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A Case of Type 2 Neurofibromatosis

Hong Lim Do M.D.,, Chan Seung Hwang M.D.,
Young Ho Hong M.D., Hoon Kim M.D.
Department of Otolaryngology, College of Medicine,
Chung Ang University, Seoul, Korea

Type 2 Neurofibromatosis is one of the neurocutaneous syndromes and it is an autosomal
minant hereditary disease characterized by the development of bilateral vestibular
hwannomas.

The diagnostic criteria are met by an individual who has (1) bilateral 8th nerve masses
en with appropriate imaging techniques, or (2) a first degree relative with type 2
urofibromatosis and either a unilateral acoustic neuroma or two of the following :
urofibroma, ingi glioma, sch or juvenile posterior subcapsular lenticular
acity.

Recently we have experienced a case of type 2 neurofibromatosis, manifested with a
lateral vestibular schwannoma in a 27-year-old female patient, which was treated with

rgical excision. So we report the case with review of literature.

KEY WORDS : Bilateral vestibular sch * Neurofibr
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Fig. 1. Enhanced sagittal T1-weighted MR
scan shows intradural and extrame-
dullary mass (arrow) at Ti0-T11 le-
vel.
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Temporal
shows widening of both internal au-
ditory canal (arrows).

ig. 2.

Preoperative axial T-1 weighted MR

scan shows multilobulated masses in

both CPA area (arrows) and pons is
compressed by the mass.
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Fig. 4. Postoperative axial T1-weighted MR
scan shows bilateral tumor was re-
moved (arrows).

Fig. 5.

shows
IV facial

Postoperative  photograph
House-Brackmann grade
nerve paralysis (both).
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Fig. 6.

Light microscopic finding. It shows
typical verocay body, formed by two
compact rows of well-aligned nuclei
(thin arrows) seperated by fibrillary
cell processes (thick arrow) (X100,
H-E, stain).
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