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Table 1 Nerve conduction studies.

Motor conduction study

Right (*) Left
MCV (m/sec) 40.7 (>50.0) 33.0
Median CMAP amplitude (distal/proximal) (mV) 2.0/14 (>6.0/>5.0) 0.9/09
Distal latency (msec) 29.0 (<3.8) 21.0
F wave latency not evoked not evoked
MCV (m/sec) 425 (>51.0) 65.0
Ulnar CMAP amplitude (distal/proximal) (mV) 26/15 (>6.0/>5.0) 15/15
Distal latency (msec) 11.0 (<3.0) 8.6
F wave latency (msec) not evoked 574
MCV (m/sec) 282 (>42.0)
Tibial CMAP amplitude (distal/proximal) (mV) 0.21/0.21 (>7.0/>6.0) not examined
Distal latency (msec) 79 (<6.5)
F wave latency not evoked
Sensory conduction study
Right Left
SCV (m/!
Median SAP :nr;;licl)l de not evoked not evoked
SCV (m/sec
Ulnar SAP (;ln;l?tclde not evoked not evoked
Sural SCV (m/sec) 55.2 (>40) 55.2
SAP amplitude (UV) 6.7 (>9.0) 6.7

CMAP amplitude was measured from onset to the peak of the initial monophasic negative mus-
cle response.

Sensory nerve conduction studies were performed using an antidromic method. Skin tempera-
tures was kept to range between 32C and 34T .

SAP from the median nerve was recorded at the digit II. The stimulating electrode is place on
the skin over the patient’s median nerve at the wrist (stimulation-recording distance standard-
ized at 140 mm).

SAP from the ulnar nerve was recorded at the digit V. The stimulating electrode is place on
the skin over the patient’s ulnar nerve at the wrist (stimulation-recording distance standardized
at 140 mm).

SAP from the sural nerve was measured at the lateral malleolus with stimulation of the nerve
at the posterolateral side of the calf (stimulation-recording distance standardized at 140 mm).

*: At our institute

MCYV: motor conduction velocity SCV: sensory conduction velocity CMAP: compound muscle
action potential SAP: sensory action potential
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Fig. 1 Histopathlogical findings of the left sural nerve. (A)
Cross section of toluidine blue-stained epon-embedded
semithin shows mild subperineurial edema (allow), some
fibers with thinning myelin sheath (allow heads), and
mild reduction of myelinated nerve fibers. No naked ax-
ons, myelin ovoids or onion bulb formations are observed.
(B) Teased fiber preparations show segmentally thin my-
elin sheaths.
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Fig. 2 Motor conduction studies on median nerve.
Motor conduction studies on median nerve show markedly
prolonged distal latency and abnormal temporal dispersion
before intravenous immunoglobulin (IVIg) treatment (A).
These abnormalities apparently were lessened 5 days after
IVIg treatment (B), and abnormal temporal dispersion dis-
appeared shortly after oral administration of prednisolone
©).
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Abstract

Good response to intravenous immunoglobulin therapy in sensory dominant distal variant of chronic
inflammatory demyelinating polyneuropathy

Yukio Takeshita, M.D., Michiaki Koga, M.D., Masatoshi Omoto, M.D.,
Jun-ichi Ogasawara, M.D., Motoharu Kawai, M.D. and Takashi Kanda, M.D.
Department of Neurology and Clinical Neuroscience, Yamaguchi University Graduate School of Medicine

A 46-year-old man experienced numbness and muscle weakness in the distal portions of both hands, which
progressed over following three months. Neurological examination showed mild muscle weakness only in distal
arms, hypoflexia or areflexia, and hypesthesia in glove and stocking distribution. Motor conduction study revealed
markedly prolonged distal latency and abnormal temporal dispersion. Sensory nerve potentials were reduced or
could not be recorded. Histopathlogical findings of the sural nerve showed several nerve fibers with thinning mye-
lin sheath and mild reduction of myelinated fibers. These results suggested the diagnosis of chronic inflammatory
demyelinating polyneuropathy (CIDP). Two weeks after intravenous immunoglobulin therapy, neurological defi-
cits rapidly improved and electrophysiological abnormalities were also ameliorated. Thereafter, there was no clini-
cal deterioration for two years without further treatment. Our patient suggested that immunomodulating treat-
ment is needed for stopping the initial progression of neurological deficits, but maintenance therapy is not always
necessary for keeping the remitting state in distal variant of CIDP.

(Clin Neurol 2011;51:478-482)
Key words: chronic inflammatory demyelinating polyneuropathy, distal variant, intravenous immunoglobulin, distal ac-

quired demyelinating symmetric neuropathy




