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CASE REPORTS

A 21-year-old male with throat swelling and difficulty
swallowing
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ABSTRACT

Background: Angioedema is an extravasation of fluid into cutaneous, subcutaneous, or mucosal tissues. The condition has a
wide range of clinical presentations and possible etiologies. Isolated uvular angioedema, also termed Quincke’s disease, may
be idiopathic or a manifestation of hereditary angioedema, a medication reaction, food allergy, infection, trauma, inhalation, or
general anesthesia.
Case description: We report on a patient who presented to the emergency department with throat swelling and difficulty
swallowing. The patient was admitted due to concern for epiglottitis and airway compromise. The patient quickly improved
after receiving doses of an oral antihistamine and an inhaled corticosteroid and was discharged the next day. On assessment for
etiology he had a very unlikely cause for his swelling.
Clinical implications: Angioedema of the oropharyngeal area is concerning for the development of airway compromise and may
require laryngoscopy. A thorough history, physical exam, and laboratory investigation differentiate angioedema from other causes
of airway edema.
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1. INTRODUCTION

Quincke’s disease refers to isolated uvular angioedema due
to any cause. Angioedema is localized swelling of dermal,
mucosal, and submucosal tissues due increased vascular per-
meability and movement of fluid into the interstitial space.
This contrasts with urticaria, a swelling of the dermis and
epidermis only. These two conditions have frequently over-
lapping causes and clinical findings. The astute clinician
should be able to recognize the differences, however, partic-
ularly in the setting of acute airway edema or other emer-
gent presentations. This is because urticaria, or urticaria
and angioedema together, are frequently histamine-mediated,

whereas isolated angioedema is in many cases caused by
increased bradykinin and may have a different approach to
treatment. When angioedema appears to be isolated to the
uvula, the clinician must also consider local insults to the
uvula in the form of thermal injury, inhalation of an irritant
or physical trauma, especially from snoring.

Regardless, the first step in evaluation of swelling in the vicin-
ity of the upper respiratory tract is to monitor breathing and
secure the airway if necessary. Empiric medical treatment
may be warranted until a detailed history, physical examina-
tion, and laboratory investigation reveals the diagnosis and
tailors acute and long-term medical treatment. In our case
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report, we describe a patient with idiopathic angioedema of
the uvula who successfully responded to antihistamine and
corticosteroid therapy, but was later found to have a unique
etiology for his angioedema.

2. CASE PRESENTATION
A 21-year-old male with a history of a shellfish allergy pre-
sented to the emergency department with a sensation of throat
swelling and difficulty swallowing. He awoke with the symp-
toms that morning and saw significant uvular swelling in the
mirror, prompting a visit to the emergency department. He
did have a choking sensation when he woke up, but thereafter
denied any difficulty breathing. He also denied hives, itching,
wheezing, fevers, throat pain, voice changes, or vomiting. He
reported ingesting 200 mg ibuprofen approximately 9 hours
before symptom onset. He also ate a chicken quesadilla made
with corn tortillas 4-5 hours before waking up. He was not
on any regular medications and has never been on an ACE in-
hibitor. He did have one previous episode of throat swelling
after eating crab legs 2 years prior, but never had allergy
testing prior to our evaluation. He had no known medication
allergies. He denied any other past history of throat swelling,
but said that his uvula was noted to be large on previous
physical exams. He denied any history of tobacco, illicit
drug use, heartburn or reflux symptoms. His past medical
history was otherwise notable only for sickle cell trait. There
was no family history of angioedema. His vital signs were
within normal limits. Physical exam showed swelling of the
uvula without erythema. The skin exam showed no rashes or
hives and the rest of the physical exam was normal.

A soft tissue X-ray of the neck showed no frank “thumb
print” sign, and the nasopharynx, oropharynx, hypopharynx,
and prevertebral soft tissues were normal. A flexible fiberop-
tic exam revealed a normal oropharynx except for uvular
edema and base of the tongue tonsillar hypertrophy. There
was no subglottic edema. His CBC and BMP were unremark-
able. IgE was high at 458 and tryptase was normal. C4 was
normal. He was admitted to the internal medicine service
over concern for the development of airway compromise. He
was started on IV dexamethasone and diphenhydramine and
experienced complete clinical recovery overnight. He was
discharged on a short course of oral prednisone, cetirizine,
and an injectable epinephrine.

