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l. Primary (Idiopathic) parkinsonism
Parkinson disease
Juvenile parkinsonism (Ishikawa and Miyatake, 1995)

Il. Multiple system degenerations

(parkinsonism-plus)

Progressive supranuclear palsy

Multiple system atrophy

Lytico-bodig or parkinsonism-dementia-ALS complex of Guam

Corticobasal degeneration

Progressive pallidal atrophy (primary pallidal degeneration)

Parkinsonism-dementia complex

Pallidopyramidal disease (PARK15) (Remy et al., 1995; Horstink et al.,
2010)

lll. Heredodegenerative parkinsonism
Hereditary juvenile dystonia-parkinsonism (Ishikawa and Miyatake,
1995)
Autosomal dominant Lewy body disease (Wszolek et al., 1995)
Huntington disease
Wilson disease
Hereditary ceruloplasmin deficiency
Neurodegeneration with brain iron accumulation
Aceruloplasminemia
Neuroferritinopathy
Pantothenate kinase associated neurodegeneration (PKAN)
PLA2G6 associated neurodegeneration (PLAN)
Fatty acid hydroxylase associated neurodegeneration (FAHN)

ATP13A2 mutation (Kufor-Rakeb disease) and lysosomal
disorders

Woodhouse-Sakati syndrome (WSS)

Spinocerebellar ataxia (SCA) type 2, 3, 6, 12, 21

Frontotemporal dementia

Progressive autosomal dominant parkinsonism with central
hypoventilation, depression, apathy, and weight loss (Perry
syndrome) (Tsuboi et al., 2002)

Gerstmann-Strausler-Scheinker disease

Familial progressive subcortical gliosis (FPSG) (Lanska et al., 1994)

Lubag (X-linked dystonia—parkinsonism) (Wilhelmsen et al., 1991)

Familial basal ganglia calcification (bilateral striopallidodentate
calcinosis; Fahr's disease) (Manyam et al., 2001; Brodaty et al., 2002;
Oliveira et al., 2004)

Mitochondrial cytopathies with striatal necrosis

Juvenile neuronal ceroid lipofuscinosis (Aberg et al., 2000)

Juvenile parkinsonism with neuronal intranuclear inclusions
(O’Sullivan et al., 2000)

Familial parkinsonism with peripheral neuropathy

Parkinsonian—pyramidal syndrome (Nisipeanu et al., 1994)

Neuroacanthocytosis (Rinne et al., 1994)

Hereditary hemochromatosis (Nielsen et al., 1995; Costello et al., 2004)

Fragile X-associated tremor/ataxia syndrome (FXTAS) (Hagerman et al.,
2008)

Autosomal dominant striatal degeneration with dysarthria and gait
disorder (5q13-5q14) (Kuhlenbaummer et al., 2004)

Progressive external ophthalmoplegia and parkinsonism associated
with POLGT mutation (Hudson et al., 2007; Milone and Massie,
2010)

Sensory ataxic neuropathy dysarthria and ophthalmoparesis (SANDO)
with parkinsonism and dystonia with POLGT mutation (McHugh
etal, 2010)

Progressive encephalopathy with rigidity (with glycine receptor
antibodies)

IIV. Secondary Iacquired, symptomatic) parkinsonism

»

Infectious: postencephalitic, AIDS, subacute sclerosing
panencephalitis, CJD, prion diseases

Immunologic and paraneoplastic: voltage-gated potassium channel
autoimmunity

Drugs: dopamine receptor-blocking drugs (antipsychotic, antiemetic
drugs), reserpine, tetrabenazine, o-methyl-dopa, lithium,
flunarizine, cinnarizine, ecstasy (MDMA), cyclosporine, (Mintzer
etal, 1999)

Toxins: 1-methyl-4-phenyl-1,2,3,6-tetrahydropyridine, CO, Mn,
Hg, €S2, cyanide (Rosenow et al., 1995), methanol, ethanol,
organophosphates (Bhatt et al., 1999)

Vascular: multi-infarct, Binswanger disease, Sjégren syndrome

Trauma: pugilistic encephalopathy

Other: parathyroid abnormalities, hypothyroidism, hepatocerebral
degeneration (Burkhard et al., 2003), alcohol-induced coma and
respiratory acidosis with bilateral pallidal lesions (Kuoppamaki
et al., 2005), brain tumor, brain stem astrocytoma (Cicarelli et al.,
1999), normal pressure hydrocephalus (NPH), noncommunicating
hydrocephalus, syringomesencephalia, hemiatrophy-
hemiparkinsonism, wasp sting, peripherally induced tremor and
parkinsonism, and psychogenic
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Atypick® PS (APS)
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