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Fludarabine-Related Hemolytic Anemia in Chronic
Lymphocytic Leukemia and Lymphoproliferative Disorders

To the Editor: Fludarabine, which is a potent inhibitor of adenosine de.
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molysis can be controlled by prednisone at a dose of 1 mg/kg. In some
cases it is possible to administer further courses of fludarabine safely. But,
commonly, further courses of fludarabine lead to hemolytic exacerbation
that is usually difficult to control. In our study, we have a patient with a
pre-existing AIHA who developed hemolysis after only two courses of
treatment, which is consistent with the possibility that patients with pre-
existing AIHA are at a higher risk of developing this complication. It is
recommended that such patients either receive other forms of treatment or
receive fludarabine with prophylactic corticosteroids because patients re-
ceiving a combination of fludarabine and corticosteroids are at a higher risk
of systemic infection. It is recommended that this treatment be given under
both antifungal and antipneumocystis protection. The mechanism of
fludarabine-related AIHA is not clear. It may be related to the tendency of
fludarabine to produce profound and long-lasting T lymphopenia. Self-
tolerance is believed to be maintained by the suppression of autoreactive T
cells by autoregulatory T cells. It seems that fludarabine enhances the
T-cell defect and greatly increases the risk of autoimmunity [5].
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