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FDA guidance, “Guidance for Industry: Biological Product Deviation Reporting
for Blood and Plasma Establishments,” dated October 2006 (Ref. 33). Also, when
a complication of blood collection or transfusion (e.g., involving T. cruzi) is
confirmed to be fatal, you must notify FDA in accordance with

21 CFR 606.170(b).

Reporting the Test Implementation

1. Ifyou are a licensed blood establishment and you begin using a licensed

serological test for the detection of antibodies to 7. cruzi according to the
manufacturer’s product insert at your facility, then you must notify us of the
testing change in your Annual Report (AR), in accordance with

21 CFR 601.12(d). If you already have an approved supplement to your BLA
to use a contract laboratory to perform infectious disease testing of blood
products, and the contract laboratory will now perform a serological test for
antibodies to 7. cruzi, you must report this change in your AR

(21 CER 601.12(d)).

. Ifyou are a licensed blood establishment and you use a new contract

laboratory to perform a serological test for antibodies to 7. cruzi (and the
laboratory already performs infectious disease testing for blood products),
then you must report this change by submission of a “Changes Being
Effected” supplement, in accordance with 21 CFR 601.12(c)(1) and (c)(5). .If
your contract laboratory has not previously performed infecticus disease
testing for blood products, then you must report this change as a major change
in a prior approval supplement, in accordance with 21 CFR 601.12(b).

RECOMMENDATIONS FOR DONORS OF HCT/Ps

A.

Donor Screening—Risk Factors or Conditions

Under 21 CFR 1271.75(d), you must determine to be ineligible any potential donor who
is identified as having a risk factor for or clinical evidence of relevant communicable
disease agents or diseases. Ineligible potential donors include those who exhibit one or
more of the following conditions or behaviors.

Persons who have had a medical diagnosis of T° cruzi infection based on
symptoms and/or {aboratory resuits.

Persons who have tested positive or reactive for 7. cruzi antibodies using an FDA-
licensed or investigational 7. cruzi donor screening test (Ref. 1).
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Donor Testing

1. You must test blood specimens from all HCT/P donors for antibodies to 7.
cruzi using an FDA-licensed donor screening test (21 CFR 1271.80(c)).

2. Any HCT/P donor whose specimen tests negative (or non-reactive) for
antibodies to 7. cruzi may be considered to be negative (or non-reactive) for
purposes of making a donor eligibility determination.

3. Any HCT/P donor whose specimen tests positive (or reactive) for antibodies to
T, cruzi is ineligible to be a donor (21 CFR 1271.80(d)(1)).
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Oral Transmission
of Chagas Disease
by Consumption of
Acai Palm

" Fruit, Brazil

Aglaér A, Nébrega, Marcio H. Garcia, Erica Tatto,
Marcos T. Obara, Elenild Costa, Jeremy Sobel,
and Wilde N. Araujo

In 20086, a total of 178 cases of acute Chagas disease
were reporied from the Amazonian state of Para, Brazil
Eleven occurred in Barcarena and were confirmed by vi-
sualization of parasites on blood smears. Using cohort and
case—control studies, we implicated oral fransmission by
consumption-of acai palm fruit.

hagas disease (American trypanosomiasis) chronically
infects ~10 million persons in Latin America (/). The
etiologic agent is frypanosema cruzi, which is transmitted
by bloodsucking friatomine insects. Other modes of trans-
" mission are transfusional, congerital, and oral (foodborne)
{2). Oral transmission occurs by cansumption of foods con-
taminated with triatomines or their feces or by consumption
of raw meat from infected mammalian sylvatic hosts (3).
The precise stage of food handling at which contamination
oceurs is unknown. The first outbreak of orall¥ fransmitted
Chagas ‘disease in Brazil was reported in 1965 (4). Two
outbreaks were associated with consumption of sugar cane
. juice (5.6). In these outbreaks, the incubation period was
=22 days, compared with 4-13 days for vectorial transmis-
.sion-and 3040 days for transfusional {ransmission (7},
Chagas disease has not been considered endemic in the
Brazilian Amazon region. The first Amazonian outbreak of
acute Chagas disease was reported in 1968; oral transmis-
sion was suspected (&). During 1968-2005, a total of 437
cases of acute Chagas disease were reported in this region.
Of these cases, 311 were related to 62 outbreaks in which
the suspected mode of transmission was consumption of
acai (9). _
Agai is the fruit of a palm of the family Aracaceae (Fig-
ure 1, panel A); it is crushed to produce a paste or beverage.

Author affiliations: Brazilian Ministry of Health, Braslia, Brazil (A.A.

NGbrega, M.H. Garcia, E. Tatto, M.T. Obara, W.N. Araujo); Secre-’

tariat of Public Health, Belem, Brazil (E. Costa); Centers for Dis-

ease Control and Prevention, Atlanta, Georgia, USA (J, Sobel); and ©

Gongalo Muniz Institute, Salvador, Brazil (W.N. Arauja)
DOI: 10.320 1IE;id1 504.081450

Em_erging Infectious Diseases » www.cdc.govfeid « Vol. 15, Né. 4, April 2009 f_ T

Most of the Amazonian population consumes agai juice
daily. Contamination is believed to be caused by triatomine
stools on the fruit or insects inadvertently crushed during
processing (/0). There are no reports of collection of acai
for laboratory testing during an outbreak of acute Chagas
disease. Because outbreaks with high attack rates occur in
small groups whose members all consume the same foods,
agaf has not been epidemiologically implicated in transmis-
sion of this discase.

Puring January-November 2006, 4 total of 178 cases
of acute Chagas disease were reported in Pard State, Bra-
zil, in the Amazon basin (Ministry of Health, unpub. data).
Eleven of these cases occurred in Barcarena (population
63,268) (11} (Figure 1, panel B). All patients had symptom
onset in September and Oclober. Of the 11 case-patients, 5
were staff members at a health post who shared a meal at
a staff meeting on September 135. We attempied to identify
risk factors for illness.

The Study
We conducted a retrospective cohorl study of staff
members at the health post who participated in the meet-

ing on: September 13. A case-patient was any person who

participated in the meeting and had a positive direct-para-
sitologic examination for T. cruzi or positive serologic re-
sults and clinical evidence of acute Chagas disease. A non-
case was any person who participated in the meeting and
had negative test resulls for 7. cruzi. We also conducted
a 1:3 case—conirol study (11 case-patients and 34 controls

matched by sex and age) that included patients with labora-

tory confirmed cases from Barcarena. A case-patient was
any person in'whom: during. September 1-October-15 7.
cruzi-was found by-direct parasitologic examination, irre-
spective of signs or symptoms of disease, or who had posi--
tive serologic results and clinical evidence of disease. This -
interval was based on date of symptom onset of the first and

{ast case-patient and a reported incubation period of 3-22

days for orally transmitted disease. Controls were age- and
sex-matched residents of case-patient neighborhoods who
had negative serologic results for T- cruzi.

Parasitologic examinations were. conducted for case-
patients by using quantitative buffy coat test, thick blood
smear, or buffy coat test (the latter 2 tests included Giemsa
staining). Serologic tests were conducted by using indirect
hemagglutination test, ELISA, or indirect immunofiuores-
cent test. An immunoglobulin (Ig) M titer >40 was consid-
ered positive. Controls had nonreactive Igh and IgG titers.
We ruled out leishmaniasis in all persons with positive se--
tologic results for 7. cruzi by using an immunofluorescent
test for IgM to Leishmania spp. (12). '

. .We conducted an entomologic investigation during

" December 11--16, 2006, at the homes of 5 case-patients

and in forested areas near the homes of 2 case-patienits; at
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