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year of onset of motor features suggests the diagnosis
of Lewy body disease.

Diagnosis

PD is diagnosed by clinical criteria; there is no de­
finitive test for the diagnosis. Historically, pathologic
confirmation of the hallmark ofLewy body on autop­
sy has been considered the criterion standard for the
diagnosis". Diagnostic criteria have been developed
by the UK Parkinson's Disease Society Brain Bank"
and National Institute of Neurological Disorders and
Stroke (NINDS)13 Differentiating PD from other
forms of parkinsonism can be challenging early in the
course of the disease, when signs and symptoms over­
lap with other syndromes.

Therapy

Pharmacological treatment ofPD includes L-dopa
usually combined with 3.4-dihydroxyphenylalanine
(DOPA) decarboxylase inhibitors (such as carbi­
dopa and benserazide that reduce decarboxylation of
levodopa before it reaches the brain), selective mono­
amine oxidase-B (MAO-B) inhibitors (selegiline and
rasagiline), catechol-O-methyltransferase (COMT)
inhibitors (entacapone and tolcapone), dopamine re­
ceptor agonists (pramipexole and ropirinile), amanta­
dine and anticholinergics. Patients with PD respond
to these agents with improvement in disease signs and
symptoms.

Levodopa, a dopamine precursor, is considered to
be the most effective antiparkinsonian agent. In ran­
domized trials comparing levodopa and a dopamine
agonist, activities of daily living and motor features
of PD improved with levodopa by about 40% to 50%
(as compared with approximately 30% with dopamine
agonists).

Dopamine agonists are slightly less effective than
levodopa, they are alternative first-line agents for PD,
especially in younger patients. In general, anticholin­
ergic agents are not used for PD because of associated
adverse effects. However, they are sometimes added if
tremor is particularly bothersome and unresponsive to
other drugs, although evidence is lacking to support
particular efficacy of these agents in treating tremor.
MAO-B inhibitors and amantadine have fewer ad­
verse effects and require little titration to reach thera­
peutic dosesv".
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PARKINSONOVA BOLEST

R. Bene, S. AntiC, M. Budifii, M. Lisak, Z. Trkanjec, V Demarin i S. Podobnik-Sarkanji

Parkinson's disease

Parkinsonova bolest [e jedna od najcescrh neurodegenerativnih bolesti koju uzrokuje degeneracija dopammergrcnrh
neurona u supstanciji nigri. Xeuropatclosko obiljezje Parkinsonove bolesti je nalaz Lewyjevih tjelesaca koja su najvecrm
dijelom gradena od alfa sinukleina i ubikvitina. Pojavu Parkinsonove bolesti uzrokuje medudjelovanje genetskih cimbeni­
ka i cimbenika iz okohsa, ali tocan mehanizam nastanka bolesti nije u potpunosti poznat. Najznacajmji motorni simptomi
bolesti su bradikinezija, rigiditet, tremor u mirovanju i posturalna nestabilnost. Najznacajniji lijek u lijecenju Parkinsonove
bolesti je L-dopa, a primjenjuju se i dopammergicni agonisti, inhibitori monoaminooksidaze B (MAO-B), inhibitori ka­
tehol-O-metil transferaze (COMT), amantadin i anukolmergicni lijekovi.
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