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Le TDAH, un trouble reconnu aujourd’hui en France
      

Longtemps considéré comme trouble de l'enfance, individualisé chez l'adulte depuis 
2010s

Sur le plan médical = Trouble du neurodéveloppement

Enjeu de santé publique et de santé mentale

Recommandations nationales (2024) et internationales 

Outils diagnostiques et thérapeutiques efficaces

Qui fait l’objet de débats ! Validité du trouble ? Sur ou sous diagnostic ? Mauvais 
usage des médicaments ? Question émergente de la neurodiversité ?

 

   

 

RECOMMANDER 
LES BONNES PRATIQUES 
 

 

 

RECOMMANDATION 
 

 

 

 

  

Trouble du 
neurodéveloppement
/ TDAH : Diagnostic 
et interventions 
thérapeutiques 
auprès des enfants 
et adolescents 
 

  

 Validé par le Collège le 18 juillet 2024 

                                        

 

   

 

RECOMMANDER 
LES BONNES PRATIQUES 
 

 

 

RECOMMANDATION 
 

 

 

 

  

Trouble du 
neurodéveloppement
/ TDAH : Diagnostic 
et interventions 
thérapeutiques 
auprès des enfants 
et adolescents 
 

  

 Validé par le Collège le 18 juillet 2024 

                                        



Le TDAH, un concept ancien ?

« Quand il doit comparaître au tribunal comme défendeur et que son affaire va être appelée,
il oublie tout simplement et part à la campagne. » « Quand il a rangé lui-même un objet qu’on
lui a confié, il est ensuite incapable de reme/re la main dessus et le cherche partout. » « À la campagne, s’il prépare
lui-même un simple plat, comme un poireau, il meDra deux fois du sel dans la marmite et le rendra immangeable. »
(Théophraste, Les Caractères, L’homme obtus, 319 av. J.-C.) 
  

                   

« Instabilité neuromotrice » « Leur mobilité est exubérante, ils ne restent en place nulle part, se lèvent de table à chaque 
instant sans moIf. S’ils jouent, ils passent rapidement d’un jeu à l’autre » « Dans le service, ils se font remarquer par 
l’indifférence aux observa;ons, la désobéissance et l’indiscipline » (Crichton, Weikard, Bigot, Bourneville, Duprat, Paul-Boncour)

Dès l’Antiquité Théophraste décrit des traits caractéristiques du TDAH : difficulté à se concentrer, 
impulsivité, inconstance

Plusieurs termes depuis le XXe siècle : Minimal Brain DysfuncBon (1940s), RéacBon hyperkinéBque de l’enfance (DSM II, 1968), 
Trouble Déficit de l’AGenBon avec ou sans HyperacBvité (DSM III, 1980), Trouble Déficit de l’AGenBon/HyperacBvité (1987, 
DSM, CIM) 

Aux XVIIIe et XIXe siècles des observations cliniques rapportent des cas d’instabilité motrice chez des enfants et des adultes

Still (The Lancet, 1902) : 1ère description scientifique du trouble chez 43 enfants 
avec agitation extrême, difficultés à soutenir l’attention, échec scolaire

Bradley (1937) : découverte de la benzédrine qui réduit les symptômes de type 
TDAH chez les enfants



Le TDAH, une description clinique partagée  
    Caractère neurodéveloppemental

  Retard ou difficultés dans les fonctions d’attention / motricité / impulsivité / émotions
  Début précoce avant 7 / 12 ans et persistance avec l’âge
  Hypothèse « anomalies / variations » cérébrales structurelles / fonctionnelles

Faraone et al., Nat Rev Dis Primers, 2024



Le TDAH, une description clinique partagée  
    Caractère neurodéveloppemental

  Retard ou difficultés dans les fonc;ons d’a?en@on / motricité / impulsivité / émo@ons
  Début précoce avant 7 / 12 ans et persistance avec l’âge
  Hypothèse « anomalies / varia@ons » cérébrales structurelles / fonc;onnelles

Inattention
Distractibilité

Manque de persévérance
Problèmes attention soutenue

Désorganisation

Hyperactivité
Activité motrice excessive

dans situations inappropriées
Excès de “bougeotte” ou

bavardages

Impulsivité
Actions précipitées

sans anticipation des  
conséquences

a. Pas d'attention aux détails/fautes étourderie dans
devoirs scolaires/travail

b. Difficultés soutien attention au travail / jeux

c. N'écoute pas quand on lui parle directement

d. Ne se conforme pas aux consignes, ne mène pas à
terme tâches scolaires / domestiques / professionnelles

e. Difficultés à organiser travaux/activités

f. Fait à contre-coeur / évite tâches nécessitant effort
mental soutenu
g. Pertes objets nécessaires travail/activités

h. Facilement distrait par stimuli externe

i. Oublis fréquents dans vie quotidienne

a. Remue mains ou pieds, ou se tortille sur siège

b. Se lève dans situations où supposé rester assis

c. Court ou grimpe partout, dans des situations
inappropriées

d. Incapable de se tenir tranquille dans jeux/loisirs

e. Souvent “sur la brèche” ou “monté sur ressorts”

f. Parle trop

g. Laisse échapper réponse à question non entièrement
posée

h. Difficultés à attendre son tour
i. Interrompt les autres ou impose sa présence

CIM11; DSM5-TR
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Retentissement = Normes sociales + Observable + Objectivable + Variable selon contexte et exigences de l’environnement

