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On the other hand, molecular techniques were initially
based on the detection of several gene rearrangements
whose frequencies are usually less than 10%. Therefore a
large number of tests were necessary in order to find a
molecular marker that was suitable to detect MRD at the
end of induction. This was more recently replaced by
quantitative PCR analysis of patient-specific immuno-
globulin and rearrangements, which may detect one in 10*
leukemic cells in 85-90% of ALL cases. However, these
techniques are time-consuming, logistically demanding and
relatively expensive requiring regular inter-laboratory quality
control.® For this reason, even large multicenter study
groups such as the Children's Oncology Group 2 and many
countries in the ALL IC-BFM consortium prefer to assess
MRD by flow cytometry which is able to give real-time
information about the necessity of reducing or intensifying
consolidation therapy.

All studies that quantify MRD at the end of the first
month of treatment of ALL, regardless of the technique used,
are able to detect 10%-15% of patients (MRD-negative in
peripheral blood on day 8 and in bone marrow on day 29 or
33) presenting 90% of cases with event-free survival in 5
years using very low toxicity chemotherapy. Conversely,
patients with a high risk of recurrence may also be detected,
identifying the need of further treatment and improving
outcomes.

There are efforts, including in Brazil, to improve and
simplify molecular techniques for MRD, but usually flow
cytometry is preferred even in large multicentric trials.>¢*
Therefore, the paper by Delbuono E e al.,’ proving the
feasibility of a simple flow technique is very important. It
would be interesting to know the outcomes and the role of
the detection of MRD in their group of patients.
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Allogeneic bone marrow
transplantation for severe aplastic
anemia patients with risk factors poor
prognosis: is fludarabine a requirement?
Transplante de medula éssea alogénico para

pacientes com anemia apldstica grave de mau
progndostico: fludarabina é necessdria?

Frederico L. Dulley

Bone marrow hematopietic progenitor cell
transplantation is a curative treatment for severe aplastic
anemia.' Many attempts have been made to decrease rejection
after transplantation adding antithymocyte globulin to the
conventional dose of 200 mg/kg cyclophosphamide,? or to-
tal body irradiation at 300 c¢Gy in one day® or low dose of
busulfan 4 mg/kg in one day.* All these regimens have been
proven to decrease rejection in patients who had been
submitted to transplantation.

] The question that raises concern, of Medeiros CR et
al.” as published in this issue, is whether fludarabine is a
requirement in the conditioning regimen. The answer is
probably no.

This answer is based on two observations: first, the
results published by Medeiros CR et al° using cyclo-
phosphamide and busulfan are very good in this population
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of poor prognosis patients, despite of the low number of
transplants.

Second, the published studies on fludarabine (FLU) in
the conditioning regimen are anedoctal with small sample
sizes.

So, in order to test if fludarabine-based conditioning
regimens benefit severe aplastic anemia patients, prospective
clinical trials should be performed, perhaps involving many
Brazilian centers.
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Toxoplasmose e transfusdo de sangue
Toxoplasmosis and blood transfusion

Luiz Amorim

Desde os anos 70, a transmissdo do Zoxoplasma gondii
pelas transfusdes sangiiineas tem sido uma preocupagao re-
corrente, sobretudo depois que ficou demonstrado que o
parasita sobrevive no sangue refrigerado (embora provavel-
mente ndo resista ao congelamento).'

No Brasil, nos anos 70 e 80, Amato Neto e cols. também
salientavam o risco da toxoplamose transfusional e recomen-
davam a adogdo de algumas medidas para atenuar o risco
deste tipo de transmissdo, dentre as quais merece mengao o
tratamento do sangue com violeta de genciana.?

Em 1971, o primeiro caso de transmissdo deste parasita
pela transfusdo de um hemocomponente — no caso, um con-
centrado de leucocitos — foi descrito por Siegel e col.> Um
outro relato de transmissdo transfusional da toxoplasmose
s6 viria a ser feito em 1989, por Nelson e col.,* em um paciente
que apresentou coriorretinite por toxoplasma cingiienta dias
depois de receber uma transfusdo de plaquetas. No entanto,
em ambos os relatos, a inferéncia de que houve transmissdo
pela transfusdo se deu basicamente por excluséo.

Estudo acerca da prevaléncia de anticorpos IgG contra
Toxoplama gondii em vinte doadores de sangue de Curitiba,
Parand, ¢ apresentado nesta edicdo da RBHH por Vaz RS e
colegas.’ Neste estudo, a prevaléncia observada foi de 60%
e esta prevaléncia tinha correlagdo direta com a idade dos
doadores.

Estudos anteriores em doadores de sangue, feitos em
Recife, PE, (160 doadores estudados, em 2003),° e em Natal,
RN, (151 doadores, em 1975)” encontraram prevaléncias de
75% e 43,7%, respectivamente.

Os numeros apresentados por Vaz RS e cols.,” neste
numero da RBHH, ndo diferem, portanto, dos resultados ob-
servados em doadores de sangue de outras regides do pais.
O pequeno numero de doadores incluidos, porém, ndo per-
mite afirmar que a prevaléncia do Toxoplasma gondii em
Curitiba ¢ similar a de outras regides do pais.

Entretanto, um relato feito por de Medeiros BC e col,?
mostrou que, na cidade de Curitiba, durante um periodo de
11 anos, nove pacientes submetidos a transplante de medula
Ossea apresentaram toxoplamose disseminada, uma freqiién-
cia bem superior a descrita na literatura, o que sugere que, de
fato, Curitiba pode ser uma regido de alta endemicidade para
a toxoplasmose.

Os autores do estudo publicado nessa edi¢do da RBHH
sugerem, a luz dos resultados que obtiveram, tanto no que
diz respeito a soroprevaléncia quanto a freqiiéncia de fatores
de risco para toxoplasmose em 132 doadores entrevistados —
héabito de comer carne crua e contato com animais de estima-
¢do — que os Servigos de Hemoterapia devem esclarecer os
doadores e os receptores de transfusdo sobre os riscos da
toxoplasmose.




