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Platelet Transfusion in Hematologic Disorders
Reizo NAGAYAMA, Ken SATO and Akira SHIBATA

First Department of Internal Medicine, Niigata
Univercity School of Medicine

The following are indications for platelet transfusion in leukemia, aplastic anemia, idio-
pathic thrombocytopenic purpura (ITP), and platelet dysfunction gained from our clinical
experiences.

During intensive chemotherapy to patients with leukemia, prophylactic and/or therapeu-
tic platelet transfusions were administered when their platelet counts were less than 20,000/
ul. When disseminated intravascular coagulation (DIC) complication occured, we kept their
platelet levels at more than 50,000/ul by heparin and platelet concentrates (PC). We also
gave 2 or 3 times more PC than usual when infection or fever was noticed.

In patients with aplastic anemia, if their platelet count was above 5,000/ul and general
condition was steady they did not hemorrhage. Therefore, we ordered PC tranfusions when
their platelet level was less than 5,000/ul and administered threefold PC to patients with
infection or high fever. Platelet transfusion was mandatory when hemorrhaging because
patient’s condition could deteriorate rapidly.

Although we did not usually transfuse PC to ITP patients, we gave PC, corticosteroids
and high doses of immunoglobulins to special cases showing life threatening organ bleeding,
with remarkable effects.
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In cases of plalelet dysfunction, PC indications were almost the same as in thrombocy-

topenic states described of leukemia. In a girl with hereditary thromboasthenia, who experi-

enced massive hematemesis or melena occasionally, local treatments were important to stop

bleeding as well as PC transfusion.

Key words: platelet transfusion, leukemia, aplastic anemia, ITP, platelet dysfunction
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Cardiopulmonary Bypass and Blood Transfusion

Hiroshi KANAZAWA M.D., Hajime OOZEKI M.D.,
Masatomo YAZAWA M.D., and Shoji EGUCHI M.D..

Second Department of Surgery, Niigata University,
School of Medicine

Cardiopulmonary bypass (CPB), functioning as the pumping system and the gas
exchange functions, is one of the important instruments in cardiovascular operations. But
it has many unfavourable problems such as massive blood transfusion, hemodilution,
abnormality of coagulation, etc. In fact, 5 or 6 units of blood are necessary to prime
CPB in infant, child, and adult. After CPB, massive blood transfusion is necessary to
keep good circulation, and to recover from hemodilution and abnormal coagulability.

But autotransfusion is practiced in cases with ASD, ACBG, and mono valvular disase.
This technique can reduce the side effect of blood transfusion, but is not appropriate for
the case with long perfusion in open heart surgery, because of undesirable hemodilution
and hypoproteinemia. At present, considerable volume of blood is necessary to operate

CPB in cardiovascular surgery.

Key Words: blood transfusion, cardiopulmonary bypass
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