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Sandra Cecı́lia Botelho Costa,7 Milton Larrondo,8 Verónica Francalancia,1 Fernando Landreau,1

and Miguel Angel Bartomioli5

1Departamento Virologı́a, Instituto Nacional de Enfermedades Infecciosas-ANLIS Dr. Carlos G. Malbrán, Buenos Aires,
Argentina
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Human herpesvirus-8 (HHV-8) causes Kaposi’s
sarcoma (KS) and lymphoproliferative disorders
in both HIV-infected and uninfected patients.
HHV-8 has a worldwide occurrence but infection
rates vary according to a combination of geo-
graphic and behavioral risks. The main transmis-
sion route seems to be sexual, nevertheless,
nasal secretions, saliva, blood, and organ graft
have been proposed. HHV-8 was postulated as a
new infectious agent for screening in blood
donors. The aim of this study was to evaluate
the prevalence of antibodies against HHV-8
antigens in blood donors of South America.
Serum samples from 2,470 blood donors from
Argentina, Brazil, and Chile corresponding to five
geographic regions were studied by indirect
immunofluorescence assay (IFA). Seropreva-
lence rate was 3.7% (92/2,470; 95% CI 2.9–4.5) in
the entire blood donor population distributed
as follows: Argentina, 4.0% (Buenos Aires city,
4.3%; Bahia Blanca, 2.4%; and Córdoba, 4.0%),
Campinas (Brazil), 2.8%; and Santiago de Chile,
3.0%. There was no difference (P>0.05) between
men and women or age related, except in Brazil
where positive cases were 30–49-year-old males.
The present study, which includes different
geographical areas of multiple countries from
South America, has not been done before. The
results show similar prevalence rates among the
studied zones corresponding to low-prevalence
regions. South America is a large sub-continent

with a wide spectrum of population and geogra-
phical characteristics, thus, more HHV-8 preva-
lence studies should be necessary to establish
possible regional differences. J. Med. Virol.
72:661–667, 2004. � 2004 Wiley-Liss, Inc.
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INTRODUCTION

Human herpesvirus-8 (HHV-8) also known as Kaposi’s
sarcoma (KS) herpesvirus is the most recently discov-
ered HHV [Chang et al., 1994]. HHV-8 DNA has been
detected in all forms of KS: classical, endemic, post-
transplantation, AIDS associated [Boshoff et al., 1995;
Dupin et al., 1995; Moore and Chang, 1995; Luppi et al.,
2000], and also in multicentric Castleman disease as
well as primary effusion lymphoma (PEL), in both HIV-
infected and uninfected patients [Nador et al., 1996;
Carbone et al., 1996]. HHV-8 is known to have a
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worldwide occurrence but infection rates vary according
to a combination of geographic and behavioral risk
factors [Cottoni et al., 1996; Kedes et al., 1996; Freitas
et al., 2002]. Prevalence of HHV-8 infections in HIV
negative people are high in Central and Southern Africa
(>50%), intermediate in Mediterranean, Eastern Eur-
opean, and Caribbean countries (5–20%), and low in
most of Asia, North America, and Northern Europe (0–
5%) [Moore, 2000]. However, regional differences have
been reported. In Asia, geographic pockets with lower or
higher (1.4–46.6%) prevalences were found [Huang
et al., 2000; Dilnur et al., 2001; Satoh et al., 2001]. In
Europe, frequencies from 3.0 to 35% have been reported
[Gambus et al., 2001; Preiser et al., 2001; Santarelli
et al., 2001]. The overall HHV-8 seroprevalence in the
United States is low [Gao et al., 1996; Simpson et al.,
1996] but in blood donors from Texas it is substantially
higher (15.0%) [Baillargeon et al., 2001]. HHV-8 is
endemic in Africa (40–60%), in sub-Saharan areas, the
intersection between the HHV-8 endemic and the HIV
epidemic has resulted in KS becoming the most common
adult malignancy in many areas [Moore, 2000]. In
Central and South America, the prevalence of HHV-8
antibodies in blood donors has not been established yet.
Indeed, most studies carried out to date have focused on
high-risk populations [Sosa et al., 1998; Zhang et al.,
1998; Biggar et al., 2000]. Epidemiological studies
indicate that the main transmission route is sexual
[Kedes et al., 1996; Cannon et al., 2001; Challine et al.,
2001]. Nevertheless, non-sexual routes involving nasal
secretions, saliva, blood, and organ graft have been
proposed [Blackbourn et al., 1997; Luppi et al., 2000;
Rezza et al., 2000; Vitale et al., 2000; Cannon et al., 2001;
Challine et al., 2001; Sosa et al., 2001; Barozzi et al.,
2003]. HHV-8 was postulated as a new infectious agent
for screening in blood donors, thus, larger population-
based studies would be necessary to estimate HHV-8
infection across different geographic regions of the
world blood supply [Engels et al., 1999; Baillargeon
et al., 2001; Hladik et al., 2003; Pellet et al., 2003]. The
aim of this study was to evaluate the prevalence of
antibodies, immunoglobulin G (IgG) class against HHV-
8 lytic and latent antigens, in blood donors from five
geographic regions of South America.

