
ABSTRACT

Herpetic esophagitis in immunocompetent individuals is a rare
entity that should be suspected clinically by an acute onset of symp-
toms, and without apparent cause of a symptomatic triad consisting
on odynophagia, heartburn and fever.

Its occurrence may be due to reactivation of a previous infection
or less often a primary infection. Herpes simplex type 1 is the most
common cause.

Upper endoscopy establishes the diagnosis of suspicion of her-
petic esophagitis. It also allows to take multiple biopsy samples and
viral culture, leading to a definitive diagnosis.

The severity of symptoms is related to the degree of oesophageal
involvement. In immunocompromised patients treatment is indicated
with acyclovir, but the indication in immunocompetent patients is
controversial because the process is time, limited with a low proba-
bility of complications.

We present a case of acute herpetic esophagitis in an immu-
nocompetent host that debuted acutely with severe upper gas-
trointestinal tract symptoms, associated with an insidious and non-
specific onset of flu-like symptoms. Endoscopic findings showed
a severe involvement in the lower third of the oesophageal mu-
cosa.

Key words: Herpetic esophagitis. Inmunocompetent host. Ado-
lescent. Aciclovir.

INTRODUCTION

Herpetic esophagitis caused by the herpes simplex virus
(HSV) is a common opportunistic infection in immuno-
compromised patients (as HIV), immunosuppressed or af-
fected by severe systemic diseases such as cancers and large
burns. However, the infection in immunocompetent patients
is an uncommon condition rarely reported in the literature
and most often affecting young adults (1).

It usually presents with the development of unexplained
acute and intense odynophagia, dysphagia, chest pain, fever,
and, in 23% of all the cases, respiratory symptoms (cough)
are present (2). Prodromal symptoms are often nonspecific
and associated with malaise. Sometimes orolabial herpetic
lesions are observed at the same time (3,4).

The diagnosis of herpetic esophagitis is established by
compatible histological findings and a positive culture of
the samples obtained by upper endoscopy. In the case of
primary infection, a seroconversion is also diagnostic (1).

The initial clinical suspicion allows for a prompt diag-
nosis and the establishment of the correct therapeutic me-
asures to prevent an insidious course of the disease and its
complications (2,3).

We report a case of herpetic esophagitis in a young im-
munocompetent patient, who debuted acutely with severe
symptoms from the upper gastrointestinal tract associated
at the start with flu-like symptoms. 

Upper endoscopy showed a significant and striking in-
volvement of the mucosa in the lower third of the esophagus
with the final diagnosis of herpetic esophagitis.

CASE REPORT

A 16-year-old male patient referred severe odynophagia
and chest pain during the last 15 days that worsened with
deep inspiration. Anorexia was also present. He had suffered
multiple episodes of food impaction at medium-low thoracic
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level that required the induction of emesis for resolution.
About 72 hours before the onset of esophageal symptoms,
he developed fever until 38.9 °C and myalgias, attributed
to a flu-like syndrome, that was absent at the time of con-
sultation. No previous history of typical symptoms of gas-
troesophageal reflux disease (GERD), food, environmental
or drug allergies were reported. He recovered in childhood
from chickenpox and herpes zoster at 15 years of age.

On physical examination there were no remarkable fin-
dings. Biochemical blood analyses were normal, including
inflammatory parameters (ESR and CRP). Only a leukocyte
count of 7,100 109/L was remarkable on complete blood
count.

An upper endoscopy was performed because of the se-
verity of the symptoms. It showed multiple ulcerations in
the middle and distal third of the esophagus with well de-
fined borders, moderate depth and longitudinal orientation
that coalesce and became deeper in the distal esophagus
(Fig. 1). Brushing cytology, biopsy and viral culture were
performed endoscopically.

Cytology findings were compatible with acute ulcer. His-
tological examination was suggestive of herpetic ulcerative
esophagitis with visualization of cytomegalic, multinucle-
ated keratinocytes with nuclear membrane reinforcement
and presence of inclusion bodies (Fig. 2). Cultures were
positive for HSV type 1 (Shell-Vial technique).

A diagnosis of herpetic esophagitis secondary to HSV
type 1 in an immunocompetent patient was established. As-
sociated immunodeficient processes were ruled out by nor-
mal immunoglobulin levels, negative HIV serology and
normal CD4/CD8 count.

