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Fig 1. Frontal assessment battery (FAB) 10

Fig 2. Initial frontal assessment battery score of patients and controls

group. 11

Fig 3. Subtest scores of frontal assessment battery in patients and

controls group. 12

Fig 4. Relationship between modified Columbia rating scale and frontal

assessment battery score in the patients. 13

Fig 5. The change of modified Columbia rating scale after dopamine

treatment in patients. 14

Fig 6. The change of frontal assessment battery score in the patients.15
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Table 1. Characteristics of the patients and controls

characteristic patients controls
Age (years) 55+7.5 56+8.1
Gender male 11 10
female 11 16

Education level (years) 11.3+3.6 12.7+3.2
stage I 10

I 8

1] 3

\Y 1
MCRS score 17.3+8.4(3-30)
Symptom duration (months) 21+23.6(3-108)
MMSE 28.911.0 29.2+1.1




Frontal assessment battery
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Figure 1. Korean translation of frontal assessment battery (FAB). It
consists of six subtests: conceptualization, mental flexibility, motor

programming, sensitivity to interference, inhibitory control, and

environmental autonomy.
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Figure 2. Initial FAB score of the patients and controls. Patients showed
significantly lower FAB scores than normal controls.

FAB:; frontal assessment battery
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Fig 3. Subtest scores of frontal assessment battery in the patients and controls.
In the subtests 1, 2, 5 and 6, there were significant differences between
patients and controls

FAB; frontal assessment battery
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FAEB 20

18 L L]

12 -

] 5 n 15 L] 15 30
MCRS

Figure 4. Relationship between modified Columbia rating scale and frontal
assessment battery score in the patients. Initial FAB score in the patients was
significantly and inversely correlated to the severity of motor parkinsonism
measured by MCRS (r=-0.43, p<0.05)

FAB:; frontal assessment battery

MCRS; modified Columbia rating scale

13



MCRS

25 F

20 F

10

initial follow up
Fig 5. The change of modified Columbia rating scale after dopamine treatment
in patients. After dopamine replacement therapy, motor symtom was
significantly improved.

MCRS; modified Columbia rating scale
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Fig 6. The change of frontal assessment battery score in the patients. After
dopamine replacement therapy, FAB score was not changed.

FAB:; frontal assessment battery
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Abstract

Frontal Lobe Dysfunction in De novo Idiopathic Parkinson’s Disease

Hye-Yeon Choi

Department of Medicine

The Graduate School, Yonser University

(Directed by Professor Young H Sohn)

Frontal lobe dysfunction is frequently observed in patients with idiopathic
Parkinson’s disease (IPD). However, its mechanism is still unclear, although
dysfunction in the cortico—basal ganglionic—-thalamo cortical loop, depletion
of dopamine in the mesocorticolimbic tract, and degeneration of cholinergic
system have been proposed. Frontal Assessment Battery (FAB) has recently
been validated in various diseases associated with frontal lobe dysfunction,
including IPD. It consists of six subtests: conceptualization, mental flexibility,
motor programming, sensitivity to interference, inhibitory control, and
environmental autonomy. Although a number of studies have demonstrated
frontal lobe dysfunction in IPD, possible influence of antipoarkinsonian
medication cannot be excluded because most of them were under medication
at the time of those studies. Here we evaluated frontal lobe function in 22
drug—naive patients with IPD and 26 age—-matched healthy volunteers using
FAB. In 9 patients, FAB was repeated after 3—6 months of antiparkinsonian
medications. Parkinsonian severity was also measured using Hoehn and
Yahr stage and modified Columbia rating scale (MCRS). Patients showed
significantly lower FAB scores than controls(14.9+2.2 vs 17.3+0.9;
P<0.0001). Among 6 subtests in FAB, subtest 1, 2, 5, and 6 in patients were
significantly different from controls. Initial FAB score in the patients was
significantly and inversely correlated to the severity of motor parkinsonism
measured by MCRS (r=-0.43, p<0.05). After dopamine replacement therapy,
FAB score was unchanged (from 14.9+2.2 to 15.3%£1.9), while motor
symptom was remarkably improved (MCRS score, from 17.3£8.4 to 7.6%4.6;
P<0.01). The present results confirm previous finding that frontal lobe

function is impaired in IPD, with exclusion of any medication effect. Close
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relationship between FAB and MCRS suggests that frontal lobe dysfunction
in IPD 1s progressed parallel to the progression of motor parkinsonism.
Unchanged FAB despite of improvement in motor parkinsonism after
levodopa replacement therapy indicates that frontal lobe dysfunction in IPD
does not result merely from dopaminergic deficiency. However, the
possibility that the sensitivity of FAB is not enough to detect levodopa-—
induced change in frontal lobe function cannot be excluded. Our results also
show that FAB may be useful and convenient battery for evaluation of

frontal lobe function at bedside in IPD patients.

Key Words: Parkinson’'s disease, frontal lobe fuction, frontal assessment

battery, cognition, dopamine
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