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reported only a single episode of MSM activity; by contrast, 42% reported
expasure that lasted 2 ysars or more. Of 1,652 whose date of last exposure
was recorded, 64.6% had MSM contact within the last 1-year period,
and 84% within the prior § years. Those donors reporting a single MSM
exposure wera 2-1/2 limes more likely to have reported their last exposure
more than § years ago compared to donors reporting multiple incidents
(32% vs. 13%). One in seven blood donors with a single MSM exposure
reparted that the exposure was within the last 3 menths, Cenclusions:
The epidemiology of HIV in the United States shows a strong association
between ‘MSM activity and risk for HIV Infection, justifying the exclusion
from blood donation of men with ongoing MSM exposures. Harmonizing
the deferral period for MSM exposute to that of other TTVI isks (1-year)
or to that of other fissue donations (5 years) is likely to lead to only modest

increases in the proportion of MSM-deferred donors who regaln eligibility, .

barrdng significant changes in the presenting doror popuiation. From our
population, only a small minority appear to present a sk profile epidemio-

logically distinct from those MSM deferals with ongoing o receat

exposures.
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P4-020A . .
Selection, Expansion and Functlonal Restoration of NS:!—Speciﬁc
CD4 T Cells from HCV-Infected Patients

Maria Bes' (lesteba@ vhebron.nel), Sivia Sauleda?, Liuls Puig", Josep
Quar®, Matia Cubere?®, Juan Esteban®. 'Banc de Sang | Telxdls, Barcelona,
Spalm;?Banc de Sang | Teixits da Catalunya, Barcelona, Spain;’Barcelona,
Spain.

lntrodﬁciion:_Toleranw of T cefis 1o non-siuctural artigens of HCV virus
may explain persislqnt Infection. We hypothesize that this state can be

reversed ex vive in absence of the anergy-inducing antigens and in pres-

ence of homaeaslatic cylokines, Aims: To Isclate HCV-spedific CD4 T cafls
from chronic patients accarding to anfigen-induced surface a:q:reSsion of
CD154 and ‘delermine the degree of funcional restoration after ex vivo
expansion in absance of antigenic stimulus. Patlents and methods: Lym-
phocytes from periphera! biood were oblained from 5 patients with persls-

"tent infection and 5 patients with spontanequs resolved infection. After
stimulation with NS3-helicase recombinant protein, the CO4+/CD154+ lym-

phocytes were salected and expanded In complets medium supplemented

* with IL-Z/IL-15 during 3 weeks. Cellular phenotype was determined by flow -
cylometry (CO4/CDASROICCR7/CD62L). HCV-specific cellular immune

response was measured by IFN-gamma spot forming units (SFU; ELISPOT

assay} and soluble cylokine production of IFN-gamma, IL-4 and IL-10 .

{CBA). Prolferation was deferminate by CFSE. Results: In the group of
chvonlc palianis the mean yleld of sortad CD44/CD154+.was 0.076% while
in the recovered patients was 0.61% of sorted CD4+ cells. After 21 days
of culture, sorfed cells had expanded 3 logarithms and, after ex viva exparn-

sion, 96-08% of cells had effected memory phenatype, In patignts with’

persistant infection, mean tFN-gamma preduction for expanded N$3-hali-
case specific cells was 795 SFU/0ES CD4+, that is, 42 times higher than
basal production (18 SEUMDES CD4+) by only three-fold Increase in
patients with resolved infection {752 vs. 252 IFiN-gamma SFU/10ES CD4+).
CBA assay confirmed production of IFN-gamma (43.6 pg/ml for NS3-spe-
cific T calls vs. 7.65 pg/mt for basal CD4+) in individuals with persistent
infection, and mean production of iL-10 and IL4 for specific T cells was
327.7 pa/ml and 92.8 pg/mi, respectively and higher than basal CD4+ pro-
duction {43 and 6.75 pg/ml). Proliferation capacity was not different
between CO4+ specific and basal CD4 T cells. Tha expanded cells did not
respond or proliferate when cliiured with HGV core protein and therefore

specificity of selection and expansion {o NS3-heilcase proteln was con- .

fimed. Conclusions: We were able to select NS3-specific T CD4 cells in
patients with persistent-infection and to expand them ex vive with homeo-
static intedleukins. In absence of the anergy-inducing antigens, the capac-
ity to produce {FiN-gamma is vestored thus confirming the presence of
anergle T cells in’ chronic patients., This findtng also raises the possibility
of designing strategies for adoptive immunatherapy in non responders to
standard aniivirat therapy or difficult to treat subjects, such as liver trans-
plant patients.
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Trypanosoma Cruzi Antibody Screening in US Blood Donors:

One Year Experlénce at the American Red Cross

8 L Stramer® (Dodd@ usa. rederogs.orgl, G Foster®, A Townsend?,

D Krysziof, E Notari®, J Trouern-Trend®, J Brodsky®, B Lenes®, M Nguyen®,
M Procter®, A Bof®, D Leiby®, € Rouault, R Dodd. "American Red Cross
Biomedical Services, Gaithgrsburg, MDZAmerican Red Cross - Scienlific

- Support Offics, MO Amearican Red Cross, Roclille, MO American Rad

Cross Blood Services, Hollarxd Lab, Rockvilfe, MO;*Quality Aralytics, Inc,
Glenview, I;5Cormmunily Biood Centers of South Flordda, Lauderhil], FL.

