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CASE REPORT

The patient was a 40 year old man who was born and raised
in Bogotd. The patient was married and unemployed. He
came to the hospital consulted with symptoms of nonra-
dicular mechanical low back pain following one month of
evolution of a painful mass in the mesentery which was
gradually growing. Patient expressed a feeling of abdomi-
nal distension, but did not have any emesis, dysphagia or
alterations in bowel habits.

The patient had been diagnosed in 2011with level C3
AIDS (CD4 (46 K/D), viral load 44,744 copies). The
patient also had from miliary tuberculosis involving the
mesenteric, peritoneal, pulmonary lymph nodes, a coinfec-
tion with hepatitis B, an unknown virological profile, oral
and skin Kaposi’s sarcomas, perianal herpetic ulcers, and
a cytomegalovirus CMV infection. The patient had drug
dependencies on bazuco (a form of crack cocaine) and
alcohol, and had been diagnosed with antisocial personal-
ity disorder. He smoked 30 packs of cigarettes per year. At

There are very few patients, whether they are immunocompromised or not, with their gastrointestinal tracts
compromised by Cryptococcus neoformans. This is true for both local manifestations as an isolated disease
and for the disseminated disease of cryptococcoma. We report a case of cryptococcosis with esophageal,
gastric and duodenal compromise in a patient diagnosed with Category 3 AIDS. To our knowledge after a
search of the literature, this is the only reported case in Colombia and Latin America.
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some point prior to consultation the patient had undergone
surgical laparotomy to treat abscessed lymphadenopathy.

A physical examination showed: heart rate — 88 beats/
minute, respiratory rate - 18 breaths per minute. Arterial
blood pressure 120/80. Oxygen saturation was maintained
at 95% using nasal prongs. The patient’s mucous was dry, he
presented violet colored macules on his face, thorax, abdo-
men and extremities, and his right ear was infected (Figures
1 and 2). His penile frenulum presented violet superficial
ulceration along the balanopreputial groove. His abdomen
was flat, soft and doughy. The mesentery presented well-
defined edges, was very mobile, and was painful upon pal-
pation. He had hypotrophy of his extremities.

An abdominal CAT scan showed concentric thickening
of the gastric wall in the pyloric antrum region associated
with multiple lymphadenopathies.

A thoracic CAT scan showed profuse and marked thick-
ening of inter- and intralobular septa, with ground-glass
opacity in this location and a disordered cobblestone pat-
tern. In addition, many nodules, especially those located
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in the peripheries of both lungs, had slightly irregular con-
tours. Enlarged lymph sizes were observed in prevascular
stations, the aortalpulmonary window, the subcarinal area
and in the left armpit. Vascular structures were normal.

Figure 1. Skin lesions with atrial compromise from Kaposi’s sarcoma.
Photo approval.

Figure 2. Skin lesions in anterior abdomen with known diagnosis of
Kaposi’s sarcoma in level C3AIDS patient. Photo approval.

Cultures of blood and bone marrow grew Cryptococcus
neoformans.

Upper gastrointestinal endoscopy revealed many whitish
lesions in the middle and proximal thirds of the esopha-
gus which had the appearance of cotton in the distal third
of the esophagus (Figure 3). On the left side there was a
raised purplish 1 cm lesion which was difficult to biopsy.
Retroflexion in the fundus revealed two raised violet
lesions with central depressions. They measured 1cm and
2 cm respectively and were located toward the greater and
lesser curvatures. The gastric corpus was not distended
because of insufflation, had distorted folds and a narrowed

opening. A 3 cm raised lesion was found near the angular
incisura. Biopsies were taken from this lesion and from
the folds. The antrum was also not distended because of
insufflation and had an appearance similar to that of the
corpus but without any exophytic lesions (Figures 4 and
S). The pylorus was centered and appeared to be infiltrated.
In the duodenal bulb, there were multiple elevated violet
lesions with central depressions that measured from 6mm
to 12 mm. They extended up to the second and third duo-
denal portions (Figures 6, 7, and 8). The initial endoscopic
diagnosis was that esophageal candidiasis grade II injury
still needed to be ruled out but that lesions in the esopha-
gus, fundus, subcardial area, and duodenum could well be
Kaposi’s sarcomas.

