Thalamic stroke give rise to a variety of clinical symptoms such as pure sensory stroke, ataxic hemiparesis and so on. Involuntary
movement disorders after thalamic stroke can be occurred, but these are regarded as very uncommon symptoms. Because thalamus
is compact area that contains many structures concerned with movement disorders, the lesion of thalamus can cause variety of
movement disorders. Involuntary movement is usually unilateral presented, however, many cases presented bilaterally. There is no
difference in demographic factors including gender, sex, side of lesion and risk factors. Sometimes, involuntary movements of
post-thalamic stroke are complex manifestation. Despite numerous reports of movement disorder in thalamic stroke, understanding
of pathophysiology is not still understood. The most common involuntary movement after thalamic stroke is dystonia. Chorea and
ballism were also highly associated with thalamic lesion after stroke. Tremor also can be occurred by lesions in posterior thalamus.
Asterixis are frequently reported with vascular lesions in the ventral posterolateral thalamic region. However, it is interesting that
parkinsonian signs especially akinesia and rigidity are extremely rare in thalamic stroke. This session will discuss and review about
the characteristics and possible pathophysiology of movement disorders after stroke in thalamus.
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