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Fig. 1

MRI of the cervical and lumbosacral spine.

A) MRI of the cervical spine. Sagittal T2-weighted MRI (1.5 T; TR, 4425 ms; TE, 110 ms) showing
thickened nerve roots.
B and C) MRI of the lumbosacral spine. Sagittal (B) and coronal (C) T2-weighted MRI (1.5 T; TR, 3,605
ms; TE, 110 ms) showing thickened nerve roots without Gd-enhancement.

Table 1 Cases of CMTI1A with increased CSF proteins and nerve root hypertrophy.
Cases Onset age  Duration from CSF proteins MRI findings
(vears) onset (years) (mg/d) Hypertrophic nerve root region Gd enhancement
16) n.d. n.d. 345 C3-Thl -
26) 30 10 140 Thi2-S1 -
30 11 34 383 beiow L2
This case 20 34 258 C1-Thl, below L2

n.d.: not described
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A case of Charcot-Marie-Tooth disease type 1A with increased cerebrospinal fluid proteins and

nerve root hypertrophy

Noriko Ishigami, M.D., Masaki Kondo, M.D. and Masanori Nakagawa, M.D.
Department of Neurology, Kyoto Prefectural University of Medicine

We report herein a 54-year-old man who first noticed muscle weakness of the hands and legs and hypesthesia
of the legs at 20 years old. Symptoms gradually worsened. Charcot-Marie-Tooth disease type 1A (CMT 1A) was
diagnosed on the basis of a nerve conduction study and PMP22 gene duplication. Increased levels of cerebrospinal
fluid proteins were identified and cervical and lumbosacral nerve root hypertrophy was evident on magnetic reso-
nance imaging (MRI). CMT 1A with increased CSF proteins and nerve root hypertrophy was carefully evaluated
clinically and electrophysiologically to rule out other motor sensory neuropathies such as CIDP. Increased levels
of CSF proteins in this case might have resulted from circulatory disturbance of CSF in hypertrophic nerve roots.
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