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negative. Self-iriigger sites had fewer TPs (1) than primary and neighbor
siles (21 and 11 respectively); primary and self-igger sites yielded more
FPs (10 and 4) than the neighbor trigger (2 FPs), p < 0.0001. 75% of centers
(6 of 8) using primaty tigger critesla had I1D-yields versus 67% (8 of 12}
using nelghbor Yriggers, and 8% {1 of 12) using self triggers. At 57 centers
that did nat trigger, 17 {30%) had at feast 1-PVD identified by ME FPs
occurred more {requenl[y with 10 vs MP (p < 0.0001); FP rates did rot differ
between automated {Tigris) and semi-automated {¢SAS) testing, p<0.2792.
Conclusions: These data demonstrate that the recommended minimal
AABB trigger criteria of 2-PVDs and a rate of 1: 1000 missed viremic donors;
{herefore # is reasonable 1o adopt more stingent triggers tor the 2008
season, including efimination of the rate criterion and friggering on 1 PVD
for regions acfacent to centers which have already riggered. However, self
triggesing prior to the detection of any PVDs had very limited yield and
required a significant proportion of testing capacity.

TABLE £. WRY Procleix Assay Test Results: Jure-Novembier 2007
Test : :

Fermat Negative Initial . False Trre
. Pastives . Posilives Paosifives
¥ Y% ¥ % ot % ] %

MP-NAT 1143590 93.88572 103 0.008 5 900041 129 00106
10-HAT 74,273 6097617 100 0.008 35 -0.00287 34 0.0028
Tolal 1,217,863 NA 203 40 163

Hote: MP-NAT trug positives fnclude 1Hesled donations, positiva at 1215 (MP) difution.

Disclosure of Coanfiict of Interest

Joan Dunn Williams, Gene Robertson; Sally Gaglioti, Robert Williams,
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' Effectiveness of Single Unit Testing in Detecling West Nile Virus in
Viremic Donations

G Hawes' (edna.zuber@ bloéd.ca), M Fearon',. N Dibdin?, 4 Brown?,

E 2ubes. *Canadian Blood Services, Toronlo, ON, CanadaZCanadian
Blood Services, Ollawa, ON, Canada;?Canadian Blood. Services, Toronto,
Canada. .

Background: A Canadian blood agency has iested all donations for West .

Nile Virus (WNV) in pools of 6 stiice July 1, 2003. There are strategies In
place to test donations for WNV by Single Unit testing {SUT) following the
identification of ane posilive donation found through Winipool tesling {MP) or
when human cases within the previous 2 weeks were idenlified in the popu-
tation of a health region at a rate of greater than 1 in 1000 in rural areas or
greater than 1 in 2500 In urban areas. A sludy was undeartaken to determine
the effectiveness of SUT in 2006 and 2007. Methods: Plasma was available
from 50 donations (4 from 2006 and 46 from 2007) identilied as WNV posi-
tive by SUT and confirmed by an alternate WNV NAT assay and/or by the
. presence of WNV Igid andfor I9G antibodies. Master 1 in 6 dilutions of each
donation weré prepared with 4.5 mlL of donor sample plus 22.5 mi. of Norma!
Human Plasma (NHP) as diluent t& mimic MP. Each of 2 WNV testing labo-
ratories was -sent 3 replicates of each dilution from the 50 donations and 3
replicates of NHP as controls, Al replicates were labelled as “blind” samples
far each tesling site, Testing vas performed with the Roche cobas TagScreen
West Nile Virus Test, for use with the cobas’s 201 System. Results: WNV
was consisténily detected in MP for 46% of the samples as 23 of 50 dona-
tions were MP posilive for all 6 replicates. WNV was not consistently detected
in MP in 54% of the samples — 12 of 50 donations (24%) were MP negative
in 110 5 replicates and 15 of 50 donations (30%) were MP negative forall 6

replicates. All NHP conirols were MP negative. When lgG and/or IghM WNV
antibodies were present, the samples were less likely to be MP positive, The -

3 donor samples that were negative by altemate WNV NAT but had detect-
able WNV [gG and IgM anfibodies were negative by MP. Concfusion: WNV
SUT has proven to be an effective. stratagy to defect"WNV viremic danors
through the infectious season. MP testing is stift not sensitive enough to
detect all potentially infectious donations.

