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A Case of Idiopathic Parkinson’s Disease

Combined with Progressive

Nonfluent Aphasia
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It is not uncommon for idiopathic parkinson's disease (IPD) to occur
disorders such as Alzheimer's disease. However, there has been no report

concurrently with other degenerative dementing
about the comorbidity of IPD and frontotemporal

lobar degeneration. We report a 70-year-old man diagnosed with IPD accompanied by progressive non-fluent aphasia (PA).
Brain MRI showed left frontal opercular atrophy, and an 18F-FDG PET scan revealed predominant left frontotemporal

hypometabolism. It remains unknown whether or not the co-occurrence
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ErbA) 97159 (Idiopathic parkinson’s disease; IPD)

of IPD and PA was coincidental.
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Figure 1. 1. Brain MRIs of the patient. T1-weighted (A) and T2-weighted (B) MR images show atrophy in the left temporofrontal

area, especially left anterior operculum (arrows).
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Figure 2. 18F-FDG PET of the patient. Axial images demonstrate diffuse hypometabolism, more prominent in left frontal and temporal

regions.
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Table 1. Results of neuropsychological and language (K-WAB) tests

Tests Results
Attention
Digit span Forward/Backward 3/0
Language & related functions
K-WAB-Fluency subtest F (12.5/20)
K-WAB- Auditory comprehension subtest NL (9.6/10)
K-WAB- Repetition subtest L (7.6/10)
K-BNT 35/60 (20%ile)
Reading/Writing AB/AB
Calculation AB
Finger naming/Body part identification NL/NL
Right-left orientation NL

Praxis

Visuospatial functions
Interlocking pentagon/Copy of Rey-CFT

Memory
Seoul Verbal Learing Test-free recall(1st/2nd/3rd trial
/20 min delayed recall/recognition score)
Rey-CFT copy/immediate recall/ 20 min delayed recall
/recognition score

Frontal/executive function
Contrasting program/Go-no-go test
Fist-edge-palm
Alternating hand movement
Luria loop
Alternating square & triangle
Word fluency: Letter (71/O/A)
Word fluency: Category items (animal/supermaket)
Stroop

K-MMSE
CDR/Global DS/S-SDQ/I-ADL/Barthel ADL
GDS/K-NPI

AB (severe buccofacial apraxia and limb apraxia)

AB/11.5

1/4/4/3/8

11.5/3.5/3.5/7

NL/AB
AB

AB
Deformed
Deformed
3/1/0

6/4

ND

24
0.5/3/4/21/12
23/21

PARADISE K-WAB; PARADISE Korean version - the Western Aphasia Battery, K-BNT; Korean version of Boston Naming Test, Rey-CFT;
Rey-Osterreith Complex Figure Test, K-MMSE; Korean version of Mini-Mental State Examination, CDR; Clinical dementing rating, Global
DS; Global deterioration scale, S-SDQ; Short form of Samsung dementia questionnaire, I-ADL; Instrumental activities of daily living, Barthel
activities of daily living, GDS; Geriatric depression scale, K-NPI; Korean version of neuropsychiatric inventory, ND; Not done, NL; Normal,

AB; Abnormal, BL; Borderline, FL; Fluent, NF; Nonfluent.
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