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Fig. 1 Pathological findings of the sural nerve biopsied 20 years ago and MRI findings of the brachial plexus, thoracic spine

and lumbosacral plexus.

(A) Toluidine blue stain shows no disruption of axon and onion bulb formation. Edema under the perineurium is seen. The
scale bar indicates 20 pm. (B) Coronal T,-weighted fat-suppressed images (1.5 T; repeat time [TR]: 2,500 ms/echo time [TE]:
80 ms) and (C) axial T,-weighted MRI images (1.5 T; TR: 2,500 ms/TE: 120 ms) shows tuberous hypertrophy of the nerve
roots and brachial plexus on both sides (white arrows). (D) Sagittal T,-weighted images (1.5 T; TR: 2,500 ms/TE: 120 ms), (E)
sagittal T,-weighted images (1.5 T; TR: 574 ms/TE: 10 ms) reveals enlarged bilateral intercostal nerves. (F) Coronal T,-
weighted fat-suppressed MRI images (1.5 T; TR: 2,500 ms/TE: 80 ms) indicates that the lumbar and sacral ventral rami had

enlarged markedly.
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Table 1 Results of nerve conduction study.
DL MCV CMAP amplitude Flatency F frequency SCv SNAP amplitude
(ms) (m/s) (distal/proxymal) (mV) (ms) (%) (m/s) (uv)
Median R 9.15 23.5 4.4 (wrist)/3.2 (elbow) 72.8 86 NE NE
Ulnar R 6.1 31.5 6.6 (wrist)/4.4 (elbow) 62.1 69 NE NE
Tibial R 19.3 NE 0.3 (ankle)/NE (popliteal) NE NE
Sural R NE NE

R: right, DL: distal latency, MCV: motor conduction velocity, CMAP: compound muscle action potential, SCV: sensory conduction

velocity, SNAP: sensory nerve action potential, NE: not evoked.
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A case of chronic inflammatory demyelinating polyradiculoneuropathy,
showing radicular pain due to tuberous hypertrophy of the spinal roots
and plexuses after 20 years interval without relapsing sensorimotor symptoms

Ken Yasuda, M.D."?, Nagako Murase, M.D., Ph.D.”, Ryo Ohtani, M.D., Ph.D.”,
Nobuyuki Oka, M.D., Ph.D.? and Michikazu Nakamura, M.D., Ph.D.”

YDepartment of Neurology, National Hospital Organization Kyoto Medical Center

?Present Address: Department of Neurology, Kyoto University, Graduate School of Medicine
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A 40-year-old man visited our department because of chest and back pain. He had a history of diagnosis of chronic
inflammatory demyelinating polyneuropathy (CIDP) 20 years ago. He received immunosuppressive therapy and had no
relapses after that. On Admission, MRI showed tuberous hypertrophy of the spinal roots, intercostal nerves, and brachial
and lumbar plexuses. The genetic analysis showed no mutations in any of Charcot-Marie-Tooth related genes. He was
finally diagnosed with CIDP and administration of high dose intravenous methylprednisolone relieved his chest and back
pain within a few days. We present a rare case of CIDP in which showed marked enlarged spinal roots in long clinical

course and have a relapse with radicular pain without sensorimotor symptoms.

(Rinsho Shinkeigaku (Clin Neurol) 2018;58:21-24)
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