorough history taking identifies

the vertigo syndrome

\} v

Acute vestibular syndrome Episodic vestibular syndrome

i I
Consider VN and stroke Positional Spontaneous

| ! !

Refer to emergency Consider BPV Consider VM
department for diagnosis i and MD

\ i

Start vestibular rehabilitation e Emergency drugs
after discharge * Treat headaches
e Low-salt diet

i

Refer to secondary
care with audiometry

Epley manoeuvre

v

Chronic vestibular syndrome

!

Consider and treat initial vestibular
disorder (VN, VM, MD, BPV)

\/

Consider and treat
contributors*

\

Stop daily vestibular
suppressant drugs

)

Start vestibular rehabilitation

Abbreviations: BPV = benign positional vertigo; MD = Meniéres disease; VM = vestibular migraine; VN = vestibular neuritis.
*i.e. anaemia, nutritional deficiencies, endocrinopathies, postural hypotension, musculoskeletal disorders, polypharmacy, anxiety, depression.

2. COMBINED DIX-HALLPIKE TEST AND EPLEY MANOEUVRE

The Dix-Hallpike test (Figure 4) is an easy test to diagnose the most common form of
benign positional vertigo (BPV). If the patient primarily experiences vertigo when turning
to the right or left side, we advise to start with testing that side. When the Dix-Hallpike
test is positive, you can directly continue with the Epley manoeuvre (Figure 5)

Left Dix-Hallpike test

* Ask the patient to sit upright in bed with a firm pillow behind them. Inspect for primary
position spontaneous nystagmus.
(If the patient has nystagmus that is visible when they are sitting up and looking
straight ahead, they do not have BPV)

¢ Turn the head 45° to the left

¢ Lie them down quickly with the lower back arching over the pillow and head
hanging over the pillow to rest on the bed. (It is not necessary to hang the patient's
head over the edge of the bed; this can be too arduous for both practitioner and
patient)

* Observe for vertigo and nystagmus for at least 30 seconds

¢ |n BPV, the nystagmus is paroxysmal, lasts less than one minute and follows the
direction of the affected semicircular canal

Posterior canal BPV will produce upbeating torsional geotropic nystagmus. If the test
is positive, proceed to treatment with the left Epley manoeuvre (see instructions with
Figure 5)

42 MedicineToday | JUNE 2020, VOLUME 21, NUMBER 6

treatable cause of vertigo.

In patients with spontaneous vertigo
of any cause (VM, MD, VN, stroke) who
have spontaneous nystagmus, enhance-
ment of this nystagmus will occur in the
Hallpike position. Typical BPV is parox-
ysmal; the nystagmus begins and stops
within the span of one minute. If the
nystagmus continues for as long as the
head remains in the Hallpike position, it
is unlikely to be posterior canal BPV.

Chronic vestibular syndrome

In chronic vestibular syndrome the phys-
ical examination may not always identify
the cause of the symptoms, but it helps
determine factors that contribute to the
vestibular problem. Orthostatic hypoten-
sion, a drop in systolic blood pressure of
more than 20 mmHg on standing up,
should be screened for in every patient.
The head impulse test may reveal uni- or
bilateral vestibular loss. Primary position
nystagmus may be absent if the vestibular

Downloaded for personal use only. No other uses permitted without permission. © MedicineToday 2020.



Figure 4. Left Dix-Hallpike test

a. Begin by sitting the patient upright with a pillow behind the lower back.
b. Turn the head 45° to the left.

c. Lie the patient down quickly over the pillow with the head tilted back
30° onto the bed. Watch their eyes for nystagmus. (It is not necessary
to hang the patient's head over the end of the bed.)

event occurred along time ago. Patients with bilateral vestibular
loss also have difficulty performing a matted Romberg test (stand-
ing on foam with eyes shut) or a tandem Romberg test (tandem
stance with eyes shut). Gait can be wide-based, and tandem gait
may be ataxic in patients with peripheral and central vestibular
system dysfunction (as well as in cerebellar ataxia and severe
peripheral neuropathy). We recommend assessing all patients
with chronic vestibular syndrome for BPV, as older patients with
untreated BPV often present with chronic imbalance.

Figure 5. Left Epley manoeuvre

a. If the left Dix-Hallpike test is positive, keep the patient in the left
Dix-Hallpike position for two minutes.

b. Without lifting the head off the bed, turn the head 90° towards the
right side. The patient may feel dizzy again. Wait in this position for
two minutes.

c. Roll the patient onto their right side and continue to turn the head
until their nose is pointing towards the floor. Wait in this position for
two minutes.

d. Keeping their head turned and their chin tucked down, sit the
patient up slowly. Once they are sitting up, they can look straight
ahead. Hold onto them, as they may be unsteady.
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THREE TOOLS FOR MANAGING VERTIGO continued

a. Left Meniére's disease
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Figure 6. Audiometry in Meniére’s disease (MD)

a. The hearing loss of a patient with left-sided MD shows initially asymmetric hearing thresholds
(left ear affected) at both high and low frequencies (left panel). The second audiogram (middle
panel) shows an improvement at the low frequencies and the third (right panel), a lowering of
hearing thresholds at both high and low frequencies. It is common to see the hearing thresholds

improve in MD.

b. The hearing loss of a patient with right-sided MD shows initially symmetrical hearing thresholds
(left panel) with a typical high-frequency hearing loss consistent with presbycusis (age-related
hearing loss). Then at the onset of the disease (middle panel) the low-frequency thresholds are
affected, showing fluctuating sensorineural hearing loss. As the disease progresses, the
affected ear typically shows a flat sensorineural hearing loss around 60 dB (right panel).