Me. MP WINV [5G and/oe IGIY

Reglicates Na. Allernale NAT. Antibodies

Positive Banations Paos fieg Heg Pas Equiv. RY
Al {E) 23 23. 4 6 2 [I] 5
Some (1-9) 12 12 0 2 7 .2 1
Neae {3) 15 12 3 1 13 0 1
Talal 30 47 3 19 22 2 7

Erquiv, = Equiveeal  HT = Hot Tested
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Evaluation of NS1 Antigen Detection of Dengue Virus in Healthy
Blood Donors During a Dengue Qutbreak in Martinique
M Rits" (pascale richard@efs.sante.fr), M Fatha?, R Cesaire®, P Hichard®.
!Etatlissemant franpais du Sang de Martinique, Forl de France,
Marlinique;Plaborataire de virologie, Fort de France, Martinique:
2Centre Hospitaliar Universitaire da Fcrt~a‘e—France, Fori de France,
‘Martinique; Fort de Francefartinigue.

-Background: A dengue virus type 2 (DENV-2) outbreak occured in Marii-
nigue from Sptember 2007 to January 2008. Among an insular population
of 400,000 inhabitants, 17,990 people were infected (5%) according to the
dengue vigifance network. Since the first care in blood transfusion remains
the viral safety, il was decided by the “Etablissement frangals du Sang"

(EFS) to evaluate the validity of NS1 anfigen (Ag) detection in blood dona- .

tions as screening assay. Methods: The pressnce of NS1.Ag was detected
by the PlateBia dengue NS1 Ag kit purchased from Bio-Rad Company. The
petformanca of ELISA was evaluated with, as reference test, RT-PCR using
serotype-specific primers, Three studies were conducted o evaluate NS1
Ag detection. A first retrospeciive study included 136 blogd samples coming
fram a clinic serum library and known as RT-PCR pos#tive for dengue virus
{DENV-1: 2; DENV-2: 125; DENV-3: 3; DENV-4: 6. All these samples were
tested for the presence of NS Ag.'A second prospective studies consisted
of 110 blood samples from palients eonsulling, during dengue oulbreak, for
severe febrle syndrome compatible with dengue infection. On each of the
. second serlos NST Ag was carried out in compatison with AT-PCR tech-
- nique. The third study was.a prospeclive screening for NS1 Ag and dengue
genomic material on 561 blood samples from healthy blood donors. . This
fast investigation was pedermed during the epidemical peak of dengue
outbreak. Resutts: In the first series, NS1 Ag was found posttive in B3/136
(8195} samph_es positive for dengue virus with RT-PCR. No false positive
{NS1 Ag+HT-PCR-) were observed. In the second prospettive study, one
half ‘of the samples (55/110) were negative for dengue markers (NS1 Agd
and AT-PCR). The other half was positive in AT-PCR for DENV-2, Among
these positive samples, 36/55 (65%) reacled with the NS1 Ag assay. In the
last prospective investigation in heaithy blsod donors, one sample was found
positive as well for the NS1 Ag as for the DENV-2 RT-PCR (14561, or 1.8
per thousand). Thé donor concerned was asymptomatic before and after

(1 week) his blood donation. In the mean time, we have periormed NSTAg .-

detéction as screening test for 2l bload donars during dengue outbreak and
we have found 6 sera positive for NS1 Ag among the 6,904 tested danations
(1,5 per thousand). All the six donors cancerned were asymtomalic. Conclu-

- siens: In comparison with AT-PCRH technique, NS1 Ag assay showed sen-
silivity around 60-65%. According lo these tesults, deague NS1 Ag delection
did not {otally fit the gold standard in transfusion screenifg. Our first evalu-
altion concewming Incldence of dengue virus in healthy blood donors are
prefiminary results. More specific studies with accurate epidemiological tools
wilt follow.

Disclosure of Conflict of interest
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HEV infection Among Bluad. Donors in Hokkaudo, Japan

" H Ikeda® (k-tadokoro@ bs jre.orjp), K Matsubayashi!, H Sakatat, .
H Takeda', E Kon', S Sate', T Kalo', | Abe?, H Salons®, K Tadokoro®.
'Hokkaldo Fled Cross Blood Cenler, Sapporo, Japan?Japanese Red |
Cross Plasma Fractionalion Cenler, Chilose, Japan?JAPANESE RED
CROSS SCCIETY, Tokyo, Japan;Japanese Red Cross Bioad Service
Headquarters, Tokyo, Japan

