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I. Introduction.MajorClinicam
aŀƴƛŦŜǎǘŀǘƛƻƴ ƻŦ tŀǊƪƛƴǎƻƴΩǎ ŘƛǎŜŀǎŜ

ÅCardinal features ςtremor, rigidity, akinesia





Agingis the mostprominentriskfactor for the
developmentof PD.
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Driver et al. Neurology2009 Pringsheimet al. Mov Disord2014

Ą 50% incrementPD by 2030

INCIDENCIA PREVALENCIA



Major ClinicamManifestation of 
tŀǊƪƛƴǎƻƴΩǎ ŘƛǎŜŀǎŜ

ÅCardinal features ςtremor, rigidity, 
akinesia

Å Other motor features ςgait & 
equilibrium, dysarthria, fix 
postures, etc.

Å Non-motor features ςhyposmia, 
depression, sleep alterations, 
cognitive impairment
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SymptomaticTreatmentsfor
tŀǊƪƛƴǎƻƴΩǎdisease: Hallmarks

ÅLevodopa and related DAergicdrugs

ÅBilateral Surgery of the STN or GPi



Severity of motor features and motor complications in 

todayôs PD patients are far less severe than 20 years 

ago



ÃAcute treatment of off episodes

ÄInhaled levodopa - Acorda

ÄSublingual apomorphine- Cynapsus

ÃContinuous dopaminergic delivery

ÄContinuous SC levodopa infusion -

Neuroderm

ÄContinuous intra-oral levodopa infusion -

Synagile

ÄPolymer rods ðcontinuous release of 

rotigotine- Serina

ÄPolymer rods ðcontinuous release of 

ropinirole- Titan

Approaches to the Treatment of PD
Whatsin the Pipeline

ÅLevodopa and related DAergicdrugs

ÅBilateral Surgery of the STN or GPi



Current Challenges in Parkinsonô 

disease

Focal onset and progressive 

spreading of neurodegeneration

Larga evolucion

Envejecimiento

Uso cronico de farmacos



Pre-

Diagnostic

Cardinal 

Signs

Cognitive 

Impairment
Dementia

Motor & 

Psychiatric 

Complication

s 

7 

years

1-5 

years
5-10 

years

Dopaminergic Drugs

Surgery

Atypical Neuroleptic

Progressive 

Evolution

Treatment?

EVOLUTION AND TREATMENT OF PARKINSONôS DISEASE

DOPAMINÉRGIC DÉFICIT

> 15 

years

LIMBIC &CORTICAL 

PATHOLOGY.DIENCEPHALON 

AUTONOMIC NS

Braak and Braak Hypothesis of rostro-

caudal spreading of Synuclein toxic

aggregates (Lewy bodies)  and Prion-like

disease mechanism of PD




