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Clinicopathologic correlation in alpha-synucleinopathy

Tae-Beom Ahn
Department of Neurology, Kyung Hee University, Seoul, Korea

Alpha-synuclein (aSyn) is a key component of Lewy bodies and Lewy neurites which are pathologic hallmarks of synucleinopathies,
such as Parkinson disease (PD). The clinical implication of pathologic aSyn is highlighted in some clinical manifestation such as
dementia. However, many symptoms, such as resting tremor or depression, are partially correlated with aSyn pathologies. Both close
follow-up by qualified neurologists and systemic analyses of pathologic data will be able to substantiate clinicopathologic correlation

in PD.
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