Figure 3. Esophageal lesions that indicate esophageal candidiasis.
Gastroenterology Unit HUSIL

Figures 4 and S. Infiltrating gastric lesions. Gastroenterology Unit
HUSIL

Special histochemical stains for fungi that were used
on biopsies from the esophagus, stomach and duodenum
showed forms compatible with cryptococcosis (Figures 9,
10,11,12 and 13).

On the basis of these clinical, endoscopic and pathologi-
cal findings, a diagnosis of gastroesophageal cryptococcosis
was made. The patient was kept in the hospital and placed
on antifungal therapy consisting of amphotericin B plus
800 mg of oral fluconazole daily for two weeks. This was
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followed by treatment with oral fluconazole. After improve-
ment in abdominal distention, the patient was discharged
from the hospital and monitored as an outpatient. The
patient has not had any additional endoscopic examina-
tions as of the date of publication of this article.

Figures 6, 7 and 8. Duodenal lesions indicating cryptococcosis.
Gastroenterology Unit HUSIL

Patologia HUSI =PUJ

Figure 9. Biopsy of upper esophageal lesion. Pathology compatible
with cryptococcosis infection. H & E 10x Pathology Service Hospital
Universitario San Ignacio.

DISCUSSION

We report a case of esophageal, gastric and duodenal crypto-
coccal infection in a patient with a known diagnosis of level
C3AIDS in which we found disseminated cryptococcosis.
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Figure 10. Biopsy of upper esophageal lesion. Pathology compatible
with cryptococcosis infection. H & E 40x Pathology Service Hospital
Universitario San Ignacio.

Figure 11. Biopsy of upper esophageal lesion. Pathology compatible
with cryptococcosis infection. PAS 10 x Pathology Service. Hospital
Universitario San Ignacio.

Figure 12. Biopsy of upper esophageal lesion. Pathology compatible
with cryptococcosis infection. PAS 40 x Pathology Service. Hospital
Universitario San Ignacio.
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Figure 13. Biopsy of upper esophageal lesion. Pathology compatible with cryptococcosis infection. Silver 10x Pathology Service. Hospital
Universitario San Ignacio.

NATURE OF THE INFECTION: PREDISPOSITIONS

It has been over a century since cryptococcus was first
described in 1894, but only in the last 30 years have
researchers begun to understand this complex and devas-
tating body. Moreover, despite current treatments, patients
still die of cryptococcosis all over the world (1).

Although widespread use of antiretroviral therapy has
decreased the incidence of cryptococcosis in developed coun-
tries, the incidence and mortality rates are high in areas where
HIVis still uncontrolled, and access to antiretroviral therapy is
limited. It is estimated that worldwide there are about 1 million
cases of patients with cryptococcosis and HIV annually (2).

It is known that despite intensive medical care and the avail-
ability of antiretroviral therapy, the disease has high rates of
mortality. Meningeal cryptococcosis, to take just one example,
has a three month mortality rate of 20%. The mortality rate
is estimated at 100% in the post-consultation period of two
weeks for patients who do not receive antifungal therapy (2).

Cryptococcus neoformans is a ubiquitous organism in
soils rich in bird droppings. The natural defense against this
fungus depends primarily on cell-mediated immunity in
which CD4 T lymphocytes play a central role (3).

In recent years cryptococcus neoformans has been rec-
ognized as an opportunistic and often fatal fungal infec-
tion especially for people in states of immunosuppression.
Although it is primarily a disease of the central nervous
system, it can infect a variety of organs (4).

Conditions that predispose patients to primary cryp-
tococcus infections, disseminated or otherwise, include
Cushing’s syndrome, organ transplantation, leukemia, lym-
phomas, cirrhosis and diabetes (3).

It is important to note that cryptococcus infections have
also been reported in heterogeneous groups of patients
who receive high-dose steroids, monoclonal antibodies
such as Alemtuzumab and Infliximab and/or other immu-
nosuppressants (2).

PATHOPHYSIOLOGICAL MECHANISMS

Opportunistic pathogens break the host’s line of defense
while non-opportunistic pathogens induce a fundamental
defect in the immune system or circumvent normal defense
mechanisms to infect their host (1).