¢. The typical audiogram of an individual with symmetrical high-frequency hearing loss
consistent with presbycusis (age-related hearing loss).

Tool 3. The dizzy management
plan

Our management plan for patients with
vertigo in primary care is presented in the
Flowchart. All patients with an acute
vestibular syndrome require assessment in
the ED. After discharge, patients with per-
sisting vertigo should be offered vestibular
rehabilitation. In patients with episodic
vestibular syndromes, positional vertigo
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requires a search for and treatment of BPV.

The Epley manoeuvre is a relatively
simple and proven treatment for posterior
canal BPV (Box 2; Figure 5; Video 5
[https://medicinetoday.com.au/vertigo-
videos)). It is safe, effective and within the
capability of any medical practitioner,
although it is currently underutilised,
owing to false perceptions of complex-
ity.>'** We encourage widespread use of
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the Epley manoeuvre as a most rewarding
treatment in general practice, since many
patients with BPV can be ‘cured’ with a
single treatment performed in less than
15 minutes."

If the patient is nauseated, they could
be premedicated with prochlorperazine
and ondansetron 15 minutes before car-
rying out the manoeuvre. If the patient is
obese, consider requesting the assistance
of a colleague. A patient who is unable to
arch backwards due to scoliosis or a stiff
neck could benefit from being treated
while on a trolley that can be tilted
backwards.

For patients with episodic spontaneous
vertigo, diagnostic work-up can be started
in general practice while awaiting review
in a dizzy clinic. The audiogram is an
essential test that may reveal fluctuating
hearing loss diagnostic of MD (Figure 6).
For patients with vestibular migraine, it
isimportant to reassure them that, as for
other forms of migraine, the condition is
bothersome but not dangerous. Common
migraine triggers such as excessive stress
or lack of sleep, food or fluids should be
avoided, and regular exercise can reduce
symptoms of vertigo.'® When the vertigo
attacks are frequent and disabling,
prophylactic medication should be con-
sidered. Riboflavin (400 mg daily) and
magnesium (300 mg equivalent Mg) could
be started. In suspected MD, patients
should be advised to initiate a low-salt
diet. All patients with recurrent sponta-
neous vertigo should be provided with
emergency drugs (e.g. prochlorperazine
5mg or cinnarizine 25 mg for vestibular
suppression, and ondansetron 4 to 8 mg
for nausea). Patients should be instructed
to carry the drugs with them and use
them sparingly to alleviate vertigo, but
never to use them when they are
symptom-free.

Chronic vestibular syndromes require
ameticulous work-up for the underlying
causes (Flowchart) and initiation of self-
directed or supervised balance rehabili-
tation. Vestibular rehabilitation is a safe
and effective treatment for chronic
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imbalance.”” GPs can refer patients to a
specialised physiotherapist for treatment,
or direct patients to a freely available
online vestibular rehabilitation interven-
tion developed by the University of
Southampton (https://balance.lifeguide-
health.org)." If there is a significant con-
tribution from anxiety, consider referral
to a psychologist with experience in
treating dizzy patients.

Referring the dizzy patient
Vertigo affects one to two million Aus-
tralians each year. To optimise their man-
agement, the combined efforts of GPs,
otolaryngologists, nurse-practitioners,
neurologists, physiotherapists and emer-
gency physicians are needed. We believe
that vertigo should not fall exclusively in
the domain of the ‘neuro-otologist’ and
can be managed effectively by many
healthcare professionals with access to the
correct tools. We expect that, in the future,
GPs with subspecialty expertise in vertigo
will exist in Australia.

Patients with acute vestibular syn-
dromes are best referred to the ED; yet
there may be instances (e.g. regional
general practice settings) where the prac-
titioner is more skilled in vertigo assess-
ment than the ED service. In these
instances, it is best that the GP under-
takes the HINTS assessment, organises
urgent MRI scanning for those patients
with a central cause of vertigo (since CT
scanning to exclude posterior circulation
stroke is not conclusive) and initiates
antiplatelet therapy pending review by a
neurologist. BPV can often be managed
successfully by the GP without specialist
referral unless it is refractory to bedside
treatment. Many GPs will correctly
choose to refer ‘difficult’ patients to an
expert physiotherapist, ear, nose and
throat specialist, or neurologist who is
experienced in treating BPV. Patients
with episodic spontaneous vertigo could
start their diagnostic work-up (audio-
metry) and management (lifestyle
changes, salt restriction, trial of magne-
sium or riboflavin for migraine) while

awaiting review by an otolaryngologist,
neurologist or dizzy clinic. Patients with
chronic vestibular syndromes may be
referred to a neurologist or ear, nose and
throat specialist or dizzy clinic for initial
diagnostic work-up and managed by a
team led by the GP with the participation
of the specialist, a physiotherapist and a
psychologist as required.

Conclusion

The first step when assessing patients with
vertigo in general practice is to determine
whether the symptom is acute, episodic or
chronic. Once the syndrome is identified,
the history and examination will help
identify possible vestibular disorders.
Using the three tools described, assess-
ment and management of vertigo may prove
easier and more rewarding for the GP. M
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