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ELISAweretested in the WNV neutralization assay, the
“gold standard” for antibody detection, to confirm a past
infection. Most of the pre-selected specimens did not
inhibit WNV infection in cell culture at all or did so
only at 2 low level (log TCIDs0< 1.5). The titer of
13 additional samples was between >1.5 and <2,

Only four hlood donor samples exhibited a log titer of
>2, which was similar to those titers we determined for
different clinically confirmed WNV positive sera from
the US (Table I}. We interviewed the four anti-WNV
positive blood donors to evaluate if these putative WNV
infections occurred in Germany or Europe or if they
might be associated with WNV-endemic countries. One
of the four donors had never left Europe, but had visited
South and East Europe; another donor had only stayed
outside Germany in Turkey. The other two donors had
traveled abroad to the USA and Africa. We therefore
cannot exclude that singular sporadic and asympto-
matic WNV infections may have occurred in Burope and
the Middle East. However, WNV prevalence among
German blood donors is overall very low; in our study,
only 0.03% (95% CI: 0.01-0.07%) of blood donors that
were tested were confirmed positive for anti-WNV
antibodies by our approach.

WNV-RNA Inecidence

For WNV infections, a diagnostic window of only
few days (until detection of anti-WNV} has been
described during which viral RNA may be detectable.
With a WNV-BNA concentration range described from
<50 copies/m] up to 10% copies/ml [Busch et al., 2005},
the short viremia is at a moderate level when compared
to the respective figures for other blood-borne viral
infections like HCV (3 months, 10°-10% TU/ml) or HIV
(4 weeks, 10°—10° IU/ml) [Lelie et al.; 2002].

WNV-RNA incidence in Germany was analyzed
in minipools eomprised of eight blood donations collected
during Summer 2005 and using the highly sensitive
Chiron Procleix WNV NAT [Gallian et al., 2005]. Since
different WNV strains were described as circulating in
Central Europe [Bakonyi et al., 2005, 2006], we inves-
tigated whether the Procleix assay detects all available
WNYV strains. A panel from an external quality assur-
ance study [Niedrig et al., 2006] was retrospectively
analyzed. The result confirmed the capability of the
Procleix assay to detect WNV lineage 1 and 2 with high
sensitivity (data not shown).

No minipools were confirmed positive for WNV-RNA
after screening of 1,247 minipools (equal to 9,976
donations). Negative NAT results were also obtained
for all individually tested samples from a population
that was at increased risk for blood-transmitted infec-
tions [i.e., infravenous drug users (IVDUs, n="78)], or
for plasma samples of serologically anti-WNV-reactive
blood donors (n= 198).

This outcome is in accordance with the recent WNV-
RNA screening results of more than 60,000 Dutch
blood donors {Koppelman et al., 2006]. Begardless, blood
donors who had just recently visited a WNV endemic

J. Med. Virol. DOI 10.1002/jmv
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country (e.g., the USA) are excluded from the actual
donation as a precautionary measure in German blood
hanks.

Plasma Derivatives

Plasma derivatives (e.g.,, immunoglobulin prepara-
tions, albumin, factor concenirates) may enter the
European market with source materials eollected in
different parts of the world. We were interested in the
question of whether WNV-RNA is detectable in aliquots
of manufacturing plasma pools.

Some of the plasma pools with plasma of US origin
tested positive for WNV RNA by the qualitative NAT
assay. The viral load in these plasma pools was
determined in the range between 57 and 837 copies/m],
with a median of 351 copies/ml. Each of these pools was
composed of several thousand plasma units. Assuming
that WNV input in these pools originates from only few
donors, WNV concentration of 10°—10° copies/ml are
caleulated for some individual plasma units. Such high
WNV-RNA concentrations have been described for the
diagnostic window phase in few cases. However, WNV
input into plasma pools from lower viremia cases may be
not detected due to the dilution effect though they are
expected to be much more frequent and representative
for the early infection phase,

Several studies proved that inactivation steps com-
monly used during the manufacture of plasma deriva-
tives, such as pasteurization for human albumin, 5/D
treatment for IVIG and FVIII inhibitor-bypassing
activity, and incubation at low pH for IVIG, should be
sufficient to inactivate enveloped viruses present in
source materials [Kreil et al., 2003]. We comparatively
investigated the efficacy of pasteurization with regards
to WNV and medel viruses for enveloped viruses. In
these ezperiments WNV inactivation kinetics were
similar between WNV and the two model viruses, BVDV
and SEV. This result confirmed the validity of predie-
tions based on model viruses if chosen appropriately. It
allowed the conclusion that moderate WNV concentra-
tions in plasma pools should not pose an infeetion risk o
recipients if virus inactivation procedures are included
in the manufacturing process of these biological medic-
inal products.