MATERIALS AND METHODS

Collection of Serological Specimens

Blood donor sera. Serum samples from 2,470
volunteer blood donors from Argentina, Brazil, and
Chile corresponding to five geographic regions were
studied between January 2000 and December 2002.
Specimens were obtained from 1,793 men and 677
women who had passed the standard donor medical
and behavioral screening. The mean age was 36 years
(range 17–76 years). Sera were routinely tested for
HBV, HCV, HIV, HTLV-I/II, syphilis, brucellosis, and
Chagas and preserved at �208C. All samples were sent
to the Virology Department at the Instituto Nacional de
Enfermedades Infecciosas-ANLIS Dr. C.G. Malbrán,

Buenos Aires, Argentina, where assays for HHV-8 were
carried out independently from routine tests results.
Other recorded blood donor data included place of birth
and current address; patient–blood donor relationship
data were obtained only at the Hospital F. Muñiz from
Buenos Aires city.

Blood donors from Argentina. A total of 1,859 serum
samples were obtained from three different geographic
regions: Buenos Aires city, Bahı́a Blanca city (southern
city of Buenos Aires province), and Córdoba city (capital
city of Córdoba province, central region of Argentina).
Sera from Buenos Aires city (868) were collected at
Hospital F. Muñiz and at Hospital Británico. Sera from
Bahı́a Blanca (256) came from the blood bank of Hospital
Privado del Sur. Serum samples from Córdoba (735)
came from the blood bank of the Provincial Ministry of
Health which comprised 14 hospitals from Córdoba city
and surrounding areas.

Blood donors from Brazil. There were 319 sera col-
lected from Campinas and surrounding cities at the
Hemocentro da UNICAMP, Campinas, São Paulo.

Blood donors from Chile. Samples from Chile (300)
came from the blood bank of the Hospital Clı́nico J.J.
Aguirre, Universidad de Chile, Santiago de Chile.

Positive and negative control sera. Serum sam-
ples from 15 non-febrile children aged 3–8 years without
history of KS or HIV-infected relatives, attending at
Surgery and Traumatological Services from Buenos
Aires city, were tested by indirect immunofluorescence
assay (IFA), pooled and used as negative controls. Sera
from 57 KS patients (49 male, eight female; aged 18–
89 years), including 49 HIVþ, three classical, four post-
transplantation, and one PEL [Pérez and Rudoy, 2001],
attending at Hematology and Dermatology Services
from Buenos Aires hospitals were HHV-8-IFA tested.
Positive samples were pooled and used as controls. All
KS diagnoses were confirmed by histological examina-
tion and PCR of KS biopsy samples [Chang et al., 1994].

Cell Culture

The HHV-8 positive and Epstein–Barr Virus (EBV)
negative, BCBL-1 cell line (AIDS Research and Refer-
ence Reagents Program, National Institutes of Health,
Bethesda, MD) was cultured in RPMI 1640 (Hyclone,
Road Logan, UT) supplemented with 10% fetal bovine
serum (FBS) (Gibco, Grand Island, NJ), 2 mM L-
glutamine (Sigma, St. Louis, MO), 5� 10�5 M b-
mercaptoethanol, and 10 mM HEPES (Sigma). Two
B-cell lines from Burkitt lymphoma, P3HR1 (American
Type Culture Collection, Rockville, MD) and Ramos
(courtesy from Dr. B. Koziner, Oncolab, Buenos Aires),
both HHV-8 negative cells, were cultured and assessed
for use as controls. The EBV producer cell line P3HR-1
was maintained in RPMI 1640 10% FBS, 1.0 mM sodium
pyruvate (Gibco), and 2 mM L-glutamine (Sigma). The
EBV negative Ramos cell line was cultured in RPMI
1640 media supplemented with 2-mM L-glutamine
(Hyclone) and 10% FBS. All cell lines were cultured at
378C in 5% CO2 atmosphere and mycoplasma tested by
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PCR [Harasawa et al., 1993] and Höechst stain [Chen,
1977]. Mycoplasma free cell lines, BCBL-1 and P3HR1
were subcultured 1:4 and Ramos 1:8 once a week.

