Secondary Movement Disorders
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Movement disorder is abnormal neurologic condition that clinically present as excessive or involuntary movement, or slow voluntary
movement. According to causes, it is classified as primary and secondary movement disorder. There have been identified various causes re-
sulting in secondary movement disorders including structural lesions, drug, trauma, and systemic diseases. It is important to differentiate
secondary movement disorder from primary movement disorder in aspect of treatment plan and prognosis.
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2. Common types of Secondary Movement

2.1 O|X} ZZIZ0|AZ(dystonia)
DoV Lo 5 e fRleEs FWd(vascular:

VAS), Atz w2 K hypoxic brain damage), £dH(trauma),
Z+rA(infection), 3 (kernicterus), thAHd(metabolic) 2
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3. Common etiologies of secondary movement
disorders

3.1 Vascular disease
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3.2. Systemic illness
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