CONCLUSION

Thereis currently no indication that WINV could cause
an epidemic in Europe similar to that in the USA during
the recent years, although temporally and regionally
limited outhreaks of WNV infections in humans and
horses have been ¢bserved in Europe since the 1950s. In
contrast to North America, Eurcpe has had direct vector
contact with WNV endemic areas in Africa for a
long time, via migratory birds, for example. This may
have resulted in natural herd immunity in birds. In
America, a highly pathogenic WNV strain was imported
in 1999 into a virgin territory, meeting a bird population
without herd immunity. Environmental factors, such as
climate change or global warming and the increasing
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mobility of people, may enhance the emergence of new
viruses. Therefore, continuous surveillance is an impor-
tant tool to protect public health and the safety of the
blood supply.
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Ebola haemorrhagic fever in Uganda

The Ministry of Health (MoH), Uganda, has confirmed an outbreak of
Ebola haemorrhagic fever, in Bundibugyo District, western Uganda. As
of Thu 28 Nov 2007, 51 suspected cases, including 16 deaths have been
reported. Among the reported cases, 3 health care workers were also
infected, including one fatality. The patients are being hospitalized
at Kikyo and Bundibugyo.

Laboratory analysis undertaken at the National Reference Laboratories
and the Centres for Disease Control and Prevention {(CBC), Atlanta,
USA, has confirmed the presence of a new species of Ebola virus in
samples taken from cases associated with the outbreak.

Based on initial field investigations, the MoH/WHO Country office has
reported that the outbreak might have been ongoing since September

2007, A national task force comprising MoH, WHO and other

international partners in the field, is coordinating the response to

this outbreak. WHO Country office is assisting the MOH national field

team and the District health officials. : }

Communicated by:
PrcMED-mail Rapporteur Marianne Hopp
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Date; Fri 30 Nov 2007

Source: Agence France Press (AFP) report [edited]

<http://afp.google.com/article/ATegM5i8ThyvkvCaypuWNIIWD4EZ{GnYZeR o>

Uganda's Ebola outbreak is néw strain

A lethal Ebola virus that has killed at least 16 people and infected
51 others in western Uganda is a previously unknown strain, health
authorities said Friday [30 Nov 2007]. Analysis on victims' blood and
tissue samples sent to the Atlanta-based Centers for Disease
Control's pathogens laboratory behaved differently from previous
known strains of Ebola, they =aid. "It is a new type of strain. It is
different from the one we suffered in Gulu and also different from
the one that was reported in the Democratic Repubklic of Congo," said
Sam Okware, who chairs Uganda's national hemorrhagic fever task
force. The lst Ebola case was reported on 10 Nov 2007 in Bundibugyo
district on the border wWiAj the Democratic Republic of Congo, where 3
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patients are currently in an isolation ward.

Virologists say previous strains destroyed the linings of blood
capillaries and vessels, prompting fluids to drain out of the
circulatory system through the beody's orifices and pores, killing the
victim through shock. But there is not much bleeding in the new
strain that appears to kill its victims after provoking a high fever,
they say.

Authorities have assembled epidemioclogists and virologists in the
affected district to monitor the disease. "We have put our pecple on
alert for anyone who is complaining of fever, abdominal pain,
vomiting and has developed rashes," Okware said, referring to the
early symptoms of the disease caused by the new strain.

An outbreak of Ebola, a highly contagious disease that can have
fatality rates as high as 90 percent, killed at least 170 people in
northern Uganda's Gulu district in 2000. A similar outbreak has
killed at least 26 people in the West Kasai region of the Democratic
Republic of Congo in recent weeks, according to the country's Health
Minister Victor Makwenge Kaput,

It spreads by direct human contact, especially through infected
blood. The Ebola virus was first identified in 1976 in Sudan and in a
nearby region of Democratic Republic of the Congo (then Zaire).
Qutbreaks of Ebola have also cccurred in the Ivory Coast and Gabon.

Communicated by:
ProMED-mail
<promed@proemedmail.org>

[The difference in symptoms of the disease associated With this new
strain of Ebola virus, and its less hemorrhagic presentation, may
account in part for the delay in identifying the causes of the
outbreak. On the basis of the WHO report it must be presumed that the
disease was present in the region for several weeks prior to
recognition of the lst case on 10 Nov 2007.

An interactive map of the Bundibugyo'region of Western Uganda is available at:
<http://www.maplandia.com/uganda/bundibugye/>. - Mod.CP]
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