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Introduction

Amoebiasis is caused by Entamoeba histolytica and it is the 
second cause of death by parasites worldwide.1 This parasite 
infects around 480 million people per year, it is endemic in 
developing countries and tropical climates like India, Mexico, 
Central American, and South America countries such as 
Ecuador, where it causes the death of 40,000–100,000 people 
per year. Ten percent of the world population is infected, 90% 
of whom are asymptomatic while the remaining 10% can pre-
sent with symptoms like fever, bloody/watery diarrhea, and 
right upper quadrant pain. Only a small subset of sympto-
matic patients develop severe complications such as liver 
abscess and acute fulminant colitis (<0.5%–3%),2 the latter 
carrying a mortality rate up to 75%3 and presenting with signs 
and symptoms of acute abdomen.4

The E. histolytica is acquired through fecal–oral route. 
Infection occurs following ingestion of the amoebic cysts, 
usually via contaminated food or water; these cysts hatch in 
the stomach and trophozoites emerge, continuing their 

replication by binary fission in the small intestine, and 
invading the epithelium followed by migration to other 
organs (i.e., liver, lung, and brain).3,5

Case report

A 73-year-old woman, of Ecuadorian indigenous ancestry, 
was evaluated in the emergency department with 2-day 
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history of intense and diffuse colicky abdominal pain, with 
associated abdominal distension and inability to eliminate 
flatus. Initial vital signs were within normal limits and on 
physical examination was remarkable for signs of peritonism 
on the left lower quadrant of the abdomen. Paraclinical tests 
showed an increased polymerase chain reaction (307 mg/L), 
no leukocytosis (5600/mm3), no neutrophilia, no acidosis, 
and mild hypokalemia (3.3 mEq/L). Her past medical history 
included hypothyroidism, conventional cholecystectomy 
20 years prior to presentation and no prior history of colitis 
or any gastrointestinal disease. In the context of surgical his-
tory and clinical picture, we presumed an obstructive abdo-
men. Simple and contrast-enhanced tomography of the 
abdomen and pelvis did not reveal a transition zone or pneu-
moperitoneum, and demonstrated a small amount of fluid in 
Douglas sac. A stool studies did not show parasites or blood.

At this time, there was no established diagnosis; non-surgi-
cal medical treatment was initiated (i.e., analgesia, bowel rest, 
and hydration), after which the patient showed clinical improve-
ment; however, when the oral route was restarted (fourth day of 
hospitalization), the gastrointestinal disturbances recurred (i.e., 
pain, distension, and an inability to eliminate flatus).

A colonoscopy was performed on the seventh day of hos-
pitalization and reported numerous mucosal patches, ero-
sions, and edema localized at the sigmoid, descendant colon, 
and transverse colon. The lesions were biopsied and sent to 
pathology and microbiology. Sections under the microscope 
showed fragments of colonic mucosa with ulceration of the 
epithelium and a lymphoplasmacytic infiltration with eosin-
ophiles, accompanied with edema, congestion, hemorrhage, 
and parasitic bodies with phagocyted red blood cells sugges-
tive of E. histolytica trophozoites. The serum antibodies 
against E. histolytica on the seventh day of hospitalization 
were negative. With these findings, we started metronidazole 
500 mg every 8 h orally.

Unfortunately, the patient’s evolution was unfavorable, 
with gradual worsening abdominal distension and pain as 
well as feeding intolerance. The laboratory evaluation 
remained overall stable with persistent mild hypokalemia 
(3.4 mEq/L), normal renal and liver function, and down trend-
ing leukocytes (4000/mm3). Repeat abdominal tomography 
on the 14th day of hospitalization demonstrated pneumoperi-
toneum, consisting with colonic perforation (Figure 1).

An exploratory laparotomy was conducted revealing 
signs of fecal peritonitis in the left parietocolic groove, pneu-
moperitoneum, a phlegmonous descending colon, massive 
colon dilation (diameter of 10 cm), and the presence of mul-
tiple transmural perforations in the sigma, descending colon 
and transverse colon. A total colectomy with ileostomy and 
rectal stump closure were performed with no surgical com-
plications in the transoperative period (Figure 2).

The clinical course was complicated by hypotension in the 
context of sepsis that was managed in the intensive care unit 
with fluids and vasoactive drugs for 48 h. The post-operative 
antimicrobial treatment included meropenem (500 mg IV 
every 12 h for 7 days), metronidazole (500 mg IV every 12 h 
for 5 days, followed by 500 mg PO every 12 h) and tinidazole 
(2000 mg PO daily for 5 days). Another complication that 
arose was a superficial surgical site infection (7th post-oper-
ative day) due to multiresistant organisms: carbapenem-
resistant Klebsiella pneumoniae and extended spectrum 
beta-lactamase producing Escherichia coli (E. coli). The 
patient was treated with colistin (polymyxin E) (300 mg IV 
loading dose and 150 mg every 12 h for 7 days), and the 
wound was opened to heal by secondary intention with 
serial dressing changes. Patient was discharged 30 days 

Figure 1.  Simple and contrast-enhanced computed tomography 
in the late phase, axial slice at L3–L4 level. Pneumoperitoneum 
(←) is evidenced. Consisting with colon perforation.

