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ESTRUCTURAS SUBCORTICALES
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CARACTERISTICAS

* Muestra: 1713 participantes con TDAH y 1529 controles.

 Edad media 14 afos (rango 4-63 afos).

« 23 centros de investigacion.

» Analisis transversal, megaanalisis.

 False discovery rate de p=0-0156.

Hoogman et al., 2017
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Factores pre/perinatales
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Alcohol
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TDAH: EPIGENETICA
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TDAH: componente genético
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OPEN
Molecular Psychiatry (2016) 21, 738-748

www.nature.com/mp

EXPERT REVIEW
From gut dysbiosis to altered brain function and mental illness:
mechanisms and pathways

GB Rogers', DJ Keating?, RL Young®, M-L Wong®, J Licinio® and S Wesselingh'

The human body hosts an enormous abundance and diversity of microbes, which perform a range of essential and beneficial
functions. Our appreciation of the importance of these microbial communities to many aspects of human physiology has
grown dramatically in recent years. We know, for example, that animals raised in a germ-free environment exhibit substantially
altered immune and metabolic function, while the disruption of commensal microbiota in humans is associated with the
development of a growing number of diseases. Evidence is now emerging that, through interactions with the gut-brain axis, the
bidirectional communication system between the central nervous system and the gastrointestinal tract, the gut microbiome can
also influence neural development, cognition and behaviour, with recent evidence that changes in behaviour alter gut microbiota
composition, while modifications of the microbiome can induce depressive-like behaviours. Although an association between
enteropathy and certain psychiatric conditions has long been recognized, it now appears that gut microbes represent direct
mediators of psychopathology. Here, we examine roles of gut microbiome in shaping brain development and neurological function,
and the mechanisms by which it can contribute to mental illness. Further, we discuss how the insight provided by this new and
exciting field of research can inform care and provide a basis for the design of novel, microbiota-targeted, therapies.

Molecular Psychiatry (2016) 21, 738-748; doi:10.1038/mp.2016.50; published online 19 April 2016
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IMPACTO DEL MICROBIOMA TDAH
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REVIEW

Gut microbiota and attention deficit hyperactivity disorder:
new perspectives for a challenging condition

Maria Carmen Cenit"? - Isabel Campillo Nuevo' - Pilar Codoner-Franch?* -
Timothy G. Dinan*® - Yolanda Sanz'




IMPACTO DEL MICROBIOMA TDAH
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MANEJO DEL TDAH

MEDICINA BASADA EN PRUEBAS:

Las decisiones corresponden a un uso racional, explicito,
juicioso y actualizado de los mejores datos objetivos aplicados al

tratamiento de cada paciente.

 El objetivo primordial de la MBP es el de que la actividad médica
cotidiana se fundamente en datos cientificos y no en

suposiciones o creencias.
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TDAH Y CRIMINALIDAD

The NEW ENGLAND JOURNAL of MEDICINE

ORIGINAL ARTICLE

Medication for Attention Deficit—
Hyperactivity Disorder and Criminality

Paul Lichtenstein, Ph.D., Linda Halldner, M.D., Ph.D., Johan Zetterqvist, M.Ed.,
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TDAH Y CRIMINALIDAD
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Figura 1. Curvas extendidas de Kaplan-Meier para
pacientes del Registro Sueco de Pacientes con un
diagnostico de TDAH que habian nacido no mas
tarde de 1990, segln género y estado de
medicacion.

Este analisis se bas6 en 56.227 periodos de
tratamiento o no tratamiento y 23.693 condenas
que afectaron a 16.087 varones (en promedio 3,5
periodos de tratamiento o no tratamientoy 1,5
condenas) y 23.533 periodos de tratamiento o no
tratamiento y 4.112 condenas que afectaron a 9.569
mujeres (en promedio 2,5 periodos de tratamiento
0 no tratamiento y 0,4 condenas).

Se produjeron crimenes
con menor frecuencia
durante los periodos en
que los pacientes con
TDAH estaban tomando
medicacion:

e Varones: 327%
reduccion

e Mujeres: 41% reduccion

N Engl J Med 367;21 november 22, 2012
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Research

Original Investigation

Serious Transport Accidents in Adults With
Attention-Deficit/Hyperactivity Disorder
and the Effect of Medication

A Population-Based Study

Zheng Chang, PhD; Paul Lichtenstein, PhD; Brian M. D'Onofrio, PhD; Arvid Sjélander, PhD; Henrik Larsson, PhD

Chang et al., 2014



EFECTO BENEFICIOSO DEL TRATAMIENTO

Articles I

Effect of drugs on the risk of injuries in children with attention
deficit hyperactivity disorder: a prospective cohort study

Saren Dalsgaard, James F Leckman, Preben Bo Mortensen, Helena Skyt Nielsen, Marianne Simonsen

Summary

Background Injuries represent the largest disease burden and most common cause of death in children. Attention
deficit hyperactivity disorder (ADHD) is associated with increased mortality, with accidents being the most common
cause of death in ADHD. However, it is not known whether pharmacological treatment has any modifying effect on
the risk of injuries in children and adolescents with ADHD.

Methods Using Danish national registers, we followed a cohort of 710120 individuals, including 4557 individuals
diagnosed with ADHD before age 10 years. Using a quasi-experimental, difference-in-difference design, we estimated
the odds ratios (ORs) for injuries and the mean change in prevalence rates of injuries and emergency ward visits
before and after treatment, with matched untreated children with ADHD at the same age serving as controls.

Findings Children with ADHD were more likely to sustain injuries, compared with children without ADHD, at age
10 years (adjusted OR=1-29, 95% CI 1-22-1-37) and at age 12 years (adjusted OR=1-30, 1-23-1-37). From age 5 to
10 years, the prevalence of injuries in children with ADHD who were treated with ADHD drugs decreased from 19%
to 14%, compared with a prevalence of about 17% in non-treated children with ADHD. This corresponded to an
adjusted difference-in-difference reduction in prevalence of injuries at age 10 years of 31-5% (8-2-54-8) and 43-5%
(18-1-69-0) at age 12 years due to treatment. Pharmacological treatment also reduced the prevalence of emergency
ward visits at age 10 years (28-2%, 6-3-50-1) and age 12 years (45-7%, 25-8-65-7).

Interpretation Children with ADHD had an increased risk of injuries compared with other children. Treatment with
ADHD drugs reduced the risk of injuries by up to 43% and emergency ward visits by up to 45% in children with
ADHD. Taken together with previous findings of accidents being the most common cause of death in individuals
with ADHD, these results are of major public health importance.
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Stimulant ADHD medication and risk for substance
abuse
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University of Oxford, Oxford, UK



Virtual Reality with ADHD

. . p S i 0 u S Mindfulness Applied

through virtual reality

¢ Reduction of
treatment time

e Improve patient
adherence

* Improving Symptoms
of ADHD



https://www.youtube.com/watch?v=kMRFIwyf9bc
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CONCLUSIONES

* EIl TDAH es un trastorno de neurodesarrollo, con
elevada prevalencia en la poblacidn general y con
evolucion cronica.

« Conocemos que existen alteraciones en la estructuray
en el funcionamientodel cerebro .

* EIl TDAH es un trastorno con una alta carga genética.

* EXisten tratamientos eficaces y seguros alo largo de la
vida.



CONCLUSION

EL TDAH
NO EXISTE,
ES UNA
INVENCION...
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