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involuntary muscle contraction, frequency causing twisting or
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Axis |. Clinical characteristics
Clinical characteristics of dystonia
Age at onset
*Infancy (birth to 2 years)
* Childhood (3—-12 years)
*Adolescence (13-20 years)
*Early adulthood (21-40 years)
- Late adulthood (>40 years)
Body distribution
*Focal
*Segmental
- Multifocal
*Generalized (with or without leg involvement)
*Hemidystonia
Temporal pattern
*Disease course
O Static
O Progressive
*Variability
O Persistent
O Action-specific
O Diurnal
O Paroxysmal
Associated features
Isolated dystonia or combined with another movement disorder
*Isolated dystonia
*Combined dystonia
Occurrence of other neurological or systemic manifestations
= List of co-occurring neurological manifestations

Fig. 1 Axis 1 scheme according to the new update consensus
classification”.

54 (morning benefit) bdH 5. AL LT, Vwhbwb
pseudodystonias DI NETH L. T v 7, WFHARELFRE,
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VA7, D HT L 2013 4E Albanese 5 0455 7
AN T A £9, Axis LERRIFBUC X 298 (Fig. 1) &
Axis 2RI & 55048 (Fig. 2) D4 b, FRIREE
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I, GOfE, OHMMHERTH L. HWRTIE, FICWERY
i % & o - i mEl &l nrE, A .G e L2 T
& 5. Axis 1 DOFSFEFEIEFLIEH 2> 5 ZFE W THIF 5N 5.
@REEHAL (body distribution) 12 & 2 734H1%, B k% BEET 1
d - BEHER T A - SHED - MEEH - ke - LR - TR 7
XL, 2095 EDEMIREL TV L0 THET 5
A JFAMEY A b =7 (focal dystonia), AFIET A M =7 D
RKLZVHDIRRIMES A P=TTH 5. B.3HiEY A M=
7 (segmental dystonia) T, B§#Ed % 2Ll EOLBALAREE
LT 26 THLH. BHSHH (cranial), BHSAHO 2 AHT DL,
fR# (axial), SHFB+1KEE, Bi#B (brachial), —MI_LJ% + ke
F 71 bR = S = R, IR (crural) — T + M5
F 7L TR =R L7, Coag Y A k=7 (generalized
dystonia) &, [fA#+ Zoft2 HALE] EFRL, i
TIHREOFHEEZMATT 5. D.LHEMET A P =7 (multifocal
dystonia) 1%, B L 2oL EOEASRE L TV AHE
£95%. E. FMEY A =7 (hemidystonia) 1%, HfkD—
BOAERTIANT THEH. OFBIZL 5T, IE
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Axis II. Etiology
Nervous system pathology
Evidence of degeneration
Evidence of structural (often static) lesions
No evidence of degeneration or structural lesion
Inherited or acquired

Inherited

*Autosomal dominant

= Autosomal recessive

*X-linked recessive

=Mitochondrial
Acquired

- Perinatal brain injury

*Infection

*Drug

= Toxic

*Vascular

*Neoplastic

*Brain injury

=Psychogenic
Idiopathic

=Sporadic

= Familial

Fig. 2 Axis 2 scheme according to the new update consensus
classification”.
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BhERE (S—F >V VIEBR, I470-XA%E) 2HED
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VAT O, RINEE R L E S L EF)L— T
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EE EFIGE L, FUO®E T R VEE TS, Thbb®R
Wi o L, FEHUH 2 9H S s, JERENE, ) &b
EB)OHES) B, S5 B AN IR < o b T4
B O IR EE IOV TR 21T 2 Y. E—EHE
W% (first dorsal interosseus muscle; FDI) & &f3745Cd % 44
FHEYMHER (abductor polices brevis muscle; APB) @ pinching
B % AT ) B2, FDI O & % YU L APB O ) 2 3k < i %
1To 7. IEFRRTIE L H O APB OFEIZHIHITTHETH
575, FETIX APB O IEIHNIL R EEC (Fig. 3), J&Z3]
M OBEEAR SNz FERC, EERSEZ EoRATED 2 b
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Fig. 3 Disturbed surround inhibition in writer cramp patient.
Patient with focal hand dystonia showed dis-inhibition of muscle
activity of APB under contacting FDI and APB with 10% pitching
power of maximum condition. FDI: first dorsal interosseus muscle,

APB: abductor polices brevis muscle.

SCM
Left

Right

Trapezius
Left i

Fig. 4 Dystonic discharge in focal cervical dystonia.

High amplitude and long duration discharge in the right sternoclei-
domastoid muscle (SCM) and long duration discharge in the left
SCM (antagonist muscle) was observed with co-contraction in focal
cervical dystonia.
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R ) X AGE R, BT, SEIER S EER & o /KT
VANZTTHEH. Fi, EHUIAMN=TTH, RITWG
WD D CIIIETSER TN 72 & O & FERE - OFHOE
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5. WURBAL, REWHERMA, S CT B X0
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VB L XIS & LA A DR, DS L OB ORI T 17

Fig. 5 Abnormal head movement in focal cervical dystonia.

Her neck and head were involuntary tilting to left side. Her right sternocleidomastoid muscle (SCM) was pushing her neck, then her head

position gradually was moving, finally showed left circumstance and left laterocollis.
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Fig. 6 Hypertrophic muscles observed in focal cervical dystonia.
Muscle CT showed hypertrophic change of both right scalene mus-
cles (D) and levator scapulae muscle (2 ) that produced to right
laterocollis and right shoulder elevation.
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Fig. 7 Result of botulinum toxin therapy for idiopathic cervical
dystonia in our hospital.
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Fig. 8 Prognosis of botulinum toxin therapy.
A half of patients starting treatment within one year disease duration
had remission.
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Botulinum toxin for treatment of the focal dystonia

Yusaku Nakamura, M.D., Ph.D.”

YDepartment of Neurology, Kindai University Sakai Hospital

Dystonia is defined as a movement disorder characterized by sustained or intermittent muscles contraction causing

abnormal, often repetitive, movements, postures, or both. Dystonic movements are typically patterned and twisting, and

may be tremulous. The precis diagnosis of dystonia is difficult for physicians because neurological brain imaging does not

provide enough practical information. The diagnosis is depend on clinical experience of physicians. Botulinum toxin

treatment is the accepted standard of care for patients with focal dystonia. Botulinum toxin treatment results in

significant improvement of decreasing the symptom of dystonia. The success of treatment is dependent on muscle

selection for treating involved muscles. Usually performance of botulinum toxin treatment is injected according to

clinical experience of surface anatomy or clinical location method. However, the benefit of guidance of botulinum toxin

treatment is improve outcome in dystonia. Injection techniques with ultra sound echogram or EMG guidance to identify

dystonic muscles can be more benefit for patients.

(Rinsho Shinkeigaku (Clin Neurol) 2017;57:367-372)
Key words: dystonia, Botulinum toxin, cervical dystonia, EMG guidance, muscle selection




