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ORIGINAL INVESTIGATION

Invasive Amebiasis as an Emerging Parasitic Disease
in Patients With Human Immunodeficiency Virus

Type 1 Infection in Taiwan

Chien-Ching Hung, MD; Hung-Yin Deng, PhD; Wei-Hung Hsiao, MS; Szu-Min Hsieh, MD; Chin-Fu Hsiao, PhD;
Mao-Yuan Chen, MD; Shan-Chwen Chang, MD, PhD; Kua-Eyre Su, PhD

Background: Whether risk of invasive amebiasis due
to Entamoeba histolytica is higher among human immu-
nodeficiency virus (HIV)-infected persons than unin-
fected persons remains unclear, although intestinal colo-
nization by Entamoeba dispar is common among men who
have sex with men. Our objective was to determine the
prevalence of invasive amebiasis and intestinal coloni-
zation by E histolytica and E dispar in HIV-infected per-
sons and uninfected controls.

Methods: We assessed the prevalence of invasive ame-
biasis by case review of 951 HIV-infected persons and
by serologic studies of 634 of the 951 HIV-infected per-
sons, 429 uninfected controls with gastrointestinal symp-
toms, and 178 uninfected healthy controls using indi-
rect hemagglutination antibody assay. We assessed the
rate of intestinal colonization by E histolytica and E dis-
par by fecal antigen and polymerase chain reaction tests
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Results: Forty-nine (5.2%) of 951 HIV-infected per-
sons had 51 episodes of invasive amebiasis. A high in-
direct hemagglutination antibody titer was detected in
39 (6.2%) of 634 HIV-infected persons compared with
10 (2.3%) of 429 uninfected controls with gastrointes-
tinal symptoms and 0 of 178 uninfected healthy con-
trols (P<<.001). Stool specimens from 40 (12.1%) of 332
HIV-infected persons and 2 (1.4%) of 144 uninfected
healthy controls were positive for E histolytica or E dis-
par antigen (P<<.001). Ten (25.0%) of the 40 antigen-
positive stool specimens from HIV-infected persons con-
tained E histolytica.

Conclusion: Persons infected with HIV in Taiwan are
atincreased risk for invasive amebiasis and exhibit a rela-
tively high frequency of elevated antibody titers and in-
testinal colonization with E histolytica.
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Variable (No. of data available)

N (%) or Median
(range)

Route of HIV transmission (67)
Homosexual/bisexual

| Heterosexual

Age at diagnosis (65)

CD4 at diagnosis (56)

PVL at diagnosis (log,o copies/ml)* (40)
HAART use at diagnosis* (65)

— Clinical presentation
; Fever (63)

‘ Diarrhea (65)
Watery stool (62)
Dysentery (63)

57 (85.1)

10 (14.9)
34.0 (21-72)
198.0 (1-294)
5.0 (1.7-6.1)
11 (16.9)

45 (71.4)
46 (70.8)
31 (50)

13 (20.6)
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