IVideo Journal of MD —

Volume 1 | Issue1/2 | 2022

Video Journal of
Movement Disorders

TABLE OF CONTENTS

4-6 #4855 Review 1
BREFDIEMERT2RE T 2R ENEDIER
~2 B EROERDL 5~
FFTTIE5A

Effects of neurotransmitters including dopamine, serotonin,
acetylcholine on locomotor activity in animals. -From the
perspective of antiparkinsonian medications

Nomoto M

7-11 #3855 Review 2
FIgLONSH KRS &ER &
REHR. RELQE., AR, THER
Anti-lgLONS5 disease
Ono 'Y, Fuseya K, Kimura A, Shimohata T

12-14 [&% Original Article 1
Z L UL dystonic tremorlZBotulinum toxinh'&=3h L 1=
spinocerebellar ataxia type 2 (SCA2) D14l
EFHFFFF

The effect of botulinum toxin type A on spasmodic torticollis
and dystonic tremor in a spinocerebellar ataxia type 2 (SCA2)
patient -A case report —

Takei A

15-18 [&2 Original Article 2

PBRTZO/NEZEIC K W REE L fzhemiballismd 14
WEREETF. 78)IHBTF. TR, FoiEsh

A case of hemiballism induced by a hypothalamic infarction
detected by contrast-enhanced MRI
Ochi C, Nishikawa N, Ando R, Nomoto M

19-21 [&2 Original Article 3
DFoLRFEICKY BEEE ZE L1
IIFEHEIE. = bfde. ZHE REAR. KHITEA

A case of chorea induced by lithium intoxication
Yamanishi Y, Miyaue N, Tada S, Ando R, Nagai N



Movement Disorders Review

Video Journal of MD #2835 Review 1

HS&EE) DRI LA T 2 B3 2 AW E o 1R
~ELBGROER 6~

PFICIEEA Y

E5

IN—=F 2 VIRETVE O BEEBS S 2EANS P33 Y ku b=y, TEFLaY Lok
HEBH L7z BECTIIEYIT L2 5720, W S N3ITBEEE oM 52 S HERIMEH T 5,
B L 5 20 COERIZRI R L L CRBR S L. Mo TOERIE—ICEITER & L TERBSh
%o Levodopald/S—F >V VIROEFIZHWOENTEBY . K283 iR o @i infER 1I3D25 AR~
OVER L S, DIZEMRIERIEIIL G35 L BREB 2 #HT 5. FKEIC B8 2 Wi L IR,
[HE), WHEICOBS- L TB D, levodopalaI2HE D IRA. HE), EAOFRBIZEEb-> T b, JEHE
Reyto b=, 7EFVa) AFHELRANEG$ 5 & BEEB) & 3 5. BEEOERER %%
BIZCANTBLZ L, V@Y LREROFVPPIIIRZEEZ LN,

Effects of neurotransmitters including dopamine, serotonin and acetylcholine on locomotor activity in

animals - From the perspective of antiparkinsonian medications -

Masahiro Nomoto ¥

Abstract

Many drugs acting on receptors of dopaminergic, serotonergic or cholinergic neurons have been
used for the treatment of neurological disorders. This paper reviews the effects of these agents on
the locomotor activity in animals.

Dopamine receptor agonists increase locomotor activities, and this effect has been applied to the
screening of antiparkinsonian agents. D2 receptor agonists were developed for the treatment of
Parkinson’s disease. D1 receptor agonists have been developed, tried in model animals, and then
tested in clinical trials for Parkinson’s disease. They had, however, no beneficial effects in clinical
treatments. Although D1 dopaminergic agents enhance locomotion by acting on the direct pathway at
the striatum, they also inhibit locomotor activity by affecting the prefrontal cortex.

Even though serotonergic neurons increase or decrease locomotor activity depending on the
receptor subtype, serotonergic activation eventually decreases movements as a whole. Cholinergic
neurons stimulate muscarinic and nicotinic receptors. Anticholinergic agents have been used for the
treatment of Parkinson’'s disease for a long time through the action on muscarinic receptors in the
brain. Anti-choline esterase agents which increase the activity of cholinergic neurons in the brain
decrease locomotor activity in animals.

