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Aumento de la esperanza de vida y un envejecimiento de la poblacion




Piramide poblacional Espana
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LA EDAD ES EL FACTOR DE RIESGO MAS IMPORTANTE
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PREVISION DE INCREMENTO PREVALENCIA EN
DEMENCIA
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Tip of the Iceberg: Assessing the Global Socioeconomic Costs of Alzheimer’s Disease and

Related Dementias and Strategic Implications for Stakeholders

Youssef H. El-Hayeka et al
Journal of Alzheimer’s Disease 70 (2019) 323-341
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Las estimaciones situan el coste de las demencias en Espaifa en unos 60 millones de euros
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TELOMEROS

Estilos de vida
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Telomere length (kb)
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Fig. 1. Telomere length (kb) comparison between (a) HE and total AD (b) HE, ADS, and ADE.

Negative results

Association between telomere length and Parkinson's disease: M) Check for updates
a Mendelian randomization study

Ruoging Chen?, Yigiang Zhan"“*

“Clinical Epidemiology Division, Department of Medicine Solna, Karolinska Institutet, Stockholm, Sweden
" German Center for Neurodegenerative Diseases, Ulm, Germany
“Institute of Environmental Medicine, Karolinska Institutet, Stockholm, Sweden

ARTICLE INFO ABSTRACT

Article history: In this study, we examined the potential association of telomere length with Parkinson's disease (PD)
Received 6 April 2020 using the publicly available genome-wide association study summary statistics from the International
Received in revised form 21 July 2020 Parkinson's Disease Genomics Consortium involving up to 37,688 patients with PD and 449,056 controls
:;;iel';?l: iid:l:zéoiﬁy 2020 in Mendelian randomization framework. The Mendelian randomization approach has the potential to

investigate a causal relationship between a risk factor and a disease, avoiding confounding and reverse
causation that often present in conventional epidemiological studies. We did not find that longer telo-

gm’gf:; meres were associated with higher risks of PD (odds ratio: 1.18, 95% confidence interval: 0.94, 1.48, p =
Parkinson's disease 0.15). Our study, therefore, did not provide evidence to support a potential causal relationship between
Mendelian randomization telomere length and PD. . )

Genetics © 2020 Elsevier Inc. All rights reserved.
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Mecanismos comunes: ENVEJECIMIENTOY END
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PROTEINOPATIAS: consecuencia o la causa

microglial
reaction

Ciccocioppo F, Bologna G, Ercolino E, Pierdomenico L, Simmeone P, Lanuti P, Pieragostino D, Del Boccio P, Marchisio M, Miscia § (2020)
Neurodegenerative diseases as proteinopathies-driven immune disorders. Neural Regen Res 15(5):850-856. doi:10.4103/1673-5374.268971




PROTEINOPATIAS PURASY MIXTAS
Muy frecuente la co-patologia en las END
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Neurodegenerative diseases as proteinopathies-driven immune disorders. Neural Regen Res 15(5):850-856. doi:10.4103/1673-5374.268971



MECANISMOS INTRACELULARES DE LAS
PROTEINOPATIAS
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ENFERMEDAD= MUERTE CELULAR=NEURODEGENERACION
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Enfermedades Neurodegenerativas: CURSO CLINICO
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ABORDAJE DEL PACIENTE CON END

MEDICO

= SOlo existe tratamiento sintomatico

= Tratamiento de los sintomas
neuropsiquiatricos

= Terapias no farmacolégicas
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ABORDAJE DEL PACIENTE CON END

MEDICO SOCIAL

S0lo existe tratamiento sintomatico = Cuidados y asistencia al paciente y

) , cuidador
Tratamiento de los sintomas

neuropsiquiatricos Recursos

* Sarvicio de Atencion Diurna (Centro de Dia) para Personas
con Demencia

* Centro Residencial para Personas Dependientes

* Unidad de Atencion Especializada en Demencia en Centro
Residencial para Personas Mayores

* Asociaciones de Familiares

Servicios
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* Ayudas técnicas

= Ayuda a domicilio para cuidados personales
» Ayuda a domicilio para atencion doméstica
* Seguimiento social a domicilio

* Comida a domicilio

= Lavanderia a domicilio

* | avanderia y comedor social

* Servicio de apoyo a familiares
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ABORDA]JE SOCIAL DEL PACIENTE
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NUEVOS TRATAMIENTOS EN INVESTIGACION
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Cdémo afecta la co-patologia al tratamiento de las NDG

— Slowing disease
progression

-+ Slowing degeneration
process

—+ Prolonging survival
of aged neurons

— Management at
symptomatic stage

Cdémo diagnosticar precozmente las enfermedades: Biomarcadores fiables
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CONCLUSION

= Las enfermedades ND son un reto socio-econémico para los paises

= El cuidado del paciente dependiente es el mayor reto que hay en
este momento

= Se necesita promocionar la investigacidon para intentar poner freno a
la nueva epidemia que se nos avecina consecuencia del
envejecimiento de la poblacidn.
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