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Fig. 1 1.5 T MRI of the brain and the spinal cord.

(A) Sagital T,-weighted and (B and C) axial T,-weighted MRI of the spinal cord at the age of 48 reveal atrophy of the lower cervical and upper
thoracic spinal cord. (A: TR 400 ms and TE 10.0 ms; B and C: TR 2,500 ms and TE 95.1 ms). (D) An axial T,-weighted MRI of the brain at the
age of 53 reveals a marked high intensity in the hilateral periventricular, deep cerebral, and subcortical white matter and atrophic dilatation of
lateral ventricles (TR 4,573.0 ms and TE 94.2 ms). (E) A sagital T,-weighted MRI of the brain at the age of 53 shows thinning of the corpus
callosum and atrophy of the cerebellum and brainstem, as well as an old left pontine infarction (TR 4,234.0 ms and TE 90.3 ms). (F and G) An
axial fluid attenuated inversion recovery image of the brain at the age of 53 reveals atrophy of the cerebral cortex and brainstem (TR
8,000.0 ms, TE 123.4 ms, and inversion time 2,000 ms). (H-K) Sagital T,-weighted and (L-O) axial T,-weighted MRI of the spinal cord at the
age of 53 show atrophy of the lower cervical spinal cord, thoracic spinal cord, and conus medullaris. (H: TR 605.0 ms and TE 9.1 ms; [ and J: TR
480.0 ms and TE 9.5 ms; K: TR 625.0 ms and TE 9.8 ms; L and M: TR 2,860.0 ms and TE 99.0 ms; N and O: TR 3,957.0 ms and TE 104.8 ms).
The images in B, C, L, M, N, and O show the levels of C7, Thl, C7, Th2, Th7, and Th12, respectively.
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Abstract

Generalized spinal cord atrophy and oligoclonal IgG band
in the cerebrospinal fluid due to chronic toluene intoxication: a case report

Toshiyuki Sakai, M.D."”

YDepartment of Neurology, Saiseikai Matsusaka General Hospital

We herein report the case of a 54-year-old man who abused toluene for 25 years and gradually developed gait
disturbance. Neurological findings showed mild cognitive impairment, hearing impairment, dysarthria, marked
hyperreflexia of the limbs, spastic paraplegia, slight impairment of deep sensation, and urinary disturbance; however,
there was no muscular atrophy. Serum antibodies against human T-lymphocytic virus 1 and aquaporin 4 were negative.
Biochemical analysis did not show an increase in very-long-chain fatty acids. The cerebrospinal fluid was normal for the
cell number and protein level but positive for oligoclonal IgG band, with a mildly increased IgG index. Brain MRI showed
marked high intensity in the bilateral periventricular, deep cerebral and subcortical white matter as well as atrophy of the
cerebrum, cerebellum and brainstem, and thinning of the corpus callosum. Spinal MRI showed marked atrophy of the
lower cervical spinal cord, thoracic spinal cord, and conus medullaris. Spinal cord lesions are extremely rare in chronic
toluene intoxications, and there are no reports of spinal cord atrophy. Lateral and ventral columns of the spinal cord are
responsible for pyramidal tract signs, and insidious ongoing inflammation related to chronic toluene intoxication in the
central nervous system is predicted to underlie the pathogenesis.

(Rinsho Shinkeigaku (Clin Neurol) 2020;60:285-288)
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