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Corticobasal degeneration (CBD) pathology remains challenging and has led to the development of revised diagnostic
criteria Recently, prevalence of tauopathy is increasing and variety of tauopathies are presenting. Although rare, CBD is
an important disease to understand because it provides a model of a specific proteinopathy (tauopathy) and, therefore,
opportunity to study pathophysiology of tauopathies and efficacy of tau-directed therapies. In the past few years, identi-
fication of tau specific ligands has advanced neuroimaging of tauopathies such as CBD and progressive supranuclear
palsy. However, clinical prediction of CBD pathology remains challenging and an active are of research. In this review, we
highlight key emerging issues in CBD pathophysiology and novel neuroimaging techniques with tau ligands.
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