Figure 2.  Gross specimen: transverse colon showing irregular 
hemorrhagic adenomatous mucosa with multiple ulcerative 
lesions along its entire length.
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after surgery with no other major complications, and plan for 
late closure of ileostomy.

The histopathological report of the surgical anatomic 
piece showed evidence of mucosal ulceration throughout the 
entire colon that reached the submucosa in several areas. 
Significant edema and congestion with a rich inflammatory 
infiltrate with lymphocytes, plasmocytes and numerous 
eosinophils, and macrophages in a background of abundant 
necrotic areas and granulation tissue. E. histolytica tropho-
zoites loaded with red blood cells were recognized in the 
entire bowel wall (Figure 3).

Discussion

Around 90% of the infected people with E. histolytica do not 
develop symptoms; however, a small percentage of patients 
can develop fever and dysentery. Acute fulminant amoebic 
colitis is a rare but deadly complication of invasive intestinal 
amoebiasis.

Risk factors for a complicated amoebiasis infection are: 
>60-years-old, pregnancy, lack of access of potable water and 
sanitation, use of corticosteroids, malignancy, malnutrition, 
alcoholism, and the presence of chronic disease such as diabe-
tes mellitus and chronic kidney disease.6 Additionally, in the 
context of anal sex practices outbreaks of amoebiasis have 
also been reported. Acute fulminant amoebic colitis typically 
presents with fever, severe abdominal pain, and bloody/
mucous diarrhea, toxic megacolon that ultimately complicates 
with peritonitis, bowel perforation and sepsis. Although our 
patient lives in an E. histolytic endemic area, the only risk fac-
tor for severe disease was her age, and she was presented with 
a sub-acute onset disease with no fever or other constitutional 
symptoms and a bowel obstruction picture.

The diagnosis of intestinal amoebiasis is typically made 
by serology assays and stool studies. The most sensitive 
assay is indirect hemagglutination test, although in endemic 
areas positive results could represent prior infection.7 
Microscopic examination of feces to observe cysts has low 
sensitivity (25%–60%); however, better results are obtained 
with stool culture (Robinson’s), stool real-time polymerase 

chain reaction (sensitivity 79% and specificity 96%), and 
stool antigen detection (ELISA) (sensitivity 55%–100% 
and specificity 93%–100%).3,5 In our patient, both the stool 
and serological studies were strikingly negative, which 
highlight the need of a high suspicion index of E. histolyt-
ica as the presumptive diagnosis in patients with acute 
abdomen in endemic areas. In this case the confirmation of 
the diagnosis was done after microscopic examination of 
the colon surgical specimen (Figure 3).

The treatment of amoebic colitis includes eliminating the 
cysts and trophozoites. For non-invasive disease treatment 
with intraluminal agents such as paromomycin, but for inva-
sive and extra intestinal disease, the therapy includes sys-
temic agents (i.e., metronidazole, secnidazole, nitazoxanide).3 
In our patient, oral metronidazole was initiated upon inva-
sive amoebiasis was suspected; however, no improvement 
was noted given the rapid progression into fulminant colitis 
and toxic megacolon with perforation requiring emergent 
surgical intervention with total colectomy and intravenous 
antimicrobial therapy for E. histolytic and gram-negative 
enteric organisms.

The amoebic disease can present in the form of an acute 
abdomen, mimicking appendicitis, intestinal ischemic dis-
ease, tuberculosis, or malignancy.8 An important differential 
diagnosis is inflammatory bowel disease, although this is 
more common in people between the ages of 15 and 30, with 
history of colitis and gastrointestinal disturbances.9 The 
endoscopic and histological distinction between inflamma-
tory bowel disease and amoebic colitis is difficult; however, 
the presence of trophozoites loaded with red blood cells is 
pathognomonic of invasive disease.10

Amoebic colitis can evolve into a megatoxic colon and 
perforation of the intestines, with the development of septic 
shock as in this case.11,12 Tomography is the imaging method 
of choice for the diagnosis and assessment of its complica-
tions. Findings include thickening of the colonic wall, intes-
tinal pneumatosis, and pneumoperitoneum if there is 
perforation.13

Fulminant amoebic colitis usually requires prompt surgi-
cal intervention, the extent of the procedure depends on the 

Figure 3.  Microscopic slice of the colonic wall with foci of mucosal ulceration that in areas reaches the submucosa (←), with edema 
and congestion. Parasitic forms corresponding to Entamoeba histolytica trophozoites (*).
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characteristics of the patient and the severity of the disease.2 
When there is colonic perforation, as in our case, the reported 
mortality rate is up to 75%.3

Conclusion

Amoebiasis is prevalent around the globe, it is endemic in 
several developing countries, especially in areas with poor 
sanitation. Thus, we should consider this pathogen when 
evaluating recent immigrants and travelers from those 
geographic locations and populations at risk. Amoebic 
colitis should be considered among the differential diagno-
ses of acute abdomen and a high index of suspicion is nec-
essary to face this pathology, as not all patients present 
with the typical signs and/or symptoms like fever and dys-
entery. Education and promotion of essential sanitization 
practices that break the fecal–oral transmission route are 
necessary to control this disease and should be coupled 
with surveillance programs in endemic areas. Additionally, 
a thorough history and physical examination along with a 
risk factor analysis for each patient are of utmost impor-
tance for an appropriate and timely diagnosis and treat-
ment, especially in the context of rare complications of 
endemic diseases.
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