Symptoms persisted, so it was decided to initiate intra-
venous antiviral therapy with acyclovir 5 mg/kg for 5 days
and subsequent oral valaciclovir. The patient recovered well
and was discharged after 5 days.

DISCUSSION

Herpetic esophagitis in immunocompetent individuals
is a rare entity that should be suspected clinically by the
acute onset, and without an apparent cause, of a triad con-
sisting on odynophagia, heartburn and fever.

As it is a rare entity, the diagnosis should be made after
carefully exclude other pathologies that involve similar en-
doscopic images (mainly peptic esophagitis and cytome-
galovirus esophagitis) and immune disorders.

The primary source of infection is discussed and seems
to differ depending on the state of the patient’s immune
system. While in immunocompromised patients it is usually
secondary to virus reactivation, in immunocompetent sub-
jects is probably due to local extension of the virus from
an orolabial or pharyngeal source (1).

About its pathogenesis in immunocompetent patients it
has been postulated a theory of the contact of an esophageal
eroded mucosa with contaminated saliva by the virus. The
mucosal erosion mechanism can be associated with GERD
(5) or esophageal instrumentation (6). This theory has been
sustained over time but has not been confirmed in most cli-
nical cases reported in the literature. Another hypothesis is
the transmission by direct contact with a family member
with herpes simplex skin lesions. Previous reported case
series have found this risk factor in approximately 20% of
affected patients (2-4,7).

The symptoms previously published in the literature de-
scribe an acute onset of esophageal complaints as chest
pain (46.4%), odynophagia (60.7%), dysphagia for both
solids and liquids (37.5%), heartburn and/or vomiting (8).
Prior to the upper digestive symptoms described, a clinical
course that ranges from non –specific flu-like symptoms
to a temperature of 39 °C with malaise, anorexia and weight
loss can be seen. 
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Fig. 1. Multiple ulcerations in the middle and distal third of the esophagus
with well defined borders, moderate depth and longitudinal orientation
that coalesce and became deeper in the distal esophagus.

Fig. 2.Histological examination with visualization of cytomegalic, multi-
nucleated keratinocytes with nuclear membrane reinforcement and pre-
sence of inclusion bodies (H&E, x200).



Endoscopic findings allow us to make a differential diag-
nosis. In addition it also allows taking multiple samples for
histology and viral culture, leading to a definitive diagnosis
(9). Gastroduodenoscopy findings are similar in all the cases
described in the literature regardless of the immunity of the
affected patient. The most common images are the presence
of a friable esophageal mucosa with multiple coalescent ul-
cerations of variable size and depth with a volcano –like ap-
pearance (3). The most common site of herpetic esophageal
lesions is the middle and distal third of the esophagus (83%).
In 15% of all cases it may affect the entire esophagus. In
the remaining 2% the stomach is involved concurrently (10).
Possible complications of esophageal involvement are rare
but severe: upper gastrointestinal bleeding (5.3%) (3,9,10)
and esophageal perforation (1.8%) (9,12).

Occasionally the coalescence of ulcers in the lower third
of the esophagus may resemble a severe peptic esophagitis.
This is the reason why it is important to have an adequate
clinical suspicion to guide the biopsy and cultures of the
esophageal mucosa (3).

The diagnosis of herpetic esophagitis is made by histo-
logical examination (62%) and virologic culture (58%) of
esophageal biopsies. Histology is characterized by the pres-
ence of multinucleated giant cells with eosinophilic intranu-
clear inclusions called Cowdry type A inclusions (3,9).
Another supplementary diagnostic method is serology test -
ing, which allows in some cases to determine the primary
infection detected after seroconversion.

Once diagnosed, the indicated treatment is acyclovir. In
the immunosuppressed patient administration is accepted
and established. The use of acyclovir in the immunocom-
petent patient is controversial since it is often a self -limited
process that usually last for one to two weeks and only ex-
ceptionally may be complicated by upper gastrointestinal
bleeding and esophageal perforation (4,9). The treatment
experience in this population is limited, as it is a rare entity
and there are no randomized controlled trials published. How -

ever, clinical experience suggests that early initiation of acy-
clovir treatment also promotes the prompt resolution of
symptoms and helps to prevent further complications (13).
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