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A case of Posterior Cortical Atrophy Presenting with
Features of Atypical Dementia

Kee Hyung Park, M.D.,"" Sung-Wan Kim, M.D.,”* Dong-Jin Shin, M.D.,"
Hyun-Mi Park, M.D.,” Yeong-Bae Lee, M.D.,” Young-Hee Seung, M.D.,”

| ABSTRACT I

P osterior cortical atrophy(PCA) is a presenile dementia that presents primarily with signs and symptoms of

cortical visual dysfunction, while memory is relatively preserved until the late stage of the disease. We

report a patient with PCA, confirmed by brain magnetic resonance imaging (MRI) and F'®~fluorodeoxy-
glucose positron emission tomography(FDG PET). A 58—year—old right—handed woman presented initially
with visual dimness and difficulty finding things around her. She had partial Balint’s syndrome, partial Gerst-
mann syndrome, and idiomotor apraxia. She also had a mild memory disturbance, but preserved insight of
her disease. Neuropsychological evaluation showed decreased parietal and left temporal functions bilaterally.
Brain MRI and F'®~FDG PET revealed typical bilateral occipitoparietal atrophy and hypometabolism, which
were slightly worse on the right side. Cholinesterase inhibitor administration for 6 months improved the memory
impairment slightly, but not the cortical visual dysfunction. This is a typical case of PCA, confirmed by neur-
ologic signs and imaging findings.

KEY WORDS : Posterior cortical atrophy - Cortical visual dysfunction, Balint’s syndrome - Gerstman syndrome -
Idiomotor apraxia - Occipitoparietal hypometabolism.
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Fig. 1. Navon figure.
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Table 1. The results of neuropsychologic test
Baseline Follow-up
Attention: Digit span (forward/backward) 6/3 6/2
Language and related functions:
Spontaneous speech/Comprehension Normal Normal
Repetition 15/16 15/16
K-BNT 11/60(0.01%ile) 6/60(0.01%ile)
Reading/Writing Normal Normal
Praxis Ideomotor 3/5 Ideomotor 1/5

Right-left orientation/Calculation
Body-part identification
Visuospatial function
Interlocking pentagons
Copying Rey-Osterrieth complex figure
Memory
K-MMSE (Registration/Recall)
SVLT (1st/2nd/3rd)
Immediate recall
Delayed recall
Recognition discriminability index
Rey-Osterrieth complex figure
Immediate recall
Delayed recall
Recognition discriminability index
Frontal executive function
Contrasting program
Square and triangle/Luria loop
COWAT (Animal/super market)
Stroop test
Word reading
Color naming
Geriatric depression scale
GDS(Global Deterioration Scale) /B-ADL/CDR
MMSE-K

Normal
Normal

0
0.5/36(0.01%ile)

3/1

10(3/2/5) (0.18%ile)
1(1.32%ile)
70.8(7.78%ile)

0(0.02%ile)
0(0.02%ile)
75(29.12%ile)

17/20
Deformed
8/9

6/22
20/11
19
4/20/2
20/30

Normal
Normal

0
1/36(0.01%ile)

3/1

13(1/6/6) (3.92%ile)
2(4.09%ile)
75(19.22%ile)

0.5(0.03%ile)
0.5(0.03%ile)
75(29.12%ile)

18/20
Deformed
11/11

Not acceptable
Not acceptable
17
4/20/1
20/30
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Fig. 2. Brain MRI, checked at September, 2003. This picture show mild atrophy in bilateral cortices.
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Fig. 3. Brain MRI, checked at January, 2007. This picture show marked atrophy in bilateral occipital, parietal, and
temporal cortices, especially right than left hemisphere. Both hippocampi are relatively spared than other
cortical areas. T1-weighted image A) sagittal, B) axial, and C) coronal views of the brain MRI.
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Fig. 4. Brain F18-FDG PET image shows marked hypometabolism involving bilateral temporo-parieto-occipital areas,
more prominent right than left hemisphere.



Table 2. Proposed diagnostic criteria for posterior
cortical atrophy

Core features

Insidious onset and gradual progression
Presentation of visual complaints in the absence of
significant primary ocular disease explaining the sym-
ptoms
Relative preservation of anterograde memory and in-
sight early in the disorder
Disabling visual impairment throughout the disorder
Absence of stroke or tumor
Absence of early parkinsonism and hallucinations
Any of the following findings:
Simultanagnosia with or without optic ataxia or
ocular apraxia
Constructional dyspraxia
Visual field defect
Environmental disorientation
Any of the elements of Gerstmann syndrome

Supportive features

Alexia

Presenile onset

Indeomotor or dressing apraxia
Prosopagnosia

Investigations

Neuropsychological deficits referable to parietal and/
or occipital regions

Focal or asymmetric atrophy in parietal and/or occip-
ital regions on structural imaging

Focal or asymmetric hypoperfusion/hypometabolism
in parietal and/or occipital regions on functional im-

aging
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