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BUN 12mg/d/ FIB 648 mg/d!
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A CASE OF HODGKIN’S DISEASE EXHIBITING
ERYTHRODERMIA PROBABLY DUE TO ALLERGIC
REACTION TO VINCA ALKALOIDS

Naoya Matsumoto, Katsuhiko Yoshimoto, Kazuto
Okagawa, Masaaki Kosaka and Shiro Saito

First Dept. of Internal Medicine, School of Me-
dicine, The University of Tokushima

A 58-year-old man with Hodgkin’s disease exhib-
ited erythrodermia due to allergic reaction to vin-
cristine sulfate (VCR) and vindesine sulfate (VDS).
However, chemotherapy could be continued by chang-
ing VCR and VDS to etoposide without allergic
symptom. Clinical observation strongly suggested
that erythrodermia was due to the use of vinca al-
kaloids in this patient. Hematological and neurolo-
gical side effects have been well known for VDS and
VCR, but erythrodermia has not yet been reported
as being caused by these agents. It is often difficult to
differentiate drugs as a cause of an allergic reaction
when several drugs are used together. Therefore,
it is important to collect all the cases showing the
effects of drugs.
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