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Axial T;-weighted MR images (top) show mild brain atrophy in the frontal lobes and
tegmentum of the midbrain. Regional cerebral metabolic rate of glucose assesed with
BF-fluorodeoxyglucose and positron emission tomography (bottom) is reduced in the
frontal lobes and thalamus, predominantly in the right side.
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A 56-year-old woman was referred to us
with a 30-month history of difficulty of eyelids
opening and gait disturbance. The patient was
taking common daily doses of L-dopa, bromo-
criptine, amantadine and trihexyphenidyl, when
she was admitted to our hospital. A neurologi-
cal examination revealed a supranuclear verti-
cal gaze palsy, lead-pipe rigidity, akinesia, and
blepharospasm with apraxia of lid opening.
Frontal lobe dysfunction was apparent, while
functions of memory, praxis, and gnosis were
well preserved. Disinhibited behaviors were evi-
dent in her daily living. Palilalias were noted
in her speech ; when she was asked, she often
repeated a short phrase for a few times. Cra-
nial magnetic resonance images demonstrated

mild atrophy in the frontal lobes and the teg-
mentum of midbrain. Regional cerebral meta-
bolic rate of glucose measured with ®F-fluoro-
deoxyglucose and positron emission tomography
showed a reduced metabolism in the frontal
lobes and thalamus, predominantly in the right.

A cessation of amantadine and trihexyphe-
nidyl worsened the rigidity and akinesia, and
an increase of dosage of L-dopa worsened
blepharospasm. A re-administration of trihexy-
phenidyl improved rigidity, akinesia and blep-
harospasm, but caused a worsening of palilalia
and disinhibited behaviors. Two types of pali-
lalia, palilalie spasmodique resp. heterolalique
and palilalie atonique resp. homolalique (Ster-
ling, 1924), developed, often accompanied with
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disinhibited behaviors, such as violence and ab-
normal repetition of meaningless acts. Palilalia
and stereotyped behaviors often continue for
hours. These neurobehavioral abnormalities
were improved with decreased dosage of daily
trihexyphenidyl.

The palilalia in this patient can be interpret-

203

ed as a disinhibited behavior caused by frontal
lobe dysfunction. The exacerbation of palilalia
with an administration of anti-cholinergic drug
suggests that this neurobehavioral sign is asso-
ciated with a disturbance of cholinergic sys-
tem, which may be involved in the frontal-
subcortical circuits.

(Japanese Journal of Neuropsychology 12 ; 197-203, 1996)



