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ABSTRACT

treatment with pramipexole.

Abulia is a "syndrome of hypofunction,” characterized by apathy, slowness of thought (bradyphrenia),
blunting of emotional responses and response to external stimuli decreased or complete lack of initiative ,
spontaneeity and drive. We describe a case of a socially active 73-year-old male patient who presented
with symptoms of abulia which may have occurred due to damage of the frontosubcortical circuits
following an cardiac mitral valve replacement. The patient's symptoms improved dramatically following
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BACKGROUND

Abulia is supposed to occur because of a malfunction of
dopamine-dependent  circuitry of brain. Lesions
anywhere in the "centro-medial core" of brain frontal-
subcortical circuitry, from frontal lobes to the brainstem,
may produce this condition.™™ We report a 73 year old
right handed male patient that was reffered by
cardiovascular surgeon. Our case was evalutaed on the
third day post-op in the cardiovascular surgery service
and his main complains were forgetfulness , urinary and
fecal incontinence. Speech pattern was slow and due to
apraxia without difficulty in swallowing he was fed with
the support of his relatives. On neurologyc examination
cognitive dementia findings, ideomotor apraxia and
abulia. In cranial magnetic resonance image (MRI), a
few millimetric acute ischemic lesions one in left caudate
nuclus and on both subcortical different locations
(Figurel). Previously anticoagulant and antiaggregant
therapy enoxsaparin natrium 6000 anti-xa subcutaneous
two doze per day and per oral acetylsalicylic acid 300
mg/day was started. In the three-week follow-up of the
patient, althogh urinary and fecal incontinence
decreased all complaints remained unchanged.
Dopamine agonist treatment Pramipexole was 0.500 mg
/day was started because there was no improvement in
the patient's clinical complains during this perioud.
Significant improvement was observed on the second
day of dopamine agonist treatment.

The reason that makes this case so remarkable is the
unusual location of brain lesion of acute ischemia that is
the cause of the patient’s clinical complaints. All other
complaints except for urinary and fecal incontinence
complain persited for three weeks without any resolving.
Dopaminergic medical treatment was seen to be effective
in Abulia.”! Initial doze of pramipexole was 0.500
mg/day. Two days later, more than half of the complaints
were resolved and were confirmed by the patient's
relatives. In the fourth week of pramipexol at a dose of
0.750 mg/day, it was observed that all of his complaints
disappeared. The patient speaks fluently, his walking
pattern returned to normal speed and he turned to
normal cognitive functions on the clock drawing test.

These cases highlight the value of identifying that stroke
induced abulia treatment with dopamine agonists may
have a place in its treatment. Several medical options
may be involved in the treatment of abulia, including
Carbidopa / levodopa, bromocriptine and other dopamine
agonists.®! Our case showed a fairly good response to
pramipexol treatment.Pramipexole has been proven to
be effective in the treatment of apathy by acting on D3
and 5-HT receptors.? On follow-op, patient is
asemptomatic and continuing anticuagulan treatment and
pramipexole dose 0.750 mg/day.
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DISCUSSION

The different part of brain frontal-subcortical circuitry
lesions may be a reason for aboulia. Abulia is most
commonly associated with lesions of the anterior
cingulate cortex (ACC).P! However, abulia is also caused
by subcortical lesions of the anterior thalamus,caudate
nucleus, globus pallidus, and internal capsule. Lesions
of the caudate nucleus can also cause aboulia, dementia
but can rarely be a cause of apraxia.["! Caudate nucleus
dopaminergic deficit exhibit contributions to abulia and
cognitive impairment in our case.® When frontal lesions
show broad frontal cortical and subcortical involvement,
abulia clinical symptoms can be expected to occur. At
first glance we failed to consider that millimeter acute
ischemic lesions could be the source of clinical findings,
but after the literature review, we decided that abulia
clinical picture may occur as a result of the involvement
of strategic areas.  The most common symptoms of
acute lesions of unilateral caudate nucleus are abulia and
confusion,disorientation,respectively. Behavioral
change may have occurred as a result of loss of
interconectivity of striatal efferent projections from the
caudate nucleus. The caudate nucleus connects
associative cortex, including frontal, parietal, and
temporal lobes, with deeper anatomic structures by
cortico-pallido-nigra-thalamocortical loops.*”!
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