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I report two elderly females who developed repetitive focal seizures as their first manifesta-
tions of nonketotic hyperglycemia. In the second patient, the seizures were constantly induced

by active or passive movements of the involved am. With a control of the hyperglycemia, the
seizures stopped in both cases. Contrary to previous reports, the focal seizures of the second
case seemed to respond to parenteral administration of phenytoin.
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Fig. 1. Ictal EEG shows polyspikes most active in the left
fronto-central region.
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