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Reversible Cerebral Hypoperfusion in Cyclosporine Neurotoxicity : A Case Report
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Abstract

We experienced a case of cerebral hypoperfusion due to cyclosporine neurotoxocity confirmed only by
Tc-99m ECD brain SPECT. A 53-year-old female had received allogenic peripheral blood stem cell
transplantation due to refractory plasmacytoid lymphoma. Cyclosporine and steroid had been administrated
to prevent graft versus host disease. Twenty days after transplantation, she became delirious and suffered
from generalized tonic-clonic seizure. Immediately, brain MRI and MR angiography were performed and
these studies did not show any abnormal findings. However, Tc-99m ECD brain SPECT showed diffuse
hypoperfusion in the left cerebral hemisphere and blood cyclosporine level was 962.6 ng/ml. Cyclosporine
administration was stopped and discontinuation of cyclosporine resulted in disappearance of all
neurological symptoms. The same neurological symptoms recurred with cyclosporine re-administration for
management of exacerbated graft versus host disease. In this case, Tc-99m ECD brain SPECT proved very
helpful in the diagnosis of cycloporine neurotoxicity. (Korean J Nucl Med 2000;34:360-5)
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Fig. 1. Brain MRI (A) and MR angiography (B) show no remarkable abnormalities.
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Fig. 2. Tc-99m ECD brain SPECT performed at symptomatic period shows diffuse
hypoperfusion to the left cerebral hemisphere with sparing of the basal ganglia.
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Fig. 3. Tc-99m ECD brain SPECT performed at recovery phase shows near normal
perfusion in the left cerebral hemisphere.
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