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Table 1 Results of nerve conduction study.

Motor nerve conduction study
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Sensory nerve conduciton study

SNAP amplitude (uv) NR
SNAP amplitude uv) NR

Median nerve
Sural nerve

CMAP: compound muscle action potential; SNAP: sensory nerve
action potential; NR: not recordable
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Fig. 1 The patient’s clinical course. MTX: methotrexate, IVIg: intravenous immunoglobulin, PSL:
prednisolone, MPSL: methylprednisolone, DFPP: double filtration plasmapheresis.
Disease progression was resistant to therapy for prednisolone and intrarenous immunogloblin,
but slowly progressive for 4 years. Subacute exacerbation that was accompanicd by proxymal
weakness was occared at 4 years later from onset. Double filtration plasmapheresis improred
symptom, after oral prednisolone kept remission.
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Abstract

A case of chronic and progressive distal symmetric type CIDP with subacute exacerbation:
focus on clinical pattern of CIDP

Kazumoto Shibuya, M.D.", Sonoko Misawa, M.D., Ph.D."”, Takeshi Fukushima, M.D.",
Tomoyuki Uchiyvama, M.D., Ph.D.”, Kei Funakoshi, M.D., Ph.D.” and Satoshi Kuwabara, M.D."
YDepartment of Neurology, Graduate School of Medicine, Chiba University
*Department of Neurology, Dokkyo Medical University

Chronic inflammatory demyelinating polyneuropathy (CIDP) is classified into typical type that is character-
ized by proximal weakness and atypical type that include demyelinating acquired distal symmetric (DADS) type.
DADS type CIDP is characterized by slowly progressive clinical course, motor and sensory involvement domi-
nant in the leg and resistance to therapy. We report the case of a 72 year-old man with DADS type CIDP, who
have dysesthesia and weakness dominant in distal of limbs. Disease progression was resistant to therapy for pred-
nisolone and intravenous immunoglobulin, but slowly progressive for 4 years. Subacute exacerbation that was ac-
companied by proximal weakness was occurred at 4 years later from onset. Nerve conduction study revealed
markedly prolonged distal latencies and slowing of conduction velocities. Double filtration plasmapheresis im-
proved symptom, after oral prednisolone kept remission. This case had characteristic of DADS type CIDP at the
onset, but changed into typical CIDP also for the therapy in the clinical course. This case indicate the multiplicity
of CIDP.

(Clin Neurol 2011;51:141-144)
Key words: Chronic inflammatory demyelinating polyneuropathy, demyelinating acquired distal symmetric neuropathy,

plasmapheresis