Cryptococcus neoformans preferentially infects immu-
nocompromised individuals. CD4 and CD8 cells are nec-
essary for effective elimination of cryptococcus in murine
models. This suggests that it possesses virulence factors to
evade the immune system’s initial defense. Its polysaccha-
ride capsule is cryptococcus neoformans most important
and powerful virulence factor (1).

This capsule depletes complement components by bind-
ing them, but cryptococcus neoformans also produces
melanin, superoxide dismutase and mannitol which are
antioxidants that neutralize specific effector molecules of
the innate immune system. Other virulence factors include
phospholipase which destabilizes host cell membranes,
urease which alters pH, and proteinases which degrade
host proteins (1).

CLINICAL MANIFESTATIONS

Infection occurs through the respiratory route, and extra
pulmonary manifestations occur as a result of hematog-
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enous spread. While the central nervous system is most
commonly affected in symptomatic cryptococcosis, a vari-
ety of extra-neurological locations including various parts
of the gastrointestinal tract have been reported (3).

Cryptococcal infections are seen in patients with less
than 200 CD4 and are manifested in the lungs, central ner-
vous system and eyes. Pulmonary infiltrates and meningitis
are the most common (4)

Cryptococcus neoformans is the most common etiologi-
cal agent causing meningitis in patients who are immuno-
suppressed and in patients who are notimmunosuppressed.
During infection the fungus is an observed in the form of
yeast and is only occasionally seen as hyphae (filamentous

forms) or pseudohyphae (5).

GASTROINTESTINAL CRYPTOCOCCOSIS AND OTHER
DIGESTIVE DISEASES

Isolated cases of gastrointestinal cryptococcosis result-
ing from dissemination of the fungus have been reported.
Although there is now a higher incidence of the disease,
attributing gastrointestinal clinical symptoms to crypto-
coccosis is extremely unusual (4).

In HIV patients, cryptosporidium parvum and CMV are
usually the cause of gastric ulcers and inflammation, but
other organisms such as toxoplasma gondi, Leishmania
donovani, Treponema pallidum, mycobacterium avium
complex, Bartonella henselae, and Cryptococcus neofor-
mans have been involved (4).

HIV patients may have gastrointestinal symptoms due to
opportunistic infections. These are characterized by nau-
sea, vomiting, early satiety, anorexia, abdominal pain and
hematemesis. Cytomegalovirus gastritis or gastrointestinal sar-
coma may also be associated with extragastric impairment (6).

Gastrointestinal Kaposis sarcoma may be associated
with human herpesvirus-8 (HHV-8), complicates skin dis-
eases in up to 50% of patients, and mainly affects the stom-
ach. Compromise of the small intestine and colon occurs
in patients with very advanced states of immunodeficiency.
Compromise of the small intestine usually produces dis-
tention, nausea, colic, and profuse diarrhea that may be
associated with malabsorption and weight loss (6).

Most opportunistic infections in HIV patients occur
when the CD4 count less than 200. Cytomegalovirus is the
virus most commonly implicated in gastrointestinal tract
compromise in these patients. Mycobacterial infections
are also common, and coinfection has been seen in 40%
of cases. Mycobacterial infections may present as diarrhea
and/or abdominal pain (7).

One author who examined the autopsy reports of 24
patients who had been diagnosed with pulmonary or dis-
seminated cryptococcosis found that a third of them had
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evidence of gastrointestinal compromise. This affected, in
order of frequency, the colon, esophagus, stomach and small
intestine. In all eight cases there was a predisposing condition
underlying immunosuppression, and in seven of the eight
cases several other extrapulmonary sites were involved (8).

GASTROINTESTINAL COMPROMISE DUE TO
CRYPTOCOCCUS NEOFORMANS IS EXTREMELY RARE

No gastrointestinal compromise or disease was reported in
either a series of 68 pre-mortem diagnoses of patients with
cryptococcosis and AIDS or a larger series of 106 patients
with AIDS and cryptococcosis (8).

Laguna et al. have documented that over 90% of HIV
patients experience gastrointestinal symptoms at some
point during the course of their disease. Opportunistic gas-
trointestinal infections are more common in the esophagus
and intestine and less common in the stomach.

