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ACUTE ONSET MOVEMENT DISORDER AND AUTOIMMUNE
NEUROLOGICAL SYNDROMES: A CASE SERIES
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show a rapidly progressive disease evolution. The clinical features
are extremely variable, ranging from cognitive or psychiatric
symptoms and seizures to MDs. Both hypercinetic and
hypocinetic (tremors, dystonia, chorea, ballism, myoclonus,
parkinsonism and ataxia) acute onset MDs are described.
Although antibodies anti-CNS-antigens have been identified, the
pathogenesis of these autoimmune movement disorders is
unclear.
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Materials and Methods

We describe ten patients admitted to our institution from Jan 2013
to May 2016 with complex MDs or neuropsychiatric syndromes
and an acute or subacute onset. An extensive diagnostic program
was done to exclude other secondary causes (e. g. stroke, primary
brain tumor, infectious diseases). It included routine blood exams,
brain and spinal MRI, EEG, neurophysiological studies, CSF
examination, chest, abdomen and pelvis CT and PET to reveal
associated tumors, detection of antineuronal antibodies. Finally an
alternative diagnosis was excluded and an autoimmune basis was
considered.
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