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Table 1 The results of nerve conduction study on admission and after intravenous immunoglobulin therapy.
CMAP DL CMAP Amp MCV F latency (ms) SNAP DL SNAP Amp SCV
(ms) (mV) (m/s) [F occur. rate] (ms) (1v) (m/s)
On admission
It. median 4.1 12.4/8.8/8.2 42.6/45.5 32.7, [15/16] 3.3 23.5 45.2
It. ulnar 3.1 8.2/5.4/5.3/5.3 42.9/33.7/45.5 32.1, [7/16] 3.0 12.6 41.1
1t. tibial 7.1 2.1/1.0 35.2 not evoked na na na
1t. sural na na na na 3.4 12.0 41.2
After IVIg therapy
It. median 4.4 11.7/8.9/8.4 42.7/48.6 35.4, [15/16] 3.5 15.7 45.5
It. ulnar 4.0 4.5/2.7/2.7/2.6 32.6/33.3/30.6 not evoked 2.7 5.2 47.0
It. tibial — not evoked — — na na na
1t. sural na na na na 3.1 5.1 44.6
rt. median 4.2 10.1/9.8/9.2 43.8/40.5 35.6, [16/16] 3.2 31.2 46.3
rt. ulnar 3.4 6.5/2.7/2.7/2.7 37.2/32.1/25.0 43.7, [9/16] 2.5 20.5 44.0
rt. tibial 8.3 0.24/not evoked — — na na na
rt. sural na na na na 2.9 6.8 35.0

DL = distal latency, CMAP = compound muscle action potential, SNAP = sensory nerve action potential, MCV = motor nerve conduction
velocity, SCV = sensory nerve conduction velocity, F latency = F wave latency, F occur. rate = F wave occurrence rate, Amp = amplitude,
CMAP Amplitude and MCV are shown from distal to proximal in order. na = not available. IVIg = intravenous immunoglobulin therapy.
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Fig. 1 Clinical course.
PSL = predonisolone, mPSL = methylpredonisolone, IP = iliopsoas, TA = tibialis anterior, GC = gastrocnemius,
CSF = cerebrospinal fluid, IVIg = intravenous immunoglobulin therapy.
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Fig. 2 Sural nerve biopsy.
Figure A and B are from a Epon-embedded specimen (toluidine blue staining, Bar = 20 pm). Figure C is from a frozen sample
(hematoxylin-eosin staining, Bar = 100 pm). Figure D is from a paraffin-embedded specimen (hematoxylin-eosin staining, Bar =
100 um). The density of myelinated fibers was mildly decreased, and myelin ovoids were shown at a density of 100-200/mm>.
Demyelination was not observed (A). Perivascular invasion of mononuclear cells was seen in one location of epineurium (arrow)
(B). There was no invasion of inflammatory cells neither in frozen sections nor paraffin section (C, D).
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Improvement of human T-lymphotropic virus type 1 associated demyelinating neuropathy
with corticosteroid therapy

Masayoshi Yamamoto, M.D."””, Yoko Shibata, M.D."””, Nobuyuki Oka, M.D., Ph.D.*,
Manabu Inoue, M.D., Ph.D."®, Naoko Tachibana, M.D., Ph.D."” and Toshiaki Hamano, M.D., Ph.D.”
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The patient was a 58-year-old man, who was hospitalized with progressive bilateral leg weakness, and sensory
impairment in all four extremities. Chronic inflammatory demyelinating polyneuropathy (CIDP) was suspected based on
an electrophysiological examination, and intravenous immunoglobulin therapy (IVIg) was initiated. However, his
symptoms progressed. The serum and cerebrospinal fluid were positive for human T-lymphotropic virus type 1 (HTLV-1)
antibodies; hence the patient was diagnosed as having HTLV-1 associated neuropathy. After administration of
corticosteroid, muscle strength markedly improved. Thus, our findings suggest that rather than IVIg, corticosteroid
therapy is recommended for the treatment of CIDP like neuropathy in HTLV-1 infected patients.

(Rinsho Shinkeigaku (Clin Neurol) 2018;58:166-170)
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