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INTRODUCTION

Entamoeba histolytica is an extracellular enteric protozoan
with a preference for the large intestine and is responsible
for approximately 10% of all Entamoeba infections world-
wide, with the remaining 90% attributed to other species.
Its identification dates back to the 19th century when Lamb
first described it. Later, L6sch named the organism Amoeba
coli and demonstrated its ability to cause colonic ulceration
and dysentery”. In 1883, Koch identified amoebas in an
ulcerated human intestine, but it was not until 1903 that
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Abstract

Intestinal amebiasis is an endemic disease in developing cou-
ntries caused by the protozoan Entamoeba histolytica. It is
typically asymptomatic, but in rare cases, it can present with
severe manifestations. This is the case of a 30-year-old female
patient who, two days after undergoing open appendectomy,
developed rectal bleeding and abdominal pain accompanied
by signs of hemodynamic instability. Colonoscopy revealed
multiple necrotic ulcers in the mucosa with abundant clots. The
patient experienced clinical deterioration, persistent bleeding,
and signs of peritoneal irritation, necessitating exploratory lapa-
rotomy. Intraoperative findings included hypoperfused colon and
cecal perforation, requiring total colectomy. Histopathological
analysis confirmed acute severe ulcerative colitis caused by E.
histolytica.

Keywords
Gastrointestinal bleeding, hematochezia, Entamoeba histolyti-
ca, amoebic dysentery, colectomy.

Schaudinn coined the term Entamoeba histolytica due to its
capacity to cause tissue lysis(?).

Intestinal infection caused by E. histolytica is referred to
as amebiasis, which ranks among the top three parasitic
infections leading to death worldwide®. Approximately
90% of amebiasis cases are asymptomatic, while 10% result
in invasive disease. However, its effects are not confined to
the intestine; it can also cause extraintestinal disease, such
as hepatic abscesses, pneumonia, pericarditis, and even
cerebral amebiasis, although extraintestinal manifestations
account for less than 1% of cases®.
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CASE PRESENTATION

We report the case of a 30-year-old female patient with no
known medical history who, two days after undergoing
an open appendectomy, developed multiple episodes of
profuse rectal bleeding, accompanied by general malaise
and diffuse abdominal pain. Upon admission to the emer-
gency department, she was in poor condition, presenting
with tachycardia, dehydration, and generalized pallor.
Laboratory tests revealed leukocytosis (26,750 cells/uL)
predominantly due to neutrophils, hemoglobin of 9.5 g/
dL, platelet count of 225,000/uL, blood urea nitrogen
(BUN) of 9.0 mg/dL, serum creatinine of 0.5 mg/dL, and
normal coagulation times.

A total colonoscopy was performed (Figure 1), which
revealed multiple mucosal ulcerations with necrosis, clots,
and patchy ulcerations in the rectum, descending colon, and
transverse colon, with diffuse bleeding that could not be con-
trolled endoscopically. Following the procedure, the patient
experienced significant rectal bleeding, prompting an abdo-
minal CT angiography, which showed irregular, concentric
mural thickening of the cecum and ascending colon without
evidence of contrast extravasation. Due to the persistence of
bleeding and a hemoglobin drop to 6.9 g/dL, an abdominal
aortogram was performed. At the level of the right hypogas-
tric artery, contrast extravasation was observed in the distal
branch, leading to endovascular embolization of the affected
vessel. Initial differential diagnoses included severe ulcera-
tive colitis and ischemic colitis, which were rapidly ruled out
based on the clinical presentation and the absence of relevant
medical history or risk factors.

Figure 1. Ischemic colon with multiple ulcerations, mucosal denudation,
and abundant clots observed during colonoscopy. Author’s File.
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The patient had a torpid clinical course despite the
treatment provided. Due to the development of signs of
peritoneal irritation, an exploratory laparotomy was perfor-
med, revealing peritonitis in the right two quadrants, along
with a hypoperfused and pale colon and a perforation in
the cecum. A total colectomy was performed (Figure 2),
and the patient completed her recovery in the intensive
care unit (ICU), where vasopressors and invasive mechani-
cal ventilation were successfully discontinued. Pluralibacter
gergoviae was isolated from the peritoneal fluid culture,
while blood cultures were negative. She was treated with
meropenem, and due to her favorable clinical progression,
she was discharged from the hospital with an ileostomy.
However, one week later, the patient was readmitted due
to worsening abdominal pain, accompanied by nausea
and fever. A review of the colon pathology report revealed
severe, perforating acute colitis caused by Entamoeba his-
tolytica, along with acute suppurative peritonitis (Figures
3 and 4). The Infectious Disease team recommended
treatment with intravenous (IV) metronidazole 750 mg
every eight hours for ten days, followed by oral (PO) paro-
momycin 500 mg every eight hours for seven days, resul-
ting in the patient’s full recovery.

Figure 2. Total colectomy. The ischemic colon is shown with
fibrinopurulent membranes, multiple necrotic areas, and perforations.
Author’s File.

