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Chorea is one of the major types of involuntary movement disorders originating from dysfunctional neuronal networks interconnect-
ing the basal ganglia and frontal cortical motor areas. The syndrome is characterized by a continuous flow of random, brief, in-
voluntary muscle contractions and can result from a wide variety of causes. Principles of management focus on establishing an etio-
logical classification and removal of the cause. Preventive strategies may be possible in Huntington's disease where genetic counsel-

ling plays a major part.
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2. Neuroacanthocytosis
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4. A2 =8 (Sydenham's chorea)
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