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“I feel dizzy, Doctor”
Diagnosing the underlying cause of this common 
complaint can be challenging because many conditions 
present with dizziness. This review—and accompanying 
algorithm—can guide your evaluation.

With an estimated lifetime prevalence of 17% to 30%,1 
dizziness is a relatively common clinical symptom, 
but the underlying cause can be difficult to diag-

nose. That’s because patients’ descriptions of dizziness are 
often imprecise, and this symptom is associated with a wide 
range of conditions. A careful history and physical examina-
tion are key to diagnosis, as is an understanding of the mecha-
nisms of dizziness. 

This article covers the range of diagnoses that should be 
considered when a patient presents with dizziness, and pro-
vides insight regarding features of the patient’s history that can 
better elucidate the specific etiology.

What do patients mean  
when they say, “I feel dizzy”?
“Dizziness” is a vague term, and patients who report dizziness 
should be asked to further describe the sensation. Patients 
may use the word dizziness in an attempt to describe many 
sensations, including faintness, giddiness, light-headedness, 
or unsteadiness.2 

In 1972, Drachman and Hart proposed a classification 
system for dizziness that describes 4 categories—presyncope, 
vertigo, disequilibrium, and atypical (TABLE 1).3 These classifi-
cations are still commonly used today, and the discussion that 
follows describes potential causes of dizziness in each of these 
4 categories. A stepwise approach for evaluating a patient who 
reports dizziness can be found in the ALGORITHM.3-6

Syncopal-related dizziness  
can have a cardiovascular cause
Presyncope is a feeling of impending loss of consciousness 
that’s sometimes accompanied by generalized muscle weak-
ness and/or partial vision loss. Taking a careful history regard-
ing the events surrounding the episode should distinguish this 
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type of dizziness, and doing so is essential 
because most of the underlying pathogenesis 
involves the cardiovascular system and re-
quires specific interventions. 

z Dysrhythmias can cause syncope and 
may or may not be accompanied by a feeling 
of palpitations. Diagnosis is made by electro-
cardiogram (EKG) followed by the use of a 
Holter monitor. 

z Vasovagal syncope is caused by a 
sudden slowing of the pulse that’s the result 
of stimulation of the vagal nerve. It can oc-
cur from direct stimulation of the nerve from 
palpation (or strangulation), or from an in-
tense autonomic discharge, as when people 
are frightened or confronted with something 
upsetting (eg, the sight of blood.)

z Orthostatic hypotension results from 
a change in body position in which either 
autonomic mechanisms cannot maintain 
venous tone, causing a sudden drop in blood 
pressure, or in which the heart cannot com-
pensate by speeding up, as when a patient is 
taking a beta-adrenergic antagonist or has 
first-degree heart block. It can also result 
from hypovolemia. 

Measuring the patient’s blood pressure 
in the recumbent, seated, and standing po-

sitions can verify the diagnosis if an episode 
occurred soon before the examination. This 
kind of dizziness can be treated by instruct-
ing the patient to rise slowly, or by making 
appropriate medication adjustments. If con-
servative measures fail, medications such as 
midodrine or droxidopa can be tried.7

z Hypoglycemia, hypoxia, or hyperven-
tilation can also precipitate syncopal symp-
toms. Taking a careful history to assess for the 
presence of seizure-related features such as 
tonic/clonic movements or loss of bowel and 
bladder control can be helpful in distinguish-
ing this form of dizziness.

Vertigo can have a central  
or peripheral cause
Vertigo is dizziness that is characterized by 
the sensation of spinning. The presence of 
vertigo implies disease of the inner ear or 
central nervous system. The “wiring dia-
gram” of the vestibulo-ocular reflex is fairly 
straightforward, but sorting out the symp-
toms that arise from lesions within this sys-
tem can be a diagnostic challenge. Vertigo 
has classically been divided into causes that 
are central (originating in the central ner-

A careful description of the 
circumstances surrounding 
the dizziness episode can 
help identify underlying 
conditions such as  
orthostasis, hypoglycemia, 
or hyperventilation.
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vous system) or peripheral (originating in the 
peripheral nervous system).

z The HInTS (Head Impulse, Nystagmus, 
and Test of Skew) protocol is a group of 3 tests 
that can be used to differentiate central from 
peripheral vertigo (TABLE 2).8,9 To perform 
the head impulse test, the examiner asks the 
patient to focus his gaze on a target and then 
rapidly turns the patient’s head to the side, 
watching the eyes for any corrective move-
ments.10 When the eyes make a corrective 
saccade, the test is considered to be positive 
for a peripheral lesion.

Horizontal nystagmus is assessed by 

having the patient look in the direction of the 
fast phase of the nystagmus. If the nystagmus 
increases in intensity, then the test is consid-
ered positive for a peripheral lesion.

Finally, the “test of skew” is performed by 
again having the patient fixate on the examin-
er’s nose. Each eye is tested by being covered, 
and then uncovered. If the uncovered eye has 
to move to refocus on the examiner’s nose, 
then the test is positive for a central lesion. 
A positive head impulse, positive horizontal 
nystagmus, and negative test of skew is 100% 
sensitive and 96% specific for a peripheral  
lesion.11

Vertigo can have many possible causes 
Benign paroxysmal positional vertigo 
(BPPV)  is vertigo that is triggered by move-
ment of the head. It occurs when otoconia 
that are normally embedded in gel in the 
utricle become dislodged and migrate into 
the 3 fluid-filled semicircular canals, where 
they interfere with the normal fluid move-
ment these canals use to sense head motion, 
causing the inner ear to send false signals to 
the brain.12

