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Vardon de 65 anos.
Antecedentes vitales:

-Natural de Sevilla
-32 de una fratria de 4 hermanos.
-Dificultades en la lectura y la escritura. No escolarizacion.

-Se traslada a Barcelona en 1964. Operario en fabrica
desde 1972.

-Casado desde los 30 anos. Dos hijos independientes.
Viudo desde Junio de 2009.




Antecedentes somaticos:
-No alergias medicamentosas conocidas.

-Enfermedad  Pulmonar Obstructiva Cronica con
diagndstico en el 2003. Ultimas PFR de sept-2010: VEMS
58,13; (CVF%) 62,25; FEV1/FVC (%): 67,75; FEF 25%-75%
(%) 39,73 y PBD +. En tratamiento con Atrovent vy
Serevent.

-Dislipemia.
-HTA con buen control de cifras tensionales.

-Poliomielitis en la infancia con déficit funcional residual
en EID.

-Protesis ocular izquierda.




Antecedentes somaticos:

-Pancreatitis aguda en 2005 y 2010 de origen no filiado
(posiblemente litiasica). Control en CEX CHBP; ultimo TAC
abdominal (Feb-2010): discreta atrofia en cola
pancreatica, calcificaciones laminares adyacentes en la
cola y en raiz de mesenterio. ColangioRM (Nov-2010)

-Colecistectomia laparoscopica en marzo de 2011 por
Adenomiomatosis vesicular.

-No habitos toxicos.




Historia Neuroldgica:
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PSIQUIATRIA:
HIPERSEXUALIDAD
-Intereses previos.

-Aumento de la libido. Modelo mas adaptado — Terapia de
pareja en marzo 2009.

- Usuario de prostitucion.

-Inversidon creciente. Cenit en Marzo 2010 - 500
euros/sem.




PSIQUIATRIA:

Abordaje: Disminucion AD + Estrategias familiares + TCC —
Grupo durante 4 meses (Jul-2010).

Ago-2010 - Sintomas residuales. Priman sintomas
depresivos.

EPP: No alteraciones en el estado de alterta, orientacion,
estado atencional o memoria. Abordable y colaborador.
Actitud minimizadora. Hipomimia. Disminucion del
contacto visualContacto sintonico. Discurso coherente,
aumento de latencia de respuesta, bradilalia, aprosodia.
Cogniciones depresivas. Tendencia al llanto. Hipotimia.
Apatia. Humor poco reactivo. Ansiedad psiquica
moderada. No clinica psicotica. Sueno fragmentado. No
otras alteraciones de la conducta. Capacidades volitivas
conservadas.
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Altruistic punishment in patients with Parkinson's disease with
and without impulsive behaviour

Atbin Djamshidian?, Sean 5. 0'Sullivan2, Karen Doherty2, Andrew J. LeesZ, and Bruno B.
Averbeck! 3

"Sobell Department of Motor Neuroscience and Movement Disorders, Institute of Neurclogy,
UCL, London WC1N 3BG, United Kingdom

‘Depariment of Molecular Meurcscience and Reta Lila Weston Institute for Neurological Studies,
University of London, London, United Kingdom

ILaboratory of Neuropsychology, National Institute of Mental Health, Mational Institutes of Health,
Bethesda MD, 20892-4415

Abstract

Punizhing violators of social norms when there is personal cost is known as altruistic punishment.
We tested patients with Parkinson's disease (PD) with and without impulsive-compulsive
behaviours {1CBs) and matched control subjects, on and off their regular dopamine replacement
therapy on a task, in which the patients decided whether or not to invest a sum of money with a
trustee. The sum was then quadrupled and the trustee could decide whether or not to refum a
portion of the investment. Participants could punish the trustes after they were informed of the
trustee's decision. We found that PD patients without ICBs on or off medication punished more
often than controls, whereas PD patients with ICBs punished more than controls on medication,
but similar to controls off medication. These results suggest a role for dopamine in altruistic
punishment decisions in PD patients with impulsive compulsive behaviour.
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Mad woman obsessed with gambling de
Theodore Gericault.







Table 3 Prevalence ranges for impulse control disorders (ICDs) in Parkinson's disease patients.

Lower estimate Upper estimate Median
ICD (%) (%) (%) Studies
Pathological gambling 1.7 6.1 5.0 [17.20,21,29,31,36]
Problem gambling 2.2 13.3 4.3 |18,20,21,26,28,31]
Hypersexuality® 2.0 11 3.5 |18.20-23,26-28,30]
Compulsive shopping® 0.4 9.0 3.1 |18,20,22,26-28,30]
Compulsive eating® 0.3 5.9 3.6 |18,23,27,28,30]
Pathological ICDs: 1 or more 3.5 9.0 h.1 [17.23.24]
Problem ICDs: 1 or more 4.0 13.6 7.6 |26-28]
Increased impulsivity: 1 or more behaviours 14.0 28.0 22.0 |18-21]

‘Includes behaviours along the whole ICD spectrum (increases in behaviours to pathological 1CDs).

