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4 | Follow-up Brain MRI Findings in a Patient with Posterior
Cortical Atrophy

Byeong-Chae Kim, M.D., Sung-Min Choi, M.D., Seung-Han Lee, M.D.,
Man-Seok Park, M.D., Myeong-Kyu Kim, M.D., Ki-Hyun Cho, M.D.,
and Duk L. Na, M.D.*

Departments of Neurology, Chonnam National University Medical School, Gwangju;
Samsung Medical Center, Sungkyunkwan University School of Medicine*, Seoul, Korea

Posterior cortical atrophy (PCA) is a rare dementia syndrome with early onset, characterized
by cortical visual dysfunction and disproportionate focal atrophy of posterior cortex. A 64-year-
old right-handed woman with PCA, who initially presented at age 58 years with visuo-spatial
impairment, was followed over a 6-year period. She underwent three serial magnetic reso-
nance (MR) imaging over 5 years and F*®FDG brain positron emission tomography (PET).
When her cognitive function deteriorated, cortical atrophy was more severe on the follow-up
MRI than on the previous one in the bilateral occipitotemporal areas. Results from F®-FDG
brain PET demonstrated bilaterally asymmetric (right greater than left) occipitotemporoparietal
hypometabolism. We report a patient with PCA with a focus on serial MR imaging findings. This
case supports the progressive and spreading nature of the cortical atrophy from occipital to
temporoparietal area on serial brain MRIs.
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Fig. 1. Serial brain MRIs of a patient with PCA (sagital and axial T1-weighted images) show marked atrophy in bilateral occipital, tempo-
ral, and parietal cortices, more pronounced on the right than on the left. Posterior cortical atrophy and dilation of the posterior horns of the
lateral ventricles are more severe in the latest follow-up brain MRI (C) than in the first MRI (A). There is no significant change of findings in
the second follow-up brain MRI (B) compared with those in the first (A).
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Fig. 2. Brain F*®-FDG PET (sagital and axial views) shows marked
hypometabolism involving bilateral temporoparietooccipital areas,
more on the right side. These findings are consistent with the brain
MRI findings (Fig. 1) and clinical features.
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Y Aol SitH(Fig. 2).
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