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Infantile Neuroaxonal Dystrophy
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A Case of Infantile Neuroaxonal Dystrophy

Chang Il Park, M.D., Ji Cheol Shin, M.D., You Chul Kim, M.D.
and Hyun Jung Kim, M.D.

Department of Rehabilitation Medicine and Research Institute of
Rehabilitation, Yonsei University College of Medicine, Seoul, Korea

We herein report a case of infantile neuroaxonal dystrophy(INAD) with protracted course.
The 3 year old patient suffered from ataxia, gait disturbance, oculomotor disturbance, psycho-
motor regression and bilateral pyramidal tract signs since the age of two. Similar neurological
symptoms occurred in his elder brother, beginning at the age of one, who eventually died at
the age of four. Magnetic Resonance Imaging(MRI) of the patient showed progressive atrophy
of cerebral cortex and cerebellum with diffusely increased T2 signal in bilateral cerebellar
hemisphere. The patient’s brother revealed similar .findings. MRI of the suspected cases may
facilitate early diagnosis of INAD, and since it is a well-established autosomal recéssive

neurodegenerative disaese, early and appropriate genetic counseling of the parents is reguired.
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A) T1 weighted image, axial view.

Fig. 1. Brain MRI taken on October 25th, 1995,

B) T2 weighted image, axial view.

A) There shows no definite evidence of cerebral atrophy.
B) Slightly increased signal intensity in bilateral cerebellar hemisphere in T2 weighted image.
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A) T1 weighted image, axial view.

B) T2 weighted image, axial view.

Fig. 2. Follow-up brain MRI taken on November 25th, 1995.
A, B) Mild atrophic change of cerebrum and cerebellum with secondary dilatation of ventricular
system. Diffuse increased signal intensity in bilateral cerebellar hemisphere in T2 weighted

image.
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