Background: Sevcral cases of transfusion-transmission of HEV have.been
recagnizad in industrialized countries including Japan. However, litle is
known abaut the siluation of the HEV infection among biood denors. On the
other hand, zognotic food-bame route is regarded as a main route of HEV
infection in Japan, which causes sporadic cases of hepalilis E. Methods:

Blood denors were screened for the presence of HEV ANA by pooled NAT.

fram 2003 to 2007 in Hokkaido. Look-back and follov-up studies were
carfied out for the NAT-positive donors with HEV RNA (real-time AT-PCR)

and anti-HEV antibodies (EUSA) For look-back, the samples at previous: |

- 29
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donations were used. HEV genotype was delermined by direct sequencing
of PGR products of partial regions within ORF1 and/or ORF2. Questionnaire
survey on ealing history hefore the donation was also conducied for the
NAT-postlive donors. Results: Out of 834,843 donors, 100 of HEV NAT-
positive donors-were detected. Mateffemale, average age and genotype 3/4
were 72/28, 41.0 £ 12.5 and 92/6, respectively. In 74 HEV positive donors,
no anti-HEV was detected and in 20 donors, IgM anti-HEV was defected at
the donation. Thirty-nine positive donors had histories of previous donations
within 6 months and no HEV marker was detected in the samples of such

- previous donations, None of denors showed clinical sign of hepatitis at the

donation. Qut of 23 NAT-posilive donors who could be followed up mase
than twice within a rmonth after the donation, 13 showed elevation of ALT
fevel higher than 60 IU/L. The ALT elevalion was transient in 11 donors.
However, two of the 13 developed hepalitis E and thelr peak ALT levels
were 1250 and 3366 IU/L, respectively. HEV RNA of all the 23 donors.was
confirmed to disappear within a few months. HEV viremia persisted up to
55 days at the longest after the HEV-positive donaticn. In 3 donors, 1gG
anti-HEV became undetectable after 1 to 1.5 year after donations. Most of
NAT-positive ‘donors (59/78, 76%) had histories of eatling animal viscera
before their donations. Conclusion: About 1/8300.0f bicod donors in Hok-
kaido ware HEV RNA-positive. Most of them wete in their eatly phase of
HEV infection -at donation and remained asymptomalic, although HEV
viremla persists for a few months. They are likefy to be Infected via zoonolic
food-borne route by ealing animal viscera.

Disclosure of Conflict of Interest
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- Switching to Single-unit Tesling: Imporlance of an in-hiouse Test for

Blood Donor West Nile Virus Testing .. .
{ Chateauneuf' (maryse.st-louls@ hema-quebec.qe.ca), M-C Chevner '

L Thibault?, G Delage?, C Castilioux®, M-E Nofin!, M Guerin', B Caron',

F Bemier®, Maryse St-Louis’. '"Hema-Quebee, Ouebec. QC, Canada;
2Héma-Quédbec, ville St-Laurent, QC, Canada “Hema-Quebec,
Ville St-Laurent, QC, Canada.

" Background: Wast Nile Virus (WNV) nudlelc acid testing {NAT) is routinely

dene in mini-poot format. Single-donor testing is used for mint-poal resolu-
tion, when there are not enough satples to prepare a mini-pool or in situ-
ation$ of Righ incidenge of WNV infection [n a given area. Since the summer
of 2004, Hema-Québec has performed single-unit testing on blood donors

" - trom areas with high WNV activity. The decision ta switch fram mini-pool 1o

individual danor testing is based on the identilication of a positive donor
sample by the lesting laboratory. This report-describes the contribution of a
previously described in a.previous AABB meeting {San Diego, 2003} in-
house assay to the management of the decision-making process concerning
the switch from mini-pools to single-donor testing. Methods: Fautine
screening of blood donations is performed by our testing laboratory in mini-
pools of & donors using the Cobas TaqScreen WNV NAT assay {Hoche

