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Coexistence of Posterior Cortical Atrophy and Parkinson’s Disease
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Joong-Seok Kim, MD, PhD Parkinson’s disease (PD) who exhibited clinical features similar to posterior cortical atrophy
Department of Neurology, College of (PCA). The imaging evidence suggested the coexistence of PD and PCA, without the presence
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222 Banpo-daero, Seocho-gu, Seoul 06591,
Korea

Tel: +82-2-2258-6078

Fax: +82-2-599-9686

E-mail: neuronet@catholic.ac kr

represents a distinct manifestation of PD characterized by a combination of parkinsonism
and early prominent posterior cognitive deficits, reminiscent of the visual variant of
Alzheimer’s disease.
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Figure 1. (A) The Rey complex figure test and (B) the clock drawing test revealed constructional (visuospatial) deficits.
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Figure 2. (A) Magnetic resonance imaging of the patient’s brain demonstrated parietal and occipital cortical atrophy in T1-weighted imag-
es, white matter change (Fazekas grading Ill) in fluid-attenuated inversion recovery images, and no increased signals in diffusion-weight-
ed images. (B) Single-photon-emission computed tomography using *™Tc-ethylene cysteine diethylester depicted posterior-dominant
decreased regional blood flow. (C) Positron emission tomography using "F-florbetaben did not show uptake in the cortices. (D) Positron
emission tomography using "F-N-(3-fluoropropyl)-2beta-carbon ethoxy-3beta-(4-iodophenyl) nortropane demonstrated asymmetric de-
crease in dopamine transporter uptake at the posterior putamen and caudate.
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