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Drug-induced Hematologic Disorders

Ichiro FUSE, Masuhiro TAKAHASHI, Shinichiro TAKIZAWA,
Norishige SOGA, Tomio TAKESHIGE, Akira HATTORI
and Akira SHIBATA

First Department of Internal Medicine, Niigata
University School of Medicine

It is widely known that the hematological manifestations associated with exposure to
drugs are dramatic and often fatal. In this paper, drug-induced hematological diseases,
which are divided into 6 groups including red blood cell disorders, white blood cell disor-
ders, platelet disorders, aplastic anemia, coagulation disorders, and therapy related leuke-
mia, are reviewed. For each group, we presented a typical case and summerized not only
the current state of knowledge about the pathogenetic mechanism but also the diagnostic pro-
cedures which are capable of identifying the causal drug.

Since drugs can induce almost all hematological disorders, it must be emphasized that
the hematologists should always doubt that the laboratory datas or the clinical manifesta-
tions might be induced from drugs when they encounter the patients with hematological di-
seases. And, when the signs of drug-induced hematological diseases are clinically apparent,
the suspected causal drug should be stopped as soon as possible. Although it is difficult to
identify the causal drug using the present technical procedures in vitro, the patient’s plasma
or serum at onset should be preserved, anticipating further developement of diagnostic pro-

cedures.
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Cimetidine
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Drug Allergy and Pulmonary Disease

Masanori NARITA, Mayumi SASAGAWA and Satoshi KIOI

Department of Medicine(l), Niigata University
School of Medicine, Niigata
(Director: Prof. Masacki ARAKAWA)

Many drugs may occasionally induce adverse reactions not only by allergic mechanism
but also by intolerance or idiosyncracy. We investigated drug-induced pulmonary diseases
in 3194 patients admitted in our clinic for the last 10 years. There were 15 cases (0.5%)
with these disorders, including 13 of interstitial pneumonia and one of PIE syndrome, and
1 of bronchial asthma. On the otherhand, drug-induced asthma was recognized in 10 (6.5% )
of 152 outpatients with asthma.  All of them were caused to aspirin but one. The drugs
producing interstitial pneumonia were antineoplastic agents in nine, gold in three, and hypo-
tonica in one. Although all patients were treated with corticosteroid, four with gold or
hypotonica induced pneumonia were considerably improved, and five with pneumonia caus-
ed by antineoplastic agents were died. Since the incidence of drug-induced pulmonary disease
is not so frequent, cytotoxic drugs such as antineoplastic agents must be administrated care-

fully, in consideration with possibility of adverse reactions.

Key words: Drug-induced pulmonary disease, Gold pneumonitis, PIE syndrome,

Drug-induced asthma
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