An Update on Diagnosis and Treatment of Movement Disorder
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Recently, there have been several significant forward steps in the diagnosis and treatment of movement disorders, especially in
Parkinson disease. Advance of molecular biology, genetics, neuroimaging, and surgical techniques enabled more accurate diagnosis
and widened the scope of treatment options. For instance, success with deep brain stimulation in advanced Parkinson disease has
been extended to the treatment of many hyperkinetic movement disorders. Here, we summarize the recent updates on the diagnosis
and the treatments in movement disorders focusing on Parkinson disease.
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Table 1. Subtypes of progressive supranuclear palsy pathology
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Main Phenotype

Designation

Classic phenotype

Parkinson disease-like
Pure akinesia (no appendicular rigidity)
Asymmetric parkinsonism

Frontal-predominant dementia

Progressive supranuclear palsy(PSP)-Richardson syndrome (sometimes known as
Steele-Richardson-Olszewski syndrome)

PSP-parkinsonism

PSP-pure akinesia with gait freezing
PSP-corticobasal syndrome
PSP-frontotemporal dementia

Table 2. Phenotypes associated with pathology-proven corticobasal degeneration

Main Phenotype

Key Features

Asymmetric parkinsonism, ideomotor apraxia, dystonia, myoclonus
(classic phenotype)

Symmetric parkinsonism, postural instability, oculomotor
disturbances(PSP-like)

Posterior cortical atrophy (PCA) syndrome
(visuospatial disturbances, apraxia, myoclonus)

Frontotemporal dementia (FTD) (behavioral, visuospatial, and
language disturbances)

Progressive nonfluent agrammatic aphasia (PNFA)

CBD-CBS: 50% of all pathologic diagnoses of CBS

CBD-PSP: More executive and behavioral abnormalities than in
pathology-proven PSP patients

CBD-PCA: More frequent myoclonus than in other CBS phenotypes
(more common Alzheimer disease pathology)

CBD-FTLD: Sporadic and familial FTLD-Tau and FTLD-TDP pathologies

CBD-PNFA: most common aphasia subtype in CBD, but other
pathologies are also found in PNFA

CBD; corticobasal degeneration, CBS; corticobasal syndrome, PSP; progressive supranuclear palsy, FTLD; Frontotemporal lobar degeneration,

TDP; TAR DNA-binding protein (TARDBP) coding for TDP-43.
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