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SUMMARY

Six patients with pure red cell aplasia that had
been resistant to corticosteroids or antilymphocyte
globulin therapy were treated with cyclosporin A
(CYA) alone.

CYA was administered orally at initial daily
doses of 200 mg. Five of 6 patients showed good
responses to CYA first. In 3 responsive patients,
exacerbation of anemia was observed after the
decrease or discontinuance of CYA administra-
tion, and the anemia was improved by re-admini-
stration or increase of CYA. One non-respon-
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ded patient and one patient who had become
refractory to CYA were considered that they had
been suffering from chronic lymphocytic leukae-
mia.

In spite of long administration of CYA, no side
effect related to CYA was observed except for
hirsutism in one patient.

Based on our results, we conclude that CYA
administration is a promising treatment for PR-
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