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chronic inflammatory demyelinating polyradiculoneuropathy (CIDP) @ 1 i
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demyelinating polyradiculoneuropathy (% B4R 86 M4 BREEERE (multifocal acquired demyelinating sensory
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Fig. 1 Clinical and neuropathological findings.

Clinical course of the present patient (A). A photograph of the lateral view of the present

patient (B). There is total alopecia except for the eyebrows (arrow in B). Toluidine blue staining

section of the sural nerve specimen shows mild decrease of small myelinated nerve fibers (C).

He approves that this photograph is used for publication. Scale bar = 50 um.
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Fig. 2 Results of nerve conduction study.

Motor nerve conduction study demonstrated prolonged distal latency and decreased CMAP in the left radial

nerve. There was an increase of F wave latency in the left tibial nerve and distal latency in the right tibial nerve.

Stimulation was applied to the right radial nerve between the elbow and axilla with the interval of 2 cm. There

was conduction block which appeared near the axilla and was improved after IVIg therapy.

%\, EFNS/PNS 12X 254 K5 A 122w T MADSAM @
BEREHEL SN TV RWY L L, REBICHE VT IVIg
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Abstract

A case of multifocal acquired demyelinating sensory and motor neuropathy
with whole body alopecia

Yuka Machino, M.D.", Shigeho Nakayama, M.D." and Hidekazu Tomimoto, M.D.?

YDepartment of Neurology, National Mie Hospital
“Department of Neurology, Mie University Graduate School of Medicine

A 42 years-old male noticed alopecia in 2006. Three years later, he had loss of hair in the whole body and weakness
in the left upper limb. Prednisolone treatment failed to alleviate these symptoms. In 2011, he was diagnosed multifocal
acquired demyelinating sensory and motor neuropathy and treated by intravenous immunoglobulin (IVIg), which
improved muscle strength eventually. Three years later, he had remitting weakness of the limbs, and thus underwent
again [VIg with amelioration of both alopecia and weakness in the limbs. Association of multifocal acquired demyelinating
sensory and motor neuropathy and alopecia, and their improvement by immunomodulatory treatment strongly suggest
a role of immunological pathomechanism.

(Clin Neurol 2014;54:507-510)
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