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[ Abstract)
1911, the definition of which that adopted by doctors is outdated and the classification is not specific.

More than 100 years has passed since Oppenheim firstly named the term "dystonia" in

Albanese, et al proposed the new definition and classification of dystonia in 2013, which help a lot to guide
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diagnosis and treatment of dystonia. Recently, there have been new development and recognition on the

diagnosis and treatment of dystonia. This review summarizes the definition, classification, diagnosis and

treatment of dystonia.
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Table 1. The new clinical classification standard of
dystonia in 2013

Classification Description

Based on clinical
characteristics

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: static; progressive

Variability: persistent; action-specific; diurnal;
paroxysmal

Associated Isolated dystonia (including tremor)

movement disorders  Combined dystonia (e.g. myoclonus or parkinsonism)

Associated None of other neurological or systemic manifestations
neurological or List of co-occurring neurological manifestations
systemic

manifestations
Based on etiology
Evidence of degeneration

Evidence of structural (often static) lesions
No evidence of degeneration or structural lesion

Nervous system
pathology

Inherited: autosomal dominant; autosomal recessive;
X-linked recessive; mitochondrial

Acquired: perinatal brain injury; infection; drug;
toxic; vascular; neoplastic; brain injury; psychogenic
Idiopathic: sporadic; familial

Inherited or
acquired
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Table 2. Clinical manifestations of dystonia """

Physical sign Description

Abnormal The body is twisted along the longitudinal axis

posture (except for blepharospasm or laryngeal dystonia)
Rigidity and traction could be sensed in the
affected part

Abnormal Movements are repetitive and patterned

movement (consistent and predictable)

A twisting nature in a preferred direction
Movements are often sustained at their peak for
some time

Geste antagoniste Alleviation of dystonia occurs during the geste
(sensory trick) movements, usually soon after its start
The geste movement is natural never forceful
Most common in cervical dystonia

Overflow Abnormal movements or abnormal postures
extend the commonly involved body region
Mirroring Different types of repetitive tasks (normal writing

or piano-like movements) are performed in the
nonaffected limb
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