(Ambermoon et al 2010)






Table 4 Multivariate predictors of impulse control disorder
(ICD) risk in a multi-centre study of 3090 subjects |25].

Variabld Odds ratio 95% CI
Under 65 vears 2.5 (2.0, 3.2}
Mot married 1.5 (1.2, 1.9)
Living in USA 1.6 (1.3.2.1)
Smoker 1.7 (1.1, 2.7
Family history gambling 2.1 (1.3, 3.3)
@ﬂgﬂﬂist trentm@ 2.7 (2.1, 3.6)
L-dopa 1.5 (1.1, 2.1}

Cl: confidence interval: DA: dopamine receptor agonists; L-dopa: levodopa.

(Ambermoon et al 2010)
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inapropiado persistente desadaptativo

relaciones interpersonales pérdida de empleo

Panel 2: Dopaminergic medication-related compulsive behaviours

Gambling

Pathological gambling (DSM IV definition™)
A Persistent and recurrent maladaptive gambling behaviour as indicated by five or more

nﬂhthlwhg
. .

Increasing amount of money spent
 Repeated unsuccessful attempt to control gambling
Restless or irritable when reducing time spent on gambling
- Means of escape from problems or to relieve dysphoric mood
g
M—ml fimnd T"I '“” \ il

10 Relies on others for money
B Does notoccur exclusively during periods of hypomania or mania

Similar to pathological gambling but is indicated by only three to four of the ten ariteria

W N o B WA e




Hypersexuality
Proposed operational diagnostic criteria®
A The saxual thoughts or behaviours are excessive or an atypical change from baseline
indicated by one or more of the following:
1 Maladaptive precccupation with sexual thoughts
2 Inappropriately or excessively requesting sex from spouse or partner
3 Habitual promiscuity
4 Compulsive masturbation
& Useof telephone sex lines or pormography
6 Paraphilias
B The behaviour must have persisted for at least 1 month
€ The behaviour causes at least ane or more of the following:
1 Visible distress

Compulsive eating

Binge eating (DSM IV research diagnostic criteria™)

A Recurrent binge eating characterised by eating large amounts in a discrete period
alongwith a loss of control

2 Attemptsto control thoughts or behaviour unsuccessful or result in marked B Thresof fthe following:
ety or 1 Rapid eating
3 Behaviours are time-consuming 3 Fasing fortably full
4 Interferes substantially with social or occupational functioning 3 Eatingl R

D The behaviour does not occur exchusively during periods of hypomania or mania
E Ifallcriteria except C are fulfilled, the disorder is subsyndromal

Compulsive shopping

McElroy's criteria®

A Maladaptive preoccupationwith buying or shopping whether impulses or behaviour,
e . ; : e ;
1 Areexperienced as imesistible, intrusive, and/or senseless
2 Result in frequent buying of more than can be afforded, items that are not needed,

or for longer periods of time than intended.
B Causesvisible distress, is time-consuming, substantially interferes with social or

occupational functioning, or results in financial problems
€ The behaviours do not accur exdusively during perieds of hypomania or mania

4 Eating alone because of embarrassment of amounts
5 Feeling disqusted or quilty after overeating
C Visible distress
D Oceurs 2 days per week for 6 months
E Doesnot occurwith compensatory behaviours or during anorexia or bulimia nervosa

Punding®

+ Anintense fascination with complex, excessive, repetitive, non-goal-onented
behaviours

»  The behaviours incude kess complex acts such as shuffling papers, reordering bricks, or
sorting handbags, or more complex acts such as hobbyism (gardening, painting),
writing, or excessive computer use

Compulsive medication use

Giovannoni's criteria*®

A Clinical diagnosis of levodopa-responsive Parkinson's disease

B Need for increasing dopamine replacement therapy in excessof that required for
motor signs and symptoms

C Pathological use despite severe behavioural disturbances and drug-induced
b skinesi

Social or occupational impairment
Development of a dopaminergic withdrawal state with dose reduction

m g
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Hipotesis A

déficit en putamen circuito
ventral(mas preservado)

B

lesion en el area tegmental ventral
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RECEPTORES DOPAMINERGICOS.