Another case that has been reported is that of a patient
with peritonitis who underwent a laparotomy which showed
jejunal perforation and was subsequently found to have
cryptococcosis in examinations of biopsies. This was a case
with an unusual clinical presentation for an HIV patient (7).

Cases in which the initial presentation of gastric crypto-
coccosis in AIDS patients was esophageal herpes have also
been reported (4).

One African AIDS patient with hematochezia was diag-
nosed with anal ulceration due to cryptococcosis (3).

ENDOSCOPIC FINDINGS AND DIAGNOSTIC METHODS
IN CASES OF DIGESTIVE CRYPTOCOCCOSIS

Lesions due to cryptococcosis and found endoscopically
have presented as nodules, ulcers and plates (7), and fine
yellowish granular mucosa may has also been described (8).

Gastric lesions may be evident endoscopically as
inflamed polyps or nonspecific erosions. Duodenal lesions
may be observed as multiple white plaques (8).

Diagnosis of gastrointestinal cryptococcosis is difficult due
to the scarcity of the fungal microorganism and failure to rec-
ognize it in biopsies since it stains positive for mucin chains (4).

Blood cultures of patients with disseminated disease are
positive in up to 50% of cases (9).

There are reported cases in which the initial presentation
of disseminated cryptococcosis was gastroduodenal cryp-
tococcosis. Gastrointestinal compromise due to cryptococ-
cus neoformans has had poor results (7).

TREATMENT

The total duration of antifungal therapy for patients like
ours who are immunosuppressed HIV patients with cryp-
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tococcemia or cryptococcosis with or without meningitis
had been determined to be 12 months. This includes an
initial 4 to 6 weeks treatment with 0.7-1.0 mg/Kg/day of
intravenous amphotericin B deoxycholate plus 100 mg/kg/
day of oral flucytosine (divided into four separate doses)
for at least for two. This is followed by fluconazole 6 mg/Kg
day (400 mg/day) for at least 8 weeks. Lipid formulations
can be substituted for amphotericin B especially in patients
with renal dysfunction or predisposition to it (2).

Another induction option is amphotericin B plus 800 mg
fluconazole daily for 2 weeks followed by 800 mg/day of
fluconazole alone for at least 8 weeks (2).

After the initial induction phase, consolidation therapy
consists of 400 mg/day of fluconazole for 8 weeks. Then
maintenance therapy of 200 mg/day of fluconazole or
400 mg/day of itraconazole should be completed over the
course of one year (2).

Antiretroviral therapy should be initiated two to ten
weeks after starting antifungal treatment. It is important to
consider stopping antiretroviral if the patient has more than
100 CD4 cells per cubic millimeter of blood and an unde-
tectable or very low viral load for three months. Restarting
maintenance antiretroviral therapy should be reconsidered
if the CD4 count falls below 100 (2).

Often unfairly ignored as a minor category of publica-
tion, case reports are a valuable educational resources
and shared reflections of our most challenging cases. Case
reports are also a great introduction for gastroenterology
residents to the world of academic publishing. These cases
inform, educate and promote debate. They are a humble
reminder that things in medicine are not always as they
seem and that diseases do not read textbooks (10).

In this particular case, it was not thought that the patient
might have digestive symptoms of fungal infection due to
the low incidence of these diseases in clinical practice and
the attribution of endoscopic findings to other infectious
and neoplastic diseases.

We consider it important to report this case because until
this case there had been no cases of esophageal or gastro-
intestinal cryptococcosis reported in Colombia. A litera-
ture review studying cases over the course of nine years
in Colombia reported 891 (95.7%) cases of neurocryp-
tococcosis, 27 (2.9%) pulmonary forms, 5 (0.5%) cases
with cutaneous lesions, two (0.2%) cases involving lymph
nodes, two (0.2%) oropharyngeal lesions and one case
(0.1%) of each of the following: clinical peritonitis, liver
lesion, and lower limb cellulite with urinary tract infection.

There were no cases of gastrointestinal compromise (11).
Similarly, according to our research and knowledge, there
have been no other cases reported in Latin America.
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