A neurotransmitter agent usually has multiple actions through acting on several types of receptors.
Basic knowledge on the mechanisms of action of the agents used in therapy should help physicians

treat patients with movement disorders.
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Anti-IgLONb disease

Ono YV, Fuseya KV, Kimura A ¥, Shimohata TV

Abstract

Anti-IgLONS disease was first reported in 2014 by Sabater et al. as a sleep disorder manifesting
obstructive sleep apnea and parasomnia. Since then, many clinical features have been reported. Gaig
et al. classified the clinical phenotypes into 5 subtypes: sleep disorders, bulbar syndrome, movement
disorders, cognitive impairment, and neuromuscular manifestations. Characteristic sleep disorders are
parasomnias and respiratory symptoms (stridor and sleep apnea). Bulbar syndrome includes
dysarthria, dysphagia, sialorrhea, central hypoventilation, vocal cord paralysis, and stridor. As
neuromuscular manifestations, fasciculations in the tongue and limb muscles, muscle weakness,
muscle atrophy and cramps can be observed. These bulbar and neuromuscular features may mimic
amyotrophic lateral sclerosis and stiff-person syndrome. Most patients with anti-IgLONb disease
present with many motor symptoms, with an average of three per patient. The symptoms include
facial/abdominal dyskinesias, cerebellar ataxia, chorea, and parkinsonism. The disease may mimic
progressive supranuclear palsy or corticobasal syndrome in some cases. The patients can have
various cognitive dysfunctions such as verbal or visual memory disturbance, difficulty in verbal
fluency, executive dysfunction, and visuoconstructive performance disturbances. Video
polysomnography is useful for detecting undifferentiated NREM sleep and poorly structured N2 sleep,
which are diagnostic of anti-IgLONb5 diseases. Previous studies showed a strong association between
HLA-DRB1*10:01/7HLA-DQB1*05:01 alleles and anti-IgLON5 disease. Neuropathological studies
revealed hyperphosphorylated tau deposits (3-repeat and 4-repeat) along with neuronal cell loss and
gliosis. Anti-IgLONDb5 disease should be considered in patients with atypical features such as

movement disorders combined with sleep disturbance, because this disorder is partially treatable.
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The effect of botulinum toxin type A on spasmodic torticollis and dystonic tremor in a spinocerebellar

ataxia type 2 (SCA2) patient -A case report -

Asako Takei V

Abstract

We report a patient with marked cervical dystonia (CD) and dystonic tremor that appeared 17
years after the onset of spinocerebellar ataxia type 2 (SCA2). We evaluated the CD and tremor
before and after injection of 80 units of BoNT-A, using the Modified Tsui Scale for cervical dystonia
(Tsui scale), the abnormal involuntary movement scale (AIMS) and a surface electromyogram. One
week after treatment, the Tsui score decreased from 14 points to 5 points, and AIMS showed a
reduction from 24 points to 10 points. In addition, rhythmic discharges on the surface EMG
disappeared. It has been reported that the cerebello - thalamo - cortical circuit and the basal ganglia
are involved in the production of dystonic tremor, and that these structures are also involved in

SCA2. BoNT-A injection may have beneficial effects on these disorders.
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A case of hemiballism induced by a hypothalamic infarction detected by contrast-enhanced MRI
Chikako Ochi ¥ *, Noriko Nishikawa # **, Rina Ando 2 , Masahiro Nomoto

Abstract

A case of hemiballism caused by a contralateral hypothalamic infarction was presented. A 69-year-
old man was referred to our neurology clinic. He sensed something unusual in his right arm and leg,
and developed abnormal movements a few days later. He manifested ballism in his right arm and leg
throughout the day, but not during sleep. One mg of clonazepam or 75 mg of tiapride a day had no
beneficial effects. The hemiballism was relieved by treatment with 1.5 mg of haloperidol and 50 mg of
sulpiride a day. Brain MRI with contrast enhancement showed a small infarction at the left
hypothalamus on the frontal plane. Haloperidol was stopped 6 months later and sulpiride was

discontinued one and a half year later without recurrence of involuntary movements.
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A case of chorea induced by lithium intoxication

Yuki Yamanishi ¥, Noriyuki Miyaue V' , Satoshi Tada ¥ , Rina Ando ', Masahiro Nagai V

Abstract

A 76-year-old man developed involuntary movement and gait disturbance. He had been taking
lithium for 30 years without any adverse effects. One month after he started taking thiazide diuretics
to treat his aortic aneurysm, he developed chorea and ataxic gait. Lithium blood level was elevated to
176 mEq/L (therapeutic range 0.6-1.2 mEq/L). Chorea and ataxic gait improved following reduction
of lithium dose and cessation of thiazide diuretics. Chorea is a relatively rare involuntary movement
caused by lithium intoxication. Clinicians should, however, keep in mind that lithium blood level may

increase by interaction with thiazide diuretics and that chorea could develop.
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