Indirect IFA

An IFA was developed using BCBL-1 cells. Lytic
replicative cycle of HHV-8 in BCBL-1 cells was induced
by incubating 106 cells/ml with 20 ng of the phorbol ester
12-O-tetradecanoylphorbol-13 acetate (TPA) (Sigma)
[Renne et al., 1996] for 4 days. Induced cells were
collected, washed three times in phosphate-buffered
saline (PBS) (pH 7.4), and spotted in a density of 400–
600 cells/mm2 onto microscope multiwell slides. Smears
were air dried in a laminar flow cabinet and fixed at
�208C for 20 min with coldacetone (Merck, Buenos Aires,
Argentina). Slides of non-induced Ramos cells were
prepared as described and used as antigens. IFA was
performed as previously described [Cattani et al., 1999]
using 1:40 dilutions of test samples, positive and
negative controls in PBS supplemented with 1% low-
fat milk. Serum samples were scored to be positive if
specific fluorescence was visible on BCBL-1 cells with-
out apparent reactivity on Ramos cells. To adsorb EBV
cross-reactive antibodies, positive samples were treated
with TPA induced P3HR1 cells as previously described
[Moore et al., 1996] and were tested on BCBL-1 cells by
IFA. Serum from a HHV-8 positive blood donor with an
IgG titer for EBV-Viral Capsid Antigen (VCA)>1:1,000,
was used as an adsorption control. IFA using slides
coated with P3HR-1 expressing EBV-VCA (BION
Enterprises, IL), was performed before and after
adsorption. A significant loss of EBV antibody titer
would indicate a successful adsorption.

Statistical Analysis

The results were expressed as percentages and pro-
portions (positive/total). The prevalence of anti-HHV-8
was expressed as percentages together with 95% con-
fidence intervals (CIs). Data were analyzed using the
STATISTICA 6.0 version (StatSoft, Inc., Tulsa, OK).
The relationships between categorical variables were
tested by means of chi-square and Fisher exact test
when necessary. Significance was defined as P<0.05.

RESULTS

Seroprevalence was 3.7% (92/2,470) in the entire
population. Results are summarized in Table I. Figure 1
shows geographical distribution of the prevalence
rates in the studied regions. There was no difference
(P>0.05) between men and women in four of five
regions. In Brazil, all positive cases were male. No
significant differences were found between age and
seropositivity (P> 0.05). Table II shows age distribution
of HHV-8 positive cases for each blood bank. Only 9/92
(9.8%) HHV-8 positive sera were reactive to other
infectious agent as is shown in Table III. Current
address and place of birth data showed that more than
85% of blood bank donors from Brazil, Chile, Córdoba,
Bahı́a Blanca, and Hospital Británico had life-long
residence corresponding to their blood bank area.
Meanwhile only 8% of Hospital F. Muñiz donors
remained in Buenos Aires city and the rest had moved
from another Argentinean provinces or neighbor coun-
tries. Regarding to patient–blood donor relationship at
the Hospital F. Muñiz, 98% of donors were patient’s
relatives or friends.

A tenfold EBV antibody titer decrease was observed
in the EBV adsorption control serum without loss of
reactivity on BCBL-1 cells. None of the samples scored
as HHV-8 positive was negative after P3HR-1 adsorp-
tion. Five sera were reactive against Ramos cells and
were excluded. All children sera were negative (15/15)
and the 57 KS serum samples were HHV-8 seropositive
by IFA.