- Molecutar Systems). An in-house confirmatory WNV NAT was designed by

our Qperational Research unit with specific DNA primers distinct from those
used in the Roche Molecular Systems testing 4it. In-house kits were pro-

duced within a Good Manufacturing Fraclices environment and their use ”

was approved by Health Canada. Stability and sensitivily were monilored
monthly and resulls were reviewed by quality assurance. WNV-posilive
samples were sent to the research testing unit for confirmation and fest
resulls were relurned to the Medical Director within 24 haurs. Results:
During summers of 2004 to 2007, 499,681 blood donors were tested and
10 mini-pools were positive witlh the WNV assay. After resolution, samples
from 2 mini-pools-were all negative and 8 samples were found positive..Of

these, 7 were tested with the in-house assay. Two samples were confirmed -

posilive while 5 came out negative for WNV. None of the 5 unconfirmed
doners have developed antinodies to WNV on {ollow-up, whereas the two
confirmed by cur in-house assay were also confirmed by seroconversion
with an immunological assay. Conclusion: Single-donor lesfing has a major
impact on resources in the blood testing laboratory. Decisions based on
false-positive screening test resulls could lead lo substantial costs. The rapid
availability of coafirmatory resuits through a close collaboration betveen
Research and Operations contributes 10 wellHinformed decisions by Opera-
tions management.
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The Role of Platelet Bound Antibodies on Thrambocylopenia in
Acute Dengue Virus Infection

F fossf (maluz@ unicamp.br), R Angerami®, Joyce Annichino-Bizzacch®,

‘¥ Caslro®, B Kemp?, M Resende®, Vania del Guercio®, L Silva®,

Maria L Barjas-Castro”. "State University of Campinas-UNICAME,
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Background: Dengue isan endermc-ep]demlc mosquito-borne \nraldlsease.

caused by'the dengue virus (DV) with an increasing incidence in the world-
wide distribution. This disease may have unusual complications such as
hepatic damage, cardiomyopathy, encephalopathy and severe hemonhagic
manifestations. Ever patients with mild symptoms may present thrombocy-
fopenia and the exact mechanism for the low platelet count has not yet been
established. The mechanisms proposed are: transient mamow suppression,
platelet aggregation to endothelial cells targeted by DV, hemophagocytosis
and platefet immune destructign with dengue antibody complaxes. The aim
of the present study was to idenlify the prevalence of thrombacytopenia-and
evaluate a possible correlation to platelet bound antibodies on acutely BV
infected (ADI) patlents during the 2007 spring outbreak. Metiods: 47 AD}
patients were included {49% female, 51% male; median age: 38.5 years,
range: 17-69 y). Platelet counts were performed in an automated counter.
Sera were evaluated by flow cytometric assay to investigate the presence
of platelet bound IgG or IgM antibodies in patients and In a group of 50
non-fransfused group O mele blood donors as a control group. A positive
result was defined as a fluorescence 22 standard deviation (sd) from nega-
tive control and inconclusive result-as’ a fluorescence 21 sd, <2 sd from .
negafive control. Results: Positive [gG or IgM tests were significantly lower
in the control group compared to patients (64% x 23.4%, P = 0.00013, x=
14.58). The prevalence of thrombocytopenia found among patients was
£8.1%. No correlation was found befween {hrambocytopenia and IgG or'Ight.
tests among pafients. Nevertheless, & significantly higher. prevalence of
positive tesis was found in thrembocylopenit patients, when compared to
controls (40.6% x 22,0%, P = 0.002, x = 5.65). The results are summarized
in the table below. Conclusions: The results of this study confirm that
thrambocytopenta.is a frequent finding (68%) in ADI patients. Platelet bound -
antibodies are also frequent i these patients {(=45%). These antibodies may
have a role on thrombocytopenia as they have higher prevatence in throm-
bocytopenic ADI (=419%} than in confrols (22%), but other mechanisms are
probably involved since non-thrombecylepenic patients aiso have a high
pravalence of thiese aniibodies. Study granted by FAPESP {Fundagio de
Ampare A Pesquisa do Estado de Sdo Paulo — Sédo Paulo State Research
Support Foundation.)

“Aeate Dengue Patiznls

Plateiet Bouad PIS150 « 10 PI> 150 x 105,  Tota ~ _ Somlcfs
Actbody N=32 (68.1%) MN=15(31.9%) N=47 Ne50

g/ Negative 9 (28.1%) C2(133%) - 11 (234%) 32 (640%)
IgG/M Incbnclustve 10 (31.3%) 5(333%) ° 15(319%) 8 {16.0%)
1gGAYt Positive 13 (40.6%)" B(534%) .28 (447%F 11{220%)*

* P 0002 £ =565 F P = 0.00013, £ = 1458
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Background: Recenlly the FDA asked manufacturers. of derivatives to
include “in-process”™ screening of recovered plasma for high tites Parvovirus -





