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Candida is normally found in the throat, but can become pathogenic
and produce esophagitis in a compromised host; C. albicans is most
common. Candida esophagitis also occurs with esophageal stasis
secondary to esophageal motor disorders and diverticula. Patients
complain of odynophagia and dysphagia. If oral thrush is present,
empirical therapy is appropriate, but co-infection is common, and
persistent symptoms should lead to prompt endoscopy with biopsy,
which is the most useful diagnostic evaluation. Candida esophagitis
has a characteristic appearance of white plaques with friability. Rarely,
Candida esophagitis is complicated by bleeding, perforation, stricture, or systemic invasion. Oral fluconazole (200–400 mg on the first
day, followed by 100–200 mg daily) for 14–21 days is the preferred
treatment. Patients refractory to fluconazole may respond to itraconazole, voriconazole, or posaconazole. Alternatively, poorly responsive
patients or those who cannot swallow medications can be treated with
an intravenous echinocandin (caspofungin 50 mg daily for 7–21 days).

Disorders of the Gastrointestinal System

HERPETIC ESOPHAGITIS
Herpes simplex virus type 1 or 2 may cause esophagitis. Vesicles on
the nose and lips may coexist and are suggestive of a herpetic etiology.
Varicella-zoster virus can also cause esophagitis in children with chickenpox or adults with zoster. The characteristic endoscopic findings are
vesicles and small, punched-out ulcerations. Because herpes simplex
infections are limited to squamous epithelium, biopsies from the ulcer
margins are most likely to reveal the characteristic ground-glass nuclei,
eosinophilic Cowdry’s type A inclusion bodies, and giant cells. Culture
or polymerase chain reaction (PCR) assays are helpful to identify
acyclovir-resistant strains. Acyclovir (200 mg orally five times a day
for 7–10 days) can be used for immunocompetent hosts, although
the disease is typically self-limited after a 1- to 2-week period in such
patients. Immunocompromised patients are treated with acyclovir
(400 mg orally five times a day for 14–21 days), famciclovir (500 mg
orally three times a day), or valacyclovir (1 g orally three times a day).
In patients with severe odynophagia, intravenous acyclovir, 5 mg/kg
every 8 h for 7–14 days, reduces this morbidity.
CYTOMEGALOVIRUS
CMV esophagitis occurs primarily in immunocompromised patients,
particularly organ transplant recipients. CMV is usually activated from
a latent stage. Endoscopically, CMV lesions appear as serpiginous
ulcers in an otherwise normal mucosa, particularly in the distal esophagus. Biopsies from the ulcer bases have the greatest diagnostic yield
for finding the pathognomonic large nuclear or cytoplasmic inclusion
bodies. Immunohistology with monoclonal antibodies to CMV and in
situ hybridization tests are useful for early diagnosis. Data on therapy
for CMV esophagitis are limited. Treatment studies of CMV gastrointestinal disease have demonstrated effectiveness of both ganciclovir
(5 mg/kg every 12 h intravenously) and foscarnet (90 mg/kg every 12 h
intravenously). Valganciclovir (900 mg two times a day), an oral formulation of ganciclovir, can also be used. Therapy is continued until
healing, which may take 3–6 weeks. Maintenance therapy may be
needed for patients with relapsing disease.