D1 D2

l l

Activan la enzima Inhiben la enzima
Adenil ciclasa. Adenil ciclasa.
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D2 D3 D4

D5

Se localizan en SNC y en la periferia.
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(Djamshidian et al2011)
(Cilia et al 2008)




A PD with PG

B PD without PG
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(Djamshidian et al2011)
(Cilia et al 2008)
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Grupo

Farmacos

Mecanismo de
accion

Efectos

Efectos
secundarios

ANTICOLINERGICOS

Trihexifenidilo (6-15 mg/d)
Biperideno (6-12 mg/d)

Anticolinérgico

Mejora temblores,

acatisia
farmaoldgica

Sequedad de boca,
RAO, estrefimiento,
glaucoma...

—

carbidopa)
Madopar® (L-DOPA +
benserazida)

Stalevo® (L-DOPA +
carbidopa + entacapona)

L-DOPA en dopamina

movimientos de
articulaciones,
sinergia de grupos
musculares. Mejoria
del componente
motor

AMANTADINA Amantadina (100-300 mg/d) | Serendipia. Efectos AP Mejora discinesias Edemas, Livedo
(Antiviral) causadas por reticularis, sequedad
L-DOPA boca, estrefiimiento,
N confusion, delirios...
4 L-DOPA (250-1500 Sinemet® (L-DOPA + Transformacion de Mejoria en Discinesias,

alucinaciones visuales,
delirios, confusion,
nauseas, vomitos...

/INHIBIDORES DE LA

Selegina (10mg/d)

Inhibe selectivamente

Modesto mejoria

Selegilina: insomnio,

DOPAMINERGICOS

Pergolida (0.25-3 mg/d)
Cabergolina (0.25-6 mg/d)
NO ERGOTICOS
Ropirinol (4.5-24 mg/d)
Pramipexol (0.7-4 mg/d)
Rotigotina (transdérmico)
Apomorfina (v.parenteral)

receptores D2

movimientos de
articulaciones,
sinergia de grupos
musculares. Mejoria
del componente
motor

(Pacientes jovenes)

Rasagilina (1 mg/d) la MAO-B, responsable sintomatica alucinaciones, confusion,
de la degradacién de discinesias...
dopamina Rasagilina: buena
tolerancia
/ AGONISTAS ERGOTICOS Actlan sobre Mejoria en Discinesias,

somnolencia, confusion,

alucinaciones, paranoia,

TCI, nauseas, vomitos...
ERGOTICOS: FR CV.

NO ERGOTICOS: NO
FR CV.




ACCION SOBRE LOS DIFERENTES RECEPTORES DE LOA

AGONISTAS DOPAMINERGICOS

Agonistas
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dQuerabordaje debemos
plantearnos?




" Informar a los pacientes que comienzan tratamiento con
Ag Dopa de sus riesgos.

= Supervisar mas de cerca aquellos que presentan FR
mencionados .

= Tener en cuenta que el riesgo es mayor en los primeros
meses de tratamiento y con los aumentos de dosis.

= Soporte Psicosocial

"|Intervenciones familiares: Limitar acceso al dinero, tarjetas de crédito
e Internet.
=TCC (focalizando al paciente hacia actividades no relacionadas con
juego)




Algoritimno de manejo

Reducir dosis del agonista de manera inmediata

Si en dos semanas no mejora suspender

Introducir L- Dopa (o aumentar la dosis si estaba
en tto combinado)

(Djamshidian et al 2011)




AMANTADINE
(resultados contradictorios)

FUTURO Zonhisaminde
Jopiramato







* TCl en EP como resultado de la interaccion entre factores predisponentes y medicacion
dopaminérgica

* JP es relevante pero poco frecuente como complicacion de la terapia con Ag DOPA

 L-dopa como monoterapia:  riesgo de desarrollo de JP.

*Estudios de neuroimagen son menos complicados que en politoxicomanos debido a cambios
cerebrales producto de afos de uso de tdxicos)

* Mas investigacion para estudiar si hay diferencias entre JP en pacientes con EP y pacientes
con JP sin EP (aunque propone modelo prometedor) y si hay mecanismos similares entre JP y
otros TCl en EP)

TCl en EP bajo tratamiento con ag. dopam es consistente con la neurobiologia de la adiccion
a drogas estimulantes y los efectos de la exposicion cronica a los Ag dopa en el sistema de
recompensa cerebral.
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Parkinson’s Disease: The Quintessential Neuropsychiatric Disorder

Daniel Weintraub, MD,"** and David J. Burn, MD**

'Department of Psychiatry, University of Pennsylvania, Philadelphia, Pennsyhania, USA
2Parkinson’s Disease and Mental liness Research, Education and Clinical Centers (PADRECC and MIRECC), Philadelphia Veterans Affairs
Medical Center, Philadelphia, Pennsylvania, USA
®Institute for Ageing and Health, Newcastle University, Newcastle upon Tyne, United Kingdom
“Newcastle University Clinical Ageing Research Unit, Campus for Ageing and Vitality, Newcastle upon Tyne, United Kingdom
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