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Two Cases of Fatal CNS Hemorrhage Following Leukapheresis
in Acute Promyelocytic Leukemia
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The aim of this study is to report 2 cases of acute promyelocytic leukemia who died from intracranial
hemorrhage following leukapheresis and to provide proper preventive measures against hemorrhage following
leukapheresis. From 1994 to 1997, a total of twenty-six patients with leukemia underwent leukapheresis
to control hyperleukocytosis at Ajou University Hospital. Two patients with acute promyelocytic leukemia
received all-trans retinoic acid but developed drug-induced hyperleukocytosis. Shortly after leukapheresis,
they died from intracranial hemorrhage. The risk factors for fatal hemorrhage are thought to be coexisting
disseminated intravascular coagulation(DIC), thrombocytopenia aggravated by leukapheresis, exacerbated
coagulopathy related to mechanical trauma through leukapheresis and the excess use of citrate during
leukapheresis. To reduce the risk of the bleeding associated with leukapheresis, it is necessary to replace
platelet sufficiently before and after leukapheresis and to give calcium to correct coagulopathy induced by
excess citrate which is used as anticoagulant as well as the correction of disseminated intravascular

coagulation. (Ajou Med J 1998; 3(1): 74~78)
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Fig. 1. Coronal section of brain shows intraparenchymal hemor-
rhage involving right basal ganglia, subarachnoid- and intra-
ventricular hemorrhage.

Fig. 2. Brain parenchyme shows hemorrhage and packed im-
mature myeloid cells(H-E, X 400).

Fig. 3. Leptomeninges shows subarachnoid hemorrhage and
packing of immature myeloid cells within leptomeningeal ves-
sels(H-E, x100).
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