DISCUSSION

Soon after discovery of HHV-8 in KS tissue [Chang
et al., 1994], it was found that almost all patients with
KS have HHV-8 antibodies [Gao et al., 1996; Kedes et al.,
1996; Lennete et al., 1996; Simpson et al., 1996], usually
with relatively high titers [Chatlynne et al., 1998;
Rabkin et al., 1998; Gambus et al., 2001]. Detection of
asymptomatic HHV-8 infection has been much more
problematic. Efforts to develop accurate serologic test to
diagnose HHV-8 infection have been hampered by a
number of factors, including an incomplete understand-
ing of the viral proteins that may serve as potential

TABLE I. Prevalence of Human Herpesvirus-8 (HHV-8) Antibodies According to Gender and Blood Bank

Country Blood bank

Number of seropositive sera/number tested (%)a,b

Male Female Total 95% CI

Argentina Hospital Británico, Buenos Aires 4/222 (1.8) 2/96 (2.1) 6/318 (1.9) 0.4–3.4
Hospital F. Muñiz, Buenos Aires 21/386 (5.4) 16/164 (9.8) 37/550 (6.7)c 4.6–8.8
Bahı́a Blanca 4/156 (2.6) 2/92 (2.2) 6/248 (2.4) 0.5–4.3
Córdoba 21/601 (3.5) 4/134 (3.0) 25/735 (3.4) 2.1–4.7
Total of Argentina 50/1,365 (3.6) 24/486 (4.9) 74/1,851 (4.0) 3.5–6.4

Brazil Campinas 9/233 (3.8) 0/86 (0.0) 9/319 (2.8) 1.0–4.6
Chile Santiago de Chile 5/195 (2.6) 4/105 (3.8) 9/300 (3.0) 1.1–4.9

Total 64/1,793 (3.6) 28/677 (4.1) 92/2,470 (3.7) 2.9–4.5

aAll sera were tested by immunofluorescence assay (IFA), seropositivity was scored at 1:40 dilutions.
bNo significant differences were found between men and women (P> 0.05) except in Brazil where all positives were males.
cThere are significant differences (P< 0.05) between Hospital Muñiz and the rest of the investigated blood banks.
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targets for serologic assays, a lack of well-characterized
infected and uninfected subjects with whom to test
the assay and wide geographic and demographic varia-
tions in the prevalence of HHV-8 infection. In inter-
laboratory comparisons, using standard panels of
samples from the general population [Rabkin et al.,

1998], all laboratories generally detected antibodies in
KS patients, but there was much less agreement about
results in asymptomatic persons. [Casper et al., 2002;
Pellet et al., 2003]. Many serosurveys indicate that
HHV-8 antibody prevalence has a great variability in
different geographic areas worldwide. In Asia, the
seropositivity rate of the general population is 1.4%
[Satoh et al., 2001] in Japan, 19.2% in Taiwan [Huang
et al., 2000], and 46.6% in the Xinjiang area, China
[Dilnur et al., 2001]. In Europe, the seroprevalence rate
in German blood donors (3.0%) is similar to that found
previously in Western European countries [Preiser
et al., 2001]. Meanwhile among all Italian donors,
24.1% had antibodies, but regional differences [Calabro
et al., 1998; Santarelli et al., 2001] and age distribution
in seroprevalence agreed with classic KS incidence
[Calabro et al., 1998]. In Spain, prevalence is higher
(6.5%) than in Northern Europe and the United States
[Gambus et al., 2001] where a low rate was found
[Lennete et al., 1996; Edelman et al., 2000]. The
exception is Texas where prevalence is substantially
higher (15.0%) [Baillargeon et al., 2001; Hudnall et al.,
2003]. In Central and South America, the prevalence of
HHV-8 antibodies in blood donors has not been estab-
lished yet. Most studies carried out to date have focused
on groups at theoretically increased risk of acquiring
HHV-8 infection [Sosa et al., 1998; Zhang et al., 1998;
Biggar et al., 2000]. Differences in reported HHV-8
seroprevalence rates may be the result, at least in part,
of different laboratory algorithms [Casper et al., 2002;
Hladik et al., 2003; Pellet et al., 2003], cutoffs—sera
dilutions from 1:10 to 1:160—[Gao et al., 1996; Enbom
et al., 2000; Baillargeon et al., 2002] and assays that
were used. Available serological tests measure anti-
bodies to latent or lytic antigens by IFA [Gao et al., 1996;
Kedes et al., 1996]; against recombinant structural
proteins, synthetic peptides, or whole virus by enzyme
immunoassays or Western blots [Simpson et al., 1996;
Pau et al., 1998; Juhasz et al., 2001]. We have utilized
a well-known assay using BCBL-1 cells expressing the
full complement of latent and lytic viral antigens
[Blackbourn et al., 1997; Enbom et al., 2000; Casper

TABLE II. Prevalence of HHV-8 Antibodies According to Age and Blood Bank

Country Blood bank

Number of sera positive/number tested (%)

Age groups (years) Mean age (years) (range)

