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tes? If 56, Wthh nonpathogemc parasmes could it be

‘regar mg the stool consmtency (formed ,_'ermsohd
uld yo suspect the consrstency of thlS pat:ent s'stool fo

3. Whlch nonpathogem_ parasite is mor hologlcaHy 1nd1st1ngu1shable from, thxs
parasite? Whar characteristic | can be used to dszerentlate pathogemc frorn s
nonpathogemc specxes of this parasn:ep

4. Is thls parasrte capable of ausmg extramtestmal mfectlon? Explam
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6. What Iaboratory techmques are recommended to diagnose infection Wlth thzs
para51te>

7. Should tlus patlent be treated’ HowP
8. Discuss the pathogene31s of ameb;asrs
9. Describe the life cycle of th15 paras1te
10, DISCUSS the ep1dem1ology of th1s mfectlon

11. Discuss the prevennon aud control of amebiasis.
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A 25-year-old woman had recently returned from a trip to the
C ase 2 Rocky Mountains, She had been traveling with a group of
campers, who had obtained their drinking water from a lake. A
few days after returning home, she presented to her internist suffering from profuse -
watery diarrhea, Crampy epigastric pain, and foul- ' :
smelling flatulence, She discovered that most of the
other campers had reported symptoms simjlar to
her own.

Three stool specimens were submitted for labora-
tory analysis. All specimens were negative for
enteric bacterial pathogens, and two were also neg-
ative for parasites. Since the specimens for ova and
parasites were received in vials containing the
preservatives polyvinyl alcohol and 10% formalin,
1o wet mounts were made to detect motility. A per-
manent trichrome stain revealed rare, oval proto-
zoan trophozoites, measuring 9 to 20 wm in length
and 5 to 15 pum in width. The broad anterior end
of each trophozoite contained a concave area which
covered half the ventral surface. The structure of
this parasite gave the overal appearance of a “smil-
ing face” (Fig. 2.1). Rare cysts, having four nuclei,
and characteristic median bodies and longitudinal
fibers were also seen. Typical cysts are demonstrat-
ed in Fig. 2.2,

QUESTIONS

1. Which protozoan parasite is causing the
camper’s infection? Which form of this parasite is
infectious? :

2. How is this parasite transmitted?

3. How can this infection be controlled and
prevented?

4. How does this parasite attach itself to the intestinal wajl? Which condition
might result as a consequence of this attachment? P

How is this infection treated?

Describe the life cycle of this parasite,

How is the laboratory diagnosis of this infection made?

3.

6,

7. Describe the pathogenesis of this infection,
8.

9.

Discuss the epidemiology of this infection,

10. How does the structure of these trophozoites account for the “smiling-face”
appearance? -

CAsE2 = 7




A 25-year-old Amencan homosexual man was seén in the emer—
gency room for bloody diarrtiea and crampy.abdommal pain of
several weeks’ duratiofi and’ was. treated based on the results of
laboratory studies. His symptoms resolved and i
he appeared to make a fuJI recovery

fever, fatigue, and abdommal pam in the'nght
upper ﬁuad.rant. Laboratory studles cveales

6. What risk to the panent exists in performance of a trgica
a hver aspxrate> '
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A 43-year-old man had recently returned from a month-long trip -
C se 8 to New Guinea, where he visited his uncle, who was. a pig
farmer. He had been suffering from abdominal pain and severe, -
watery, nonbloody diarrhea since returning to the United States from the tnp He' -
vmted his family physician in search of a diagnosis. : :

Since his symptoms were consistent with a diagnosis of dysentery, stool specunens'.-":
were sent to the laboratory for culture for bacterial pathogens, including Shigella.
dysenteriae, which causes bacillary dysentery, and a routine examination for in="
testinal parasites, including Entamoeba histolytica, which causes amebic dysentery '
The culture was negative for enteric bacterial pathogens. The permanent trichrome-
stained smear was negative for parasites. However, a moderate nurhber of large.‘ '
bean-shaped ciliated trophozoites were seen microscopically on the wet preparatlon' S
made from the concentrated stool specimen. A typical para51te is shown in Fxg 8.1

Figure 8.1

' QUESTIONS

1. Which protozoan parasite would fit the morpholog1cal descnpt:on of the
parasite observed in the microscopic wet mount? What is this conditlon called?

2. Describe the appearance of characteristic tfophoi_o_if_:cs"qf_this' 'pé'ré;Sité

3. Describe the appearance of characteristic cysts of th15 para51te.

4, Why do you think the permanent trichrome stained smear was negatwe for thi
parasite? SRR



Case 28 181

Explain why it is likely that this patient’s disease process is infectious.

mk and : What two parasitic agents are likely to cause the type of infection seen
ume on in this patient? Briefly describe the epidemiology of each. Which is
to pre- more likely in this particular patient? Why? What risks would aspira-
Te had : tion of the liver lesion caused by these agents pose to the patient?

1g over This patient denied having any nausea, vomiting, or diarrhea. Is this
typical for the type of infection this patient has? What is the likelihood

1 stool ) . IR L
tool, of finding the organism causing his liver process in this patient’s feces?

Briefly describe the virulence factors produced by this organism that

(s tem- ; . :
are responsible for the tissue damage it causes.

Irt rate :
20 em One of the observatons made about Intestinal tract infections with

this agent js that up to 90% are asymptomatic. What new information

nt and concerning this genus may explain that finding?

shonu- Why is serologic testing the typical way in which this infection is diag-

within nosed? What other techniques have been shown to be of valge in diag-
L ring- nosing this infection?
o days '
s later
sior to
it no
Jative.
1, had
108pi-
c test
caus-




180 Gastrointestinal Tract Infections

This 19-year-old Mexican man presented to the-watkis
complaining of a 5-day history of severe right-sided flank and
right upper quadrant pain. He stated that the pain came on
suddenly and got much worse over the few days prior to pre-
sentation. The pain was most severe on inspiration. He had
some chills but denied fevers. He was anorexic, not having eaten anything over
the preceding 24 hours. He denied vomiting, diarrhea, nausea, blood in stool,
or shortness of breath.

On physical examination, he was flushed and mildly diaphoretic. His tem-
perature was 37.5°C, his blood pressure was 153/75 mm Hg, and his heart rate
was 102/min. Physical examination was significant for hepatomegaly of 20 cm
with diffuse tenderness and guarding, greatest in the right upper quadrant and
flank. His white blood cell count was 16,900/ul with 13,100 polymorphonu-
clear leukocytes (PMNs) per pl. Otherwise, his laboratory findings were within
normal limits, Computed tomography (CT) of his abdomen showed a ring-
enhancing lesion in the liver that on admission was 2.9 by 2.5 cm. Two days
later the lesion had grown to 4 by 3.4 cm. A drain was placed. Three days later
the lesion measured 4.3 by 4.1 cm, and the drain was found to be posterior to
the lesion. An aspirate from the lesion had 1+ PMNs on Gram stain, but no
organisms were seen. Bacterial and fungal cultures of his aspirate were negative.

He was treated with antibiotics, had progressively less fluid drained, had
decreasing right upper quadrant pain, and was discharged on the eighth hospi-
tal day. He was never febrile throughout his hospital course. A serologic test
revealed the etiology of his infection. Figure 1 shows what the organism caus-
ing this patient’ infection looks like in stool specimens.

Figure 1