DISCUSSION

Acute lower gastrointestinal (GI) bleeding, historically
defined as bleeding originating below the ligament of
Treitz, has been reclassified to distinguish it from bleeding
originating in the midgut. It is now limited to bleeding
that arises from the colon, rectum, or anus®9. Its defini-
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Figure 3. Abundant acute inflammatory infiltrate and multiple
Entamoeba histolytica trophozoites (black arrows). Hematoxylin and
eosin stain of a colon biopsy section at 10x magnification. Author’s File.

Figure 4. Abundant acute inflammatory infiltrate and a trophozoite
of Entamoeba histolytica with erythrophagocytosis (black arrow).
Hematoxylin and eosin stain of a colon biopsy section at 10x
magnification. Author’s File.

tion, which is somewhat arbitrary, refers to recent onset
within a period of fewer than three days®. Acute lower GI
bleeding has an incidence of 20 to 30 cases per 100,000
person-years and accounts for 20% of all GI bleeds'”. It is
most commonly associated with colonic sources, such as
diverticulosis or angiodysplasia®, and over 80% of cases
resolve spontaneously®®. Clinically, it often presents as
hematochezia, though melena may occur less frequently.
Advanced age and comorbidities are linked to higher mor-
bidity and mortality®.

Diverticular disease is the leading cause of acute lower
GI bleeding, accounting for 30% to 65% of cases®. This is
followed by ischemic colitis (5% to 20%), which generally
affects elderly patients with cardiovascular risk factors(®”;
hemorrhoids (5% to 20%), more common in younger indi-
viduals®®”; colorectal polyps and neoplasms (2% to 15%);
angiodysplasia (5% to 10%), which is more prevalent in
those over 60 years®”); and inflammatory bowel disease
(3% to 5%)©. Infectious colitis is one of the least common
causes, accounting for only 2% to 5% of cases®.

The first-line diagnostic tool is colonoscopy, which can
provide a definitive diagnosis in 74% to 100% of cases. It
also allows for a more precise description of the lesion,
even in the absence of active bleeding, and in many cases
facilitates therapeutic intervention'?. The timing of colo-
noscopy remains a subject of debate. Although urgent or
early colonoscopy (within 6 to 12 hours) has been shown
to improve diagnostic yield and shorten hospital stays, it
does not significantly affect major outcomes, such as mor-
tality!”, compared to elective colonoscopy (performed
within 36 to 60 hours) 1%V,

Additional studies, such as CT angiography, are reserved
for hemodynamically unstable patients in whom active blee-
dingis suspected, as it provides a rapid and minimally invasive
method to localize the bleeding site and guide subsequent
endoscopic or radiological therapy. If a positive finding is
observed, catheter angiography can enable embolization of
the responsible vessel, thus avoiding emergency laparotomy
whenever possible('?, as was the case in our patient.

Bleeding caused by infectious colitis typically presents
as acute diarrhea (lasting fewer than 14 days) with blood
in the stool, often in the context of recent travel to ende-
mic areas or consumption of contaminated food”'?). This
diagnosis is made when an invasive or non-invasive patho-
gen triggers diffuse mucosal inflammation of the colon.
Infectious colitis should be suspected in patients with
acute diarrhea, particularly when they present with hea-
vily blood-stained stools, tenesmus, urgency, or evidence
of fecal inflammatory markers. The diagnosis is confirmed
when diffuse colonic inflammation is observed during
colonoscopy". Given that Latin America is considered
an endemic region for E. histolytica, the presence of bloody
diarrhea in this context should prompt clinicians to actively
investigate for this pathogen'¥.

Amebiasis is a common parasitic infection in many tro-
pical and subtropical regions of the world, particularly in
areas with poor sanitation. It can present in various forms:
asymptomatic infection (90%), non-invasive symptomatic
infection (6%-8%), and acute amebic colitis (dysentery)
(19), Nearly all infections are acquired through the consump-
tion of food or water contaminated with feces containing
cysts, a scenario that is relatively frequent in developing
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countries*!%), Less common transmission routes include
oral-anal sexual contact and contaminated endoscopes or
enema devices!'®).

Amebic cysts enter the human intestinal lumen and
produce trophozoites capable of invading intestinal
epithelial cells"”. This process involves the parasite’s Gal/
GalNAc lectin binding to the galactose (Gal) or N-acetyl-
D-galactosamine (GalNAc) carbohydrates of the host
cell membrane'®). After adhering to mesothelial cells, the
amoeba employs cytotoxic mechanisms to induce cell
death and tissue invasion, including apoptosis, phagocyto-
sis, and trogocytosis*??). In rare cases (<0.5% of cases),
fulminant necrotizing amebic colitis occurs, leading to
gangrenous necrosis of the large intestine. The mortality
rate for this condition is extremely high, ranging from 55%
to 100%, with secondary sepsis due to perforation-related
peritonitis being the leading cause of death!?.

In our patient’s case, the preceding episode of appendicitis
raises the suspicion that the accumulation of parasites may
have triggered acute inflammation of the appendix, even
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