MECHANICAL TRAUMA AND IATROGENIC INJURY
ESOPHAGEAL PERFORATION
Most cases of esophageal perforation are from instrumentation of
the esophagus or trauma. Alternatively, forceful vomiting or retching can lead to spontaneous rupture at the gastroesophageal junction
(Boerhaave’s syndrome). More rarely, corrosive esophagitis or neoplasms lead to perforation. Instrument perforation from endoscopy or
nasogastric tube placement typically occurs in the hypopharynx or at
the gastroesophageal junction. Perforation may also occur at the site of
a stricture in the setting of endoscopic food disimpaction or esophageal dilation. Esophageal perforation causes pleuritic retrosternal pain
that can be associated with pneumomediastinum and subcutaneous
emphysema. Mediastinitis is a major complication of esophageal perforation, and prompt recognition is key to optimizing outcome. CT
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of the chest is most sensitive in detecting mediastinal air. Esophageal
perforation is confirmed by a contrast swallow, usually Gastrografin
followed by thin barium. Treatment includes nasogastric suction and
parenteral broad-spectrum antibiotics with prompt surgical drainage
and repair in noncontained leaks. Conservative therapy with NPO
status and antibiotics without surgery may be appropriate in cases of
contained perforation that are detected early. Endoscopic clipping or
stent placement may be indicated in nonoperated iatrogenic perforations or nonoperable cases such as perforated tumors.
MALLORY-WEISS TEAR
Vomiting, retching, or vigorous coughing can cause a nontransmural
tear at the gastroesophageal junction that is a common cause of upper
gastrointestinal bleeding. Most patients present with hematemesis.
Antecedent vomiting is anticipated but not always evident. Bleeding
usually abates spontaneously, but protracted bleeding may respond
to local epinephrine or cauterization therapy, endoscopic clipping, or
angiographic embolization. Surgery is rarely needed.
RADIATION ESOPHAGITIS
Radiation esophagitis can complicate treatment for thoracic cancers,
especially breast and lung, with the risk proportional to radiation
dosage. Radiosensitizing drugs such as doxorubicin, bleomycin, cyclophosphamide, and cisplatin also increase the risk. Dysphagia and
odynophagia may last weeks to months after therapy. The esophageal
mucosa becomes erythematous, edematous, and friable. Submucosal
fibrosis and degenerative tissue changes and stricturing may occur
years after the radiation exposure. Radiation exposure in excess of
5000 cGy has been associated with increased risk of esophageal stricture. Treatment for acute radiation esophagitis is supportive. Chronic
strictures are managed with esophageal dilation.
CORROSIVE ESOPHAGITIS
Caustic esophageal injury from ingestion of alkali or, less commonly,
acid can be accidental or from attempted suicide. Absence of oral
injury does not exclude possible esophageal involvement. Thus, early
endoscopic evaluation is recommended to assess and grade the injury
to the esophageal mucosa. Severe corrosive injury may lead to esophageal perforation, bleeding, stricture, and death. Glucocorticoids have
not been shown to improve the clinical outcome of acute corrosive
esophagitis and are not recommended. Healing of more severe grades
of caustic injury is commonly associated with severe stricture formation and often requires repeated dilatation.
PILL ESOPHAGITIS
Pill-induced esophagitis occurs when a swallowed pill fails to traverses
the entire esophagus and lodges within the lumen. Generally, this is
attributed to poor “pill taking habits”: inadequate liquid with the pill
or lying down immediately after taking a pill. The most common location for the pill to lodge is in the mid-esophagus near the crossing of
the aorta or carina. Extrinsic compression from these structures halts
the movement of the pill or capsule. Since initially reported in 1970,
more than 1000 cases of pill esophagitis have been reported, suggesting
that this is not an unusual occurrence. A wide variety of medications
are implicated with the most common being doxycycline, tetracycline,
quinidine, phenytoin, potassium chloride, ferrous sulfate, nonsteroidal
anti-inflammatory drugs (NSAIDs), and bisphosphonates. However,
virtually any pill can result in pill esophagitis if taken carelessly.
Typical symptoms of pill esophagitis are the sudden onset of chest
pain and odynophagia. Characteristically, the pain will develop over
a period of hours or will awaken the individual from sleep. A classic
history in the setting of ingestion of recognized pill offenders obviates the need for diagnostic testing in most patients. When endoscopy is performed, localized ulceration or inflammation is evident.
Histologically, acute inflammation is typical. Chest CT imaging will
sometimes reveal esophageal thickening consistent with transmural
inflammation. Although the condition usually resolves within days to
weeks, symptoms may persist for months and stricture can develop
in severe cases. No specific therapy is known to hasten the healing
process, but antisecretory medications are frequently prescribed to
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