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Abstract

Changes in muscle blood flow induced by physical stimulation

Kazushi Nishijo, Hidetoshi Mori Takashi Otsuka, Kaori Hirai

Department of Acupuncture, Tsukuba College of Technology

Physical stimulation {massage and electro-acupuncture) induced an increase of muscle blood flow. Muscle blood

flow was determined {rom changes of tissue hemoglobin concentration measured by near infrared spectroscopy.
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Abstract
The inhibitory period of long-suffered SMON patients studied by magnetic stimulation
Mitsunori Morimatsu, Junichi Ogasawara, Motoharu Kawat, Kiyoshi Negoro, Hiroshi Nogaki
Department of Neurology, Yamaguchi University School of Medicine
Inhibitory periods (IPs) were recorded from the abductor pollicis brevis muscle by transcranial magnetic stimulation
in three long-suffered SMON patients , in order to evaluate the disturbance of suppressive interneuron in motor cortex.
Transcranial magnetic stimulation was performed by the round coil, and IPs were recorded from the contracting
abductor pollicis brevis muscle. The IPs were normal range in all patients, but they tended to be shorter than normal

mean. This study was performed only in three patients, so we could not get significant difference. But these results
suggest the possibility of the disturbance of suppressive interneurons on motor cortex in long-suffered SMON patients.
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Abstract
Soleus late response evoked by transcranial magnetic stimulation in SMON (part 2)
Jun-ichi Kira U, Kenji Arakawa ¥, Rie Suga?, Shozo Tobimatsu® and Motohiro Kato”

"Department of Neurology , Neurological Institute, Kyushu University
2Department of Neurology , Clinical Neurophysiology , Neurological Institute, Kyushu University

Transcranial magnetic stimulation (TMS) of the motor cortex elicits a primary motor evoked potential in the soleus
muscle, which may be followed by a late potential with latencies around 90ms (soleus late response, SLR). SLR is
considered to be a polysynaptic reflex related to postural mechanisms. In this study, SLR with TMS was recorded in 6
patients of SMON and in 8 normal subjects in a supine position under 20% voluntary contraction of the tibialis anterior
muscle (TA). The stimulus intensity was set at 10% of stimulator output above the threshold which was measured in the
90° ankle dorsiflexion. In control subjects, mean latnecy of soleus primary response (SPR) was 28.3 3.8 ms (mean—+
SD) while mean SLR Jatency was 89.3% 8.4 ms. If the response was absent or the latency exceeded more than the
mean plus 38D of the controls, it was considered as abnormal. In SMON patients, SPR was abnormal in 4 subjects
while SLR was normal in 5 subjects. Althongh abnormal SPR may reflect the pyramidal tract involvement in SMON,
normal SLR suggests that postural mechanisms of SMON may be normal.
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Abstract

A case of polyneuropathy with SMON like disesthesia

Hisao Tto", Keiji Chida®

YDepartment of Neurclogy, I wate National Hospital

“Konan Hospital

The case was a 58-year-old female. On 1 May, 1993 she was suffered from pain and numbness of four extremities
and gait disturbance. She had transient diarrhea, but no fever. She was diagnosed as Guillain-Barre syndrome. But

cerebrospinal fluid was normal. She was always obese, and ber iliness was not progressive.

Due to ataxic gait, she fell down frequently and had a broken bone. The drug was not effective for tingling and severe

pain.
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Abstract
An autopsy case of SMON with a 28 years course

Sadao Takase", Hidehiko Konno?®, Toshihiko Fukui®,
Kunihiko Goto®, Tetsuyuki Kitamoto®

YDepartment of Neurology, Kohnan Hospital

2Department of Neuropathology, Kohnan Hospital

¥Fukui Doctor's office

“Department of Pathology, Tohoku University, School of Medicine
¥Department of Neurological Sci. Tohoku University, School of Medicine

At the age 50, she experienced paresthesias in her left leg 27 days after administration of quinoform for abdominal
discomfort. Ten days later, she became unable to walk for painful tonia and weakness of lower extremities. She began
to recover with discontinued medication of quinoform and became walkable with a cane after a half year. At 10 months
before her death, the exaggerated deep tendon reflex and impaired vibration sense in lower limbs, and positive
Romberg's sign were noticed. She died of acute cerebral hemorrhage at 78 years old. Histopathological study disclosed
no myelopathy characteristic for SMON, such as degeneration of the dorsal furiculi in cervical segment and of the

lateral funiculi in lumbar segment. There were also no alternations of the optic tract and the lateral geniculate body. But
if compared with non-neurological control, the synaptophysin immunoreactivity was reduced in the nucleus gracilis of
medulla oblongata, as well NFP immunoreactivity in the funiculus gracilis of cervical cord. The presenée of funiculus
gracilis alternation was indicated immunoaistologically. although which could not be disclosed on the routine
histological preparations. It might be considered that the histological changes characteristic of SMON become

undiscernible during the long course.
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Abstract
Signal transduction through redox and neurotoxicity
Tkuro Maruyama

Department of Molecular and Laboratory Medicine,
Kagoshima University School of Medicine

It is well known that chinoform acts as a neurotoxic agent and caunses SMON (subacute myelo-opticoneuropathy).
However the molecular and cellular mechanism of the chinoform induced neurotoxicity has remained to be elucidated.
In this paper we have examined the effect of amyloid /5 protein (ABP) and chinoform examined on the cultured PC-
12 and Neuro-2A cells.Both ABP and chinoform increased HzOz prodcuﬁon in the cells and caused cell death.
Incubation of the cells with above agents activated NF-kB and resuted the I1.-6 gene expression. IL-6 produced in the
cultured medium acted as a cytoprotective. Thus IL-6 expression was through redox pathway followed by NF- « B

activation. These may play some roles for the pathomechaist of the development in SMON.
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Abstract
Disability scales of subacute myelo-optico-neuropathy (SMON)

The Ministry of Health and Welfare SMON Research Committee of the fiscal year 1993
( Chairman : Hiroshi Iwashita )

The Ministry of Health and Welfare SMON Research Committee of the fiscal year 1998 made a classification of
disability scales based on scores of each and total of three major symptorns of this disease, namely gait, sensory and
visual disturbances. Stage 1 (very slightly disabled) equals total score 0~2, stage 2 (slightly disabled) 3 - 4, stage 3
(moderately disabled) 5~7, stage 4 (severely disabled) 8, and stage 5 (very severely disabled) 9~

Usefulness of this disability scales of SMON needs verification in the future.
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