Background: . cruzi, the blood-bome parasite that causes -Chagas
disease, is endemic in most of Lalin America. The majority of infected Indi- -
viduals acquire infection oulside the US; some autochthonous cases have
been reported. Blood donor screening for most of the US was iniiated during
2007 (75-50% of the US blood supply); we report the ARG experience.
Methods: All denations cofiected on or afler $/29/07 were screened using
the Odo T. cruz ELISA. AN repeat reactive {RR) and initially reactive
samples repeating wilh one of both relests in a 10% negative gray-zona
were lested by RIPA {Quest); In addition, all reactive donors were lnviled 1o
participate in follow up (t/u) testing and fhe completion of a donor risk quas-
tionnaire. F/u samples from RIPA (+) danots at index wére relested simul-
taneously by ELISA, RIPA (in-houss), PCH {in-house) and hemoculture (HC,
In-house) whereas #u samples from RIPA {—) donors were lesled by ELISA
and the other tests only if ELISA RA. Recipients of prior components from
RIPA {+) donors were traced and consenting reciplents lestad. Results:
Prevalence by donoc/donalion for ARC denors is shown in the table for .
1/29/07-1/28/08. The RR rate {(586/6,549,933) was 0.009% or 1:11,177;
126/586 (22%) confinmed (+} of which 2 were in the 10% gray zone. An
additional 68 RIFA (+) donors from South Florlda were identified by the ARG;

this' was the highest prevalence area of the US {1:3600). An ELISA SICO -~

of 3.8 or greater had a 85% [ikelihood of being RIPA {+). RIPA {) donors
{75} as compared {0 RIPA (-} donors (169), who provided risk info, were
$2-225 times more likely to have a known risk factor; nevertheless, 18 (24%)
RIPA (+) donors born in the US had no identified risk faclors. ELISA/RIPA
false {+) must be considered as a possibility for sume of these potential
autochthonous cases. The remaining RIPA (+), donors were finked to 12
endemic countries. 268 transfused components from 56 RIPA () donors
were {raced to 155 recipients; 68 flu samples were colfected from 65 recip-
ienls including only 7 wha recetved platelets. Of the 68 samples tested, 7
had Isolated reactive lest results: none ELISA RR but either RIPA or PCR
(+) plus 1 ELISA/RIPA (4} recipient bom in an endemic country. No recipient
could ba dermnanstrated 1o have been infected by transfusion. Iri contrast,
PCH and HC found that 3-15% of RIPA (1) donors may have circulating -
parasites. Conclusions: Donor prevalence is 1:30,000; most fningd
donors have established risk factors however 24% did not. Although para-
sitemia could ba demonstrated In infected donors, there were no unequrvo-
cal cases of infection amang the 65 recipients tested.

Donafion Type Hu Streened Ha. RIPA Pas Prevalence
Tatal donors 3,872,957 128 . 1:30,023
Allagenele 3542989 125 *1:28344
Autologous 41,618 -3 1213373
Pheresiz 288250 - 1 - 1:288,350
Total denations 6,549,933 124 ) 1:50,775
Aliogeneic T 5,799.336 125 1:46,395
Autslogous 59,520 . . 1:19.840

Fheresis . 691,077 1 1:691,077
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L-JUNGAN VTRUS INTRAUTERINE FETAL DEATH - SWEDEN

A ProMED—maﬂ post .

: ProMED—maiI is a program of the g
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Date: Wed 28 Jar 2008 -
From: Bo Niklasson <bo.niklasson@medcellbioluy.se?

Ljungan virus associated with iritrauterine fetal death in humans (Sweden)

I's . A
Ljungan virus (genus _Parechovirus_, family Picomaviridae ) has -

been shown to cause fetal death and malformations in laboratory mice.
The virus now has been associated with intrauterine fetal deaths in
humans based on both laboratory and epidemiological evidence. This
virus was isolated from one. of its wild redent reservoirs, the bank

vole (Myodes glareolus ), near the Ljungan River in central Sweden

(1, 2). Ljungan virus also has been identified in wild rodents in the
USA(3, 4). Ljungan virus is related to candioviruses, picomaviruses
which also have rodents as their main reservoir hosts.

Cardioviruses and their role as potential human pathogens recently
were discussed on ProMED ~ see ProMED archive refs. below.

_Studies with laboratory mice showed that more than half of the dams
+ infected with Ljungan virus during pregnancy and then exposed to

stress gave birth to pups that died during the perinatal period (5):

- Malformations of the central nervous system, including hydrocephaly

[water on the brain] and anencephaly [lack of brain], were seen in
some of these offspring. .

Recent studies in Sweden found Ljungan virus in placenta and tissue
from human cases of intrauterine fetal death (JUFD) using both
immunchistochemistry and real time RT-PCR (8, 7). Placentas from
normal pregnancies have been «sed as controls and found to be Liungan
virus-negative. An intriguing association between the-incidence of -

IUFD and cyclic rodent density has been observed, Ljungan wrus also
was found inone [UFD case in the United States. -
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