Diagnosis is confirmed by performing 
the Dix-Hallpike maneuver to elicit nystag-
mus. The patient is moved from a seated to a 
supine position with her head turned 45 de-
grees to the right and held for 30 seconds. For 
a demonstration of the Dix-Hallpike maneu-
ver, see https://youtu.be/8RYB2QlO1N4. The 
Dix-Hallpike maneuver is also the first step of 
a treatment for BBPV known as the Epley ma-
neuver. (See “The Epley maneuver: A proce-
dure for treating BPPV” on page 719.13,14) 

z Labyrinthitis—inflammation of the in-
ner ear that can cause vertigo—is suggested 
by an acute, non-recurrent episode of diz-
ziness that is often preceded by an upper 
respiratory infection. If the external canal is 
extremely painful and/or develops a vesicu-
lar rash, the patient might have herpes zoster 
of the geniculate ganglion (Ramsay Hunt syn-
drome type 2).

z Vestibular migraine and Meniere’s 
disease. When a patient who has a history of 
migraines experiences symptoms of vertigo, 
vestibular migraine should be suspected, and 
treatment should focus on migraine therapy 
rather than vestibular therapy.15 

Dizziness related 
to presyncope 
often involves 
a cardiovascular 
pathology, such 
as a dysrhythmia 
or orthostatic 
hypotension.

TABLE 1

Types of dizziness  
and potential causes3

Presyncope

•  Dysrhythmia

•  vasovagal syncope

•  orthostatic hypotension 

•  hypoglycemia

•  hypoxia

•  hyperventilation

vertigo

•  Benign paroxysmal positional vertigo

•  labyrinthitis

•  vestibular migraine 

•  meniere’s disease

•  genetic causes

•  acoustic neuroma

•  age-related vestibular loss

•  cerebellar infarction 

•  Tullio phenomenon

•  obstructive sleep apnea 

•  Systemic sclerosis

•  Diabetes

Disequilibrium 

atypical (“light-headedness”)

•  Panic attack

•  early hyperventilation

•   Toxin exposure (eg, diphenylarsinic acid,  
pregabalin, paint thinner)

conTinueD
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A positive  
head impulse 
test is highly 
suggestive  
of a peripheral  
lesion. Symptoms of Meniere’s disease and vestib-

ular migraine can overlap.16 The current defini-
tion of Meniere’s disease requires ≥2 definitive 
episodes of vertigo with hearing loss plus tin-
nitus and/or aural symptoms.17 Thirty percent 
of vertigo episodes in patients with Meniere's 
disease can be attributed to BPPV.18 

z Acoustic neuroma.  In addition to ver-
tigo, acoustic neuroma  is often associated 
with gradual hearing loss, tinnitus, and facial 
numbness (from compression of cranial nerve 
V preoperatively) or facial weakness (from 
compression of cranial nerve VII postopera-
tively). Unilateral hearing loss should prompt 
evaluation with magnetic resonance imaging. 

“Acoustic neuroma” is a misnomer. The 
lesion arises from the vestibular (not the 
acoustic) portion of the 8th cranial nerve, 
and isn’t a neuroma; it is a schwannoma.19 Al-
though it actually arises peripherally within 
the vestibular canal, it typically expands cen-
trally and compresses other nerves centrally, 
which can make the clinical diagnosis more 
challenging if one were using the classical 
schema of differentiating between peripheral 
and central causes of vertigo.

z Age-related vestibular loss occurs 
when the aging process causes deterioration 

of most of the components of the vestibulo-
ocular reflex, resulting in dizziness and verti-
go. Usually, the cerebral override mechanisms 
can compensate for the degeneration.

Other causes of vertigo include cerebel-
lar infarction (3% of patients with vertigo),20 
sound-induced vertigo (Tullio phenome-
non),21 obstructive sleep apnea,22 and system-
ic sclerosis.23 Diabetes can cause a reduction 
in vestibular sensitivity that is evidenced by 
an increased reliance on visual stimuli to re-
solve vestibulo-visual conflict.24

Disequilibrium 
Disequilibrium is predominantly a loss of bal-
ance. Patients with disequilibrium have the 
feeling that they are about to fall, specifically 
without the sensation of spinning. They may 
appear to sway, and will reach out for some-
thing to support them. Disequilibrium can be 
a component of vertigo, or it may suggest a 
more specific diagnosis, such as ataxia, which 
is a lack of coordination when walking. 

Atypical causes of dizziness
“Light-headedness” may have an element of 

TABLE 2

HINTS: Is the cause of the patient’s vertigo  
central or peripheral?8,9

Head Impulse

•  face the patient

•  ask the patient to focus on your nose

•  Quickly turn the patient’s head to one side and then the other

•  if the patient cannot fixate forward during the test, the test is positive for a peripheral lesion

nystagmus

•   horizontal nystagmus: if there is an increase in the intensity of the nystagmus when the patient 
looks in the direction of the fast phase of the nystagmus, then the test is positive for a peripheral 
lesion

•  vertical or rotary nystagmus is almost always associated with a central lesion

Test of Skew

•  face the patient

•  ask the patient to focus on your nose

•   cover one eye and then the other. if the uncovered eye has to move up or down to refocus on the 
examiner’s nose, then the test is positive for a central lesion
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euphoria or may be indistinguishable from 
the early part of a syncopal episode. Because 
other causes of light-headedness can be dif-
ficult to distinguish from presyncope, it is 
important to consider syncope in the differ-
ential diagnosis. 

The differential of light-headedness can 
also include panic attack, early hyperventila-
tion, and toxin exposure (such as diphenylar-
sinic acid,25 pregabalin,26 or paint thinner27).   JFP
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