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Corticobasal degeneration

Heejeong Jeong, MD, PhD

Department of Neurology, Gyeongsang National University Changwon Hospital, Changwon, Korea

The typical clinical features of Corticobasal degeneration (CBD) includes asymmetric bradykinesia, rigidity, myoclonus and higher
cortical dysfunction, which called as Corticobasal syndrome (CBS). CBS is often associated with numerous pathologic diagnoses, in-
cluding CBD, frontotemporal lobal degeneration (FTLD), progressive supranuclear palsy (PSP), Alzheimer's disease (AD), Parkinson's
disease (PD) and others. Similarly, the pathologic diagnosis of CBD has various presenting phenotypes including CBS, Frontal behav-
ioral-spatial syndrome (FBS), Nonfluent/agrammatic variant of primary progressive aphasia (naPPA) and Progressive supranuclear
palsy syndrome (PSPS). Although pathologic confirmation is needed for CBD diagnoses, understanding the various clinical symptoms

of CBD will be the cornerstone of diagnosis.
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1968 Rebeiz et al, 2 B|thA & Q] 455 (bradykinesia),

A& AFA] €29 (clumsy limb movement), 733=(rigidity),
G, 23070l (dystonia), B& 7ol o] A 35dE Hol
] By S55¢ He|AA@Tg9 FAH9 1
Al 2E ST 22 AAME 24 A otulF
(gliosis), 2 A & (achromatic cell))& Hol= 378¢] &
22 Hzx2 BISHEA ‘corticodentatonigral degener-
ation with neuronal achromasia'@t1 #H3}¢c} ! o]%
A= FU3t el AdE Hol= x5 o] ‘cortical degen-
eration with swollen chromatolytic neurons”, corticobasal
denegeration (CBD)3’4, ‘cortical-basal ganglionic degener-
ation (CBGD)’ ¥} -2 tjeksl Mo g 2vjsglont,
AAl= F2 CBDEh= o= ARRHAL 3t} CBDY
Ay Zel At F42 Hole T Corticobasal syn-
drome (CBS)Z} H2W, A2 He|iLZAdA CBDE
A== A= Ao PSP, frontotemporal lobal de-

generation, Alzheimer’s disease, PD% T2 W A7S
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1) Corticobasal syndrome (CBS)

Probable CBS
S Hole Al 5 5 71 o) g WA
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(1) Limb rigidity or akinesia

(2) Limb dystonia

(3) Limb myoclonus

Thee] Al §5 F T 7HA) o3 e WY A9 AekEct
(1) Orobuccal or limb apraxia

(2) Cortical sensory deficit

(3) Alien limb phenomena

Possible CBS

2) Frontal behavioral-spatial syndrome
ol A A 24 % T
Ak,

(1) Executive dysfunction
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(2) Behavioral or personality changes

(3) Visuospatial deficits

3) Nonfluent/agrammatic variant of primary
progressive aphasia
W5}7] Sl =2fo] WAsIaL, WA Q1o]S HolwiA]
The 5 71 B 5 Bh} o 4hg HEERs A9 Anket,
(1) Impaired grammar/sentence comprehension with
relatively preserved single word comprehension
(2) Groping, distorted speech production (apraxia of
speech)

4) Progressive supranuclear palsy syndrome (PSPS)
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(1) Axial or symmetrical limb rigidity or akinesia

(2) Postural instability or falls

(3) Urinary incontinence

(4) Behavioral changes

(5) Supranuclear vertical gaze palsy or decreased ve-

locity of vertical saccades
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