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Fig. 1 Gadolinium-enhanced T;-weighted magnetic resonance imaging (coronal, 1.5 T; TR 776 ms, TE 13 ms).

a-b) On admission, cranial magnetic resonance imaging (MRI) showed no thickening of dura matter on the cavernous

sinus. c-f) On admission, cranial MRI revealed thickening and enhancement of the dura mater on the anterior cranial

fossa. g—i) After 15 days of corticosteroid therapy, thickening and enhancement of the dura mater on the anterior cranial

fossa were improved.
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Table 1 Reported cases of focal idiopathic hypertrophic pachymeningitis with bilateral ophthalmoplegia.

Author/year Age/Sex  Clincal findings Headache Dural thickening and enhancement lesion on MRI  Pathology Therapy
Hamilton SR, et al./1993"  31/M Bi VI + Cavernous sinus, cranial base, suprasellar region Inflammatory cell CS, MTX,

infiltration chloroquine, radiation
Hatano N, et al./Z1999” 69/F Billl, VI + Cavernous sinus, sella Inflammatory cell CS

infiltration
van Toorn R, et al./2008” 10/M BiVI RtIVV - Cavernous sinus, tentorium cerebelli, N.D. CS, MTX

posterior cranial fossa, middle cranial fossa, clivus

Sugie K, et al./2011" 54/M  Billl, IV, VI + Cavernous sinus, cranial base N.D. CS
Present case 63/M BiVI LtIIL IV, VI - Anterior cranial fossa N.D. CS

Roman numerals refer to cranial nerve palsies. Bi: Bilateral, CS: corticosteroid, F: female, Lt: left, M: male, MRI: magnetic resonance imaging,

MTX: methotrexate, N.D.: not discribed, Rt: right.
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Abstract

A case of bilateral ophthalmoplegia caused by focal idiopathic hypertrophic
pachymeningitis on the anterior cranial fossa

Hiroko Teramoto, M.D."”, Makoto Hara, M.D., Ph.D.",
Akihiko Morita, M.D., Ph.D."” and Satoshi Kamei, M.D., Ph.D.”

"Division of Neurology, Department of Medicine, Nihon University School of Medicine

A previously healthy 63-year-old man presented with a 2-weeks history of diplopia without headache. Neurological
examination revealed total external ophthalmoplegia of the left eye and limitation of abduction of the right eye. Initial
cranial MRI showed thickening and enhancement of the dura mater only on the anterior cranial fossa but unremarkable
on the cavernous sinus. Idiopathic hypertrophic cranial pachymeningitis was diagnosed in the absence of demonstrable
underlying infective, neoplastic, or systemic autoimmune disease by his clinical findings, laboratory tests and radiological
examinations. Corticosteroid therapy was initiated with methylprednisolone (1,000 mg/day for 3 days), followed by oral
prednisolone and tapering off. Eye movements improved with treatment and completely recovered within 4 weeks after
starting administration, and cranial MRI at the 15 days after starting treatment showed improvement. We suggest that
his ophthalmoplegia was caused by the inflammation of dura on the cavernous sinus beyond the thickening lesion of
cranial MRI. In a case of bhilateral ophthalmoplegia with or without headache, it is required to examine the dural
thickening and enhancement on the anterior cranial fossa by cranial MRI.

(Rinsho Shinkeigaku (Clin Neurol) 2015;55:33-36)
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