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Histopathology of the Spleen in Idiopathic
Thromboeytopenic Purpura

Keiichi NEMOTO, Keiichi SATOH and Yoshihisa OHNISHI

Second Department of Pathology,
Niigata University School of Medicine
(Director: Prof. Yoshihisa OHNISHI)

The histopathology of the spleen of 19 patients with idiopathic thrombocytopenic
purpura who underwent splenectomy was examined. The morophologic features of the
spleen indicate active immune reaction: hyperplasia of lymphoid follicles with second-
ary germinal centers, reaction of large lymphoid cells, onion skin lesions of central
arteries. Foamy histiocytes was observed in 11 of 19 cases and seroid histiocytes were
found in one case. In one case, foamy histiocytes were also noted in the sinus of the
lymph node. We could not clarified the relationship between the appearance and the
number of foamy cells and effectiveness of splenectomy.

Key words: Idiopathic thrombocytopenic purpura, Spleen, Histopathology,

Immunohistochemistry, Foamy macrophage.
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Abnormalities of Plasma von Willebrand Factor in Patients
with Chronic Myeloproliferative Disorders

Wataru TATEWAKI, Hoyu TAKAHASHI
and Akira SHIBATA

Ist Department of Internal Medicine,
Niigata University School of Medicine

In chronic myeloproliferative disorders (CMPD) hemorrhagic complications are rel-
atively common, in association with thrombocytosis. We studied the multimeric com-
position of plasma von Willebrand factor (vWf) in CMPD and investigated the possi-
bilities of in vivo or ex vivo proteolysis.  The relative amount of large multimers
in patients with CMPD was significantly decreased in relation to platelet count as
compared with normal subjects. It correlated negatively with platelet count, and pos-
itively with the ristocetin cofactor /vW{ antigen ratio. All patients with primary
myelofibrosis who had normal or subnormal platelet counts showed an almost normal
multimeric pattern. The vWf abnormalities normalized with decreasing platelet counts
after starting chemotherapy or when blast crisis occurred with decreased platelet
counts. These abnormalities would be caused by in vivo proteolysis, because they were
not corrected even when blood was obtained in the presence of protease inhibitors.
The relative amount of large multimers of vWf did not correlate with plasma concen-
tration of plasmin or elastase.  Thus neither plasmin nor elastase appear to be the
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