In outpatient allergy follow up, corn allergy was suspected
with positive skin (5 mm wheal by 8 mm flare) and specific
IgE (0.74 kU/L) testing. Additionally, his crab allergy was
confirmed with specific IgE, 1.26 kU/L as well as showing
the presence of IgE to similar crustaceans shrimp, 1.88 kU/L,
and lobster, 1.16 kU/L. The time sequence from consumption
of the corn to swelling was longer than usual, but he did fall

asleep shortly after eating the quesadilla, so the onset of his
symptoms may have been sooner (within the 30 minute-2
hour range classic for IgE mediated food reactions). It is
possible the uvular swelling needed to reach a critical size to
cause arousal from the sleeping state. He has avoided corn
since the testing without a return of his symptoms. Prior to
the incident, it was not clear how much corn he had been
eating in his diet but he reported not regularly eating corn
products. Although corn allergy would be odd to develop
later in life, the positive testing, reaction and lack of other
offending triggers makes it the most likely etiology for his
symptoms. Other possible etiologies could be an irritant or
allergic reaction to the spices in the food, or possible thermal
injury induced edema. Both seem less likely given the posi-
tive corn allergy evaluation, lack of repeat symptoms despite
not avoiding spices and no patient report of the sensation of
thermal injury while eating. Definitive testing of corn oral
challenge was offered to the patient but declined given fear of
repeat throat swelling symptoms. Injectable epinephrine 0.3
mg for intramuscular use during anaphylaxis was prescribed
for accidental ingestion.

3. DISCUSSION
After securing and monitoring the airway, possibly perform-
ing a laryngoscopy, and administering empiric medical treat-
ment to decrease swelling, a thorough history and physical
exam and targeted laboratory testing may help identify a
cause. Edema of the uvula is angioedema and not urticaria
given the mucosal involvement, but the question remains
whether urticaria is present elsewhere, which would strongly
suggest a type I hypersensitivity reaction. Angioedema is
best categorized as either histamine or bradykinin induced.
Histamine induced may be caused by mast cell and basophil
release of histamine and may be localized or systemic when
part of an anaphylactic reaction. In contrast, bradykinin
induced angioedema is not allergic, but secondary to over
stimulation of the contact system and either over produc-
tion or decreased catabolism of bradykinin. Angioedema
is typically described as nonerythematous, nonpitting, non-
pruritic swelling in the mucosal areas, throat, face, hands,
genitals, and gastrointestinal tract. An angioedematous uvula
is pale and is similar in appearance to a white grape.[1] Ur-
ticaria, meanwhile, presents as erythematous, pruritic wheals
that can manifest anywhere on the body but spares mucosal
surfaces.[2]

A clinical presentation of isolated angioedema may still be
allergic but also suggests other possibilities. Nonallergic
angioedema may also involve mast cells, as in the case of
some drugs and radiocontrast agents, but as noted above may
also be due to increased production or decreased catabolism
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of bradykinin. This latter mechanism is seen in hereditary-,
acquired-, and ACE inhibitor induced angioedema. A third
category of angioedema is idiopathic and is a diagnosis of
exclusion. Although the pathophysiology is unknown, idio-
pathic angioedema has been observed to be associated with
various stressors such as heat, cold, vibration, pressure, or
exercise.[3] Passive heating or active heating may cause an
acute cholinergic hypersensitivity reaction.[4] Quincke’s dis-
ease may be due to any of these causes or as a result of a
direct insult to the uvula, which can include trauma, infection,
general anesthesia, snoring induced vibration or inhalation
exposure.[5]

3.1 Clinical manifestations
Quincke’s angioedema is by definition isolated to the uvula,
sparing other common areas for angioedema. The patient’s
history will provide clues to the etiology, although frequently
the cause is idiopathic and no trigger can be identified. The
onset of the swelling occurs over minutes to hours and lasts
for hours to several days. Patients may complain of fullness
in the throat and dysphagia. In severe cases, signs of airway
obstruction may be present.[4] Patients must be closely moni-
tored early on in the presentation, as the rapid development
of airway compromise may ensue.