17–29 30–39 40–49 50–76 Positive cases
Total

population

Argentina Hospital Británico,
Buenos Aires

0/97 (0.0) 3/93 (3.2) 2/77 (2.6) 1/51 (1.9) 42.3 (34–57) 37.1 (18–76)

Hospital F. Muñiz,
Buenos Aires

9/196 (4.6) 15/170 (8.8) 8/104 (7.7) 5/80 (6.2) 35.5 (18–59) 35.2 (18–59)

Bahı́a Blanca 2/74 (2.7) 1/68 (1.5) 2/59 (3.4) 1/47(2.1) 39.3 (26–53) 37.7 (18–61)
Córdoba 15/327 (4.6) 6/231 (2.6) 3/126 (2.3) 1/51 (1.9) 30.3 (19–39) 31.6 (17–60)
Total of Argentina 26/694 (3.7) 25/562 (4.5) 15/366 (4.0) 8/229 (3.5) 36.9 (18–59) 35.4 (17–76)

Brazil Campinas 0/113 (0) 5/117 (4.3) 4/61 (6.6) 0/28 (0.0) 40.5 (31–50) 37.6 (21–61)
Chile Santiago de Chile 2/108 (1.9) 4/88 (4.5) 1/74 (1.3) 2/30 (6.6) 37.1 (24–61) 35.0 (18–63)

Total 28/913 (3.1) 34/766 (4.4) 20/477 (4.5) 10/255 (3.9) 37.5 (18–61) 36.0 (17–76)

Fig. 1. Geographical distribution of human herpesvirus-8 (HHV-8)
prevalence rates in five regions of South America. Argentina: Buenos
Aires City, 4.3%; Bahı́a Blanca, 2.4%; and Córdoba, 3.4%. Brazil:
Campinas, São Paulo, 2.8%. Chile: Santiago de Chile, 3.0%.
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et al., 2002; Hudnall et al., 2003]. We analyzed a
significant number of samples from different regions
and all the assays were carried out at the same center,
which avoided interlaboratory differences. Two tests
were added to prevent cross-reactivity; an IFA per-
formed on Ramos cells and the adsorption of EBV
antibodies [Moore et al., 1996]. According with previous
reports [Chatlynne et al., 1998; Cattani et al., 1999;
Edelman et al., 2000; Sosa et al., 2001], we found no
evidence of cross-reaction with EBV antibodies. In contrast
to these studies, some of our samples showed fluores-
cence in Ramos cells and were excluded from analysis.

To our knowledge, the present study is the first
approach in South America aimed to assessing the
immune status of blood donors to HHV-8 in several
regions. The results herein show similar prevalence
rates in the five different regions studied. However, a
more detailed analysis of each blood bank results reveals
that anti-HHV-8 rate of Hospital F. Muñiz (6.7%) was
higher than the others (P< 0.05) and this gap is more
remarkable (P<0.01) with the Hospital Británico
(1.9%), although both are located at the same neighbor-
hood in Buenos Aires city. Both populations differ
widely, Hospital Británico is a private care facility that
gives service to patients with higher socio-economic
level than Hospital F. Muñiz which is a public hospital
focused mainly in infectious diseases. The latter has a
high rate of HIV-infected patients (61%) (Hospital F.
Muñiz, Control Infections Committee Note No. 2965/01,
September 26, 2001), that constitute a high-risk group
for HHV-8 infection. Remarkable data are that most of
the donors studied at this hospital had some relation-
ship with HIV patient. Thus, the increased prevalence
found in this blood bank might be linked to non-sexual
routes of transmission like saliva or nasal secretions,
as has been previously proposed [Cattani et al., 1999;
Pauk et al., 2000; Plancoulaine et al., 2000; Vitale et al.,
2000]. This blood donor population also showed a great
migratory movement and none of the HHV-8 positive
samples belonged to a Buenos Aires city resident.
Therefore, the rate found at the Hospital F. Muñiz
may not be representative of the HHV-8 prevalence in
Buenos Aires city.

In Brazil, recent reports have found that seropre-
valences among Amerindians (53%) [Biggar et al.,

2000] and urban communities (16%) [Freitas et al.,
2002] from the northern states are higher than those
from southern states. In blood donors from Brazilian
southern states a 4.6% prevalence has been reported
[Zago et al., 2000]. The latter is similar to our finding of
2.8% (95% CI 1.0–4.6) in Campinas, São Paulo.

