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Etiology and Clinical Features of Patients Presenting Multiple Cranial Neuropathy

Atsuko MOCHIZUKI, Megumi TAKEUCHI, Hiromi KONDO,
Toshiko TAKEMIYA and Makoto IWATA
Department of Neurology, Neurological Institute, Tokyo Women’ s Medical University, School of Medicine

Multiple cranial neuropathy was observed in various diseases, and sometimes the etiology was
unknown. In this paper, we examined the etiology and clinical features of 126 patients with multiple
cranial neuropathy admitted to our department from January in 1978 to October in 1995. There were
16 cases of acute inflaimmatory demyelinating polyradiculoneuropathy, 4 chronic inflammatory
polyradiculonéuropathy, 16 Fisher syndrome, 33 tumors (18 primary tumors, 9 metastatic tumors, 7
nasopharyngeal tumors), 8 Tolosa-Hunt syndrome, 4 cavernous sinus syndrome, 8 encephalitis
meningitis, 7 patients with a viral infection which overlapped encephalitis * meningitis, 6 vasculitis, 3
sarcoidosis, 2 Collet -Sicard syndrome, 1 Vernet syndrome, 1 Villaret syndrome, 15 idiopathic multiple
cranial neuropathy patients which overlapped syndrome with cranial neuritis and 9 were others; 3
neurosyphilis, 3 aneurysm, 1 brain abscess, 1 Arnold-Chiari malformation and 1 diabetic neuropathy.
The cranial nerves most frequently involved were the third, sixth and seventh. Most high-frequency
diseases are inflammatory demyelinating polyradiculoneuropathy and tumors. Ten patients had mul-
tiple cranial neuropathy followed by a respiratory infection, and 3 of those cases were suspected vas-
culitis or circulatory insufficient. In many cases, the cerebrospinal fluid was an abnormal protein ele-
vation. Therapy with prednisone was effective.
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