3.2 Diagnosis
Angioedema is a clinical diagnosis, and idiopathic an-
gioedema is a diagnosis of exclusion. Clinicians should
inquire about precipitating events prior to the onset of an-
gioedema, including foods consumed, inhalation of any irri-
tants, medications, and snoring. Particular focus should be
paid to the onset of the event following ingestion of food, as
IgE-mediated food allergies typically present within minutes
up to 2 hours after ingestion. The clinician should undergo a
thorough drug history to rule out a possible offending medica-
tion. The time course for medications is similarly important.
For example, NSAID-induced angioedema (IgE-mediated or
nonallergic) and ACE inhibitor-induced angioedema begin
minutes to several hours after ingestion.[6] The vital signs
and physical examination are important in pinpointing the
cause. Fever, erythema, or pain will suggest uvulitis over an-
gioedema, and pruritis, urticaria, flushing, or bronchospasm
are more indicative of mast cell activation present in an aller-
gic reaction.

After an initial evaluation, laboratory testing may yield a
diagnosis, but frequently no etiology can be determined. A
CBC with differential, CRP, and ESR should be normal in
the absence of infection. The complement protein C4 will
screen for C1 inhibitor deficiency, and will be within the
normal range in idiopathic angioedema. A low C4 is sen-

sitive for hereditary angioedema with low of dysfunctional
C1-inhibitor and acquired angioedema, and if C4 is normal
during an acute episode of angioedema these diagnoses are
virtually excluded.[7] Tryptase is not particularly helpful un-
less anaphylaxis is suspected. If a food allergen is suspected,
allergen-specific skin testing and/or specific IgE immunoas-
says may be performed.

3.3 Differential diagnosis
The differential diagnosis for angioedema of the uvula in-
cludes hereditary and acquired angioedema, food allergy,
irritation due to chemical inhalation or snoring, drug reac-
tion, infection, and neoplasm. The clinician must be careful
to distinguish angioedema from another acute inflammatory
process of the uvula. Uvulitis must be considered in a young
febrile patient presenting with a swollen uvula, most com-
monly due to group A streptococcal pharyngitis. Many drugs,
acting via a variety of different mechanisms, can cause acute
uvular swelling. Common triggers include aspirin, NSAIDs,
opioids, and ACE inhibitors. While many responsible drugs
act via mast cell activation and would not be expected to
cause a first-time drug reaction in a chronic user, it is im-
portant to know that ACE inhibitors can cause angioedema
spontaneously even after years of use.[8]

3.4 Management and prognosis
The first priority in a patient presenting with uvular edema
is immediate assessment and management of the airway.
Nearby structures, including the epiglottis and larynx, may
become involved and cause progressive obstruction of the air-
way necessitating intubation. A laryngoscopy or soft tissue
lateral radiograph of the neck is warranted to rule out hy-
popharyngeal swelling not evident on the physical exam, but
intubation when needed should not be delayed for this pro-
cedure.[1] Empiric medical treatment may consist of antihis-
tamines, epinephrine, and corticosteroids. Patients should be
advised to avoid known triggers if possible. In cases, where
hereditary angioedema is confirmed, appropriate bradykinin
cascade therapy is indicated: replacement of C1 esterase in-
hibitor protein, bradykinin receptor antagonist (icatibant), or
kallikrein inhibitor (ecallantide).[9] A recent publication has
also shown some benefit of icatibant in airway threatening
ACE inhibitor induced angioedema.[10]

4. CONCLUSION
Quincke’s disease, also known as isolated uvular angioedema
is an interesting clinical presentation of a potentially life
threatening condition with a broad differential diagnosis.
Astute recognition of the problem and stabilization of the air-
way are the universal first steps in the care of this condition,
however, attention to detail in the history and other parts of
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the physical exam will allow for the correct diagnosis and
appropriate treatment. We believe our patient is the only
identified case of Quincke’s angioedema secondary to corn

allergy described in the literature.
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