Most studies showed that HHV-8 seroprevalence was
almost equally distributed between men and women but
was increased in the older age groups [Calabro et al.,
1998; Huang et al., 2000; Juhasz et al., 2001; Hudnall
et al., 2003]. In the other hand, Pellet et al. [2003] found
no significant relationships between HHV-8 sero-
positivity and demographic variables differences. The
results herein show no gender or age differences, except
in Brazil, where positive results were found only among
males with age ranged between 30 and 50 years old. The
similar prevalence observed among the different age
groups may be associated to the absence of enough
power of our study to demonstrate these differences if
they exist, which will probably require an increased
sample size to analyze age related differences. Another
possibility is that these results reflect an epidemiologi-
cal situation related to different environmental and
cultural factors. Our results from Brazilian donors agree
with the observation of Caterino-de-Araujo et al. [1999]
who found that seropositive blood donors in São Paulo,
Brazil, were all men with a mean age of 37.5 years.

An unresolved question with public health implica-
tions is whether blood transfusion can transmit HHV-8.
Cytomegalovirus (CMV) and another cell-associated
herpesvirus are transmitted via blood transfusion and
both, HHV-8 and CMV are transmitted by solid organ
transplantation [Parravicini et al., 1997]. Even though
infectious HHV-8 was found in CD19þ lymphocytes of a
healthy US blood donor [Blackbourn et al., 1997], no
study to date has documented HHV-8 through transfu-
sion [Operskalski et al., 1997; Engels et al., 1999;
Hudnall et al., 2003]. The likelihood of finding such
infected cells varies with the seroprevalence for a
particular region [Ablashi et al., 2002]. Recently some
studies were carried out in order to evaluate possible
bloodborne HHV-8 transmission in blood donors. Two of
them were done in samples from US, one included
patients solely from Texas [Hudnall et al., 2003] and the
other included specimens from diverse geographic areas

TABLE III. Blood Bank Results of HHV-8 Seropositive Samples

Blood bank None Brucellosis Chagas HBV HCV Total

Hospital Británico,
Buenos Aires

5 0 1 0 0 1/6

Hospital F. Muñiz,
Buenos Aires

31 1 4 1 0 6/37

Bahı́a Blanca 6 0 0 0 0 0/6
Córdoba 23 0 1 0 1 2/25
Hemocentro da

Campinas
9 0 0 0 0 0/9

Santiago de Chile 9 NDa 0 0 0 0/9
Total 83 1 6 1 1 9/92

aBrucellosis was not tested in Chilean donors.
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[Pellet et al., 2003]. In both studies, none of the blood
donors was positive for HHV-8 DNA but a higher
seroprevalence rate was found in Texas. It remains to
be seen whether the differences are due to the assays
used or the populations studied [Pellet et al., 2003].
Nonetheless, HHV-8 DNA was found in studies carried
out in endemic zones and the viral load correlated with
antibody titre to lytic antigen, suggesting that transmis-
sion of HHV-8 by blood contact could be of importance
[Enbom et al., 2002]. In Uganda, where HHV-8 is
common in blood donors, the risk of HHV-8 transmission
by transfusion is equivalent to the 1-year cumulative
risk of infection from community sources [Mbulaiteye
et al., 2003]. The association between injection drug
use and HHV-8 also supported the notion that blood
exposure is an alternative route of transmission [Sosa
et al., 2001; Atkinson et al., 2003; Goedert et al., 2003].
In the present study, 90% (83/92) of HHV-8 positive
samples were non-reactive to all other infectious agents
tested in blood banks and consequently these blood units
were available for transfusion. A follow-up study would
be necessary to determine their infectious capability.

In conclusion, this study shows that the five regions
studied correspond to low-HHV-8 seroprevalence areas.
The high prevalence found at Hospital F. Muñiz blood
bank could be explained by the close relationship
between HIV patients and blood donors, which might
put them at an increased risk for HHV-8 infection in
comparison with donors from the other centers. The
latter points out that the safety of the blood supply in
blood banks of infectious disease hospitals could be
questioned and warrants further investigations. Special
caution should be taken with immuno-suppressed
recipient patients who are prone to acquire infections
and to develop the associated diseases. South America is
a large sub-continent with a wide spectrum of popula-
tion characteristics including cultural and geographical
differences, native and immigratory populations, iso-
lated communities, and different socio-economic condi-
tions. More HHV-8 prevalence studies should be carried
out to establish possible regional differences.
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