Même profil symptomatique → Handicap variable 



Troubles psychiatriques, Addictions
Troubles personnalité
Accidents de la route

Blessures non intentionnelles et intentionnelles
Difficultés professionnelles

Problèmes légaux
Pathologies cardiovasculaires

Trouble oppositionnel avec provocations
Troubles des apprentissages et du langage

Problèmes neuropsychologiques
Mauvaises interactions sociales

Baisse de l'estime de soi
Asthme, surpoids, problèmes de sommeil, 

problèmes neurologiques

Comportements agressifs
Diminution compétences sociales

Dysrégulation émotionnelle
Délais dans les apprentissages

Comportements anti-sociaux
Troubles des conduites

Consommations de substances (tabac ++)
Troubles anxieux

Déficit motivationnel
Echec scolaire
Traumatismes

Atopie, obésité, sommeil

Périnatalité           Préscolaire            Enfance           Adolescence             Age adulte           Adulte avancé

Le TDAH, un impact possible tout au long de la vie 
     

Troubles neurodégénératifs
Troubles métaboliques

Faraone et al., Nat Rev Dis Primers, 2024

Bas poids de 
naissance

Prématurité



Le TDAH, une description clinique partagée  
    

Inattention
Distractibilité

Manque de persévérance
Problèmes attention soutenue

Désorganisation

Hyperactivité
Activité motrice excessive

dans situations inappropriées
Excès de “bougeotte” ou

bavardages

Impulsivité
Actions précipitées

sans anticipation des  
conséquences

Syndrome Clinique durable
> 6 mois

Retentissement
Social, scolaire, professionnel,

souffrance

Demande d’adaptations,
d’accompagnement,

de soins

CIM11; DSM5-TR

Diagnostic utile sur le plan clinique : décider et agir
Evaluation, orientation, choix d’interventions,

communication, allocation de ressources



Validité descriptive : le tableau clinique est-il cohérent ? Les symptômes se 
regroupent-ils de façon consistante et stable ? Quelle est la prévalence TDAH ?

Sa distribution est-elle catégorielle ou dimensionnelle ? 

Validité pronostique : mesure-t-on un diagnostic qui prédit des trajectoires ? le 
diagnostic prédit-il des évolutions, des réponses au traitement, des conséquences 

mesurables ? Y a-t-il une hétérogénéité du pronostic ?

Validité explicative : comprend-on ce qu'est ce trouble ? le diagnostic correspond-il à 
une entité "naturelle" ? A-t-on des mécanismes plausibles (probablement pluriels)

plutôt qu’une cause unique ?

Le TDAH est-il un concept valide?
Apports de l’épidémiologie à la compréhension du TDAH,

de ses causes et de ses conséquences



Le syndrome est Preuves épidémiologiques

Cohérent
Structure factorielle à 2 dimensions, 

stable à travers âges et cultures

Fiable
Accord inter-juges acceptable (κ ≈ 0.60–0.90)

avec entretiens structurés

Universel

Prévalence mondiale stable (~5% enfant, ~2.5% 
adulte) sans variation majeure entre continents

quand méthodologie contrôlée

Mais dimensionnel

Études taxométriques : Pas de seuil naturel,
le diagnostic découpe un continuum,

seuil diagnostique conventionnel

Validité descriptive du TDAH



Le TDAH, 2 dimensions stables à travers âges et cultures 
     

Arildoskov et al., Research in Developmental Disabilities, 2022; Bauermeister et al., J Clin Child Adolesc Psychol, 2010; Döpfner et al., ECAP, 2006

L'hyperactivité motrice diminue, l'inattention persiste , l'impulsivité se transforme 
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Le TDAH, une description clinique partagée  
    

Inattention
Distractibilité
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Désorganisation
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Activité motrice excessive

dans situations inappropriées
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Impulsivité
Actions précipitées

sans anticipation des  
conséquences

Syndrome Clinique durable
> 6 mois

Retentissement
Social, scolaire, professionnel,

souffrance

Demande d’adaptations,
d’accompagnement,

de soins

Martel et al., Psychol Assess, 2022; Palma-Alvarez et al. SJPMH, 2023
.

Diagnostic reproductible
Fiable : bon accord diagnos@que si évalua;on standardisée et mul;-informée (kappas 0.60-0.90)
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Background Adult attention-deficit hyperactivity disorder (ADHD) has recent-
ly attracted much attention, however, an up-to-date estimation on the prevalence 
of adult ADHD is lacking. In this study, we aimed to assess the global prevalence 
of adult ADHD in the general population through a systematic review and me-
ta-analysis.

Methods PubMed, Medline, Embase and PsycINFO were searched to identify rele-
vant articles published from January 2000 onwards. Population-based studies that 
were conducted in the general adult population and quantified the prevalence of 
adult ADHD were included.

Results The prevalence of persistent adult ADHD (with a childhood onset) and 
symptomatic adult ADHD (regardless of a childhood onset) both decreased with 
advancing age. By adjusting for the global demographic structure in 2020, the prev-
alence of persistent adult ADHD was 2.58% and that of symptomatic adult ADHD 
was 6.76%, translating to 139.84 million and 366.33 million affected adults in 
2020 globally.

Conclusions This study provides an up-to-date estimation of the global prevalence 
of both persistent and symptomatic adult ADHD. A well-defined strategy for di-
agnosing adult ADHD and large-scale investigations on the epidemiology of adult 
ADHD are needed.

Cite as: Song P, Zha M, Yang Q, Zhang Y, Li X, Rudan I; Global Health Epidemiology 
Reference Group (GHERG). The prevalence of adult attention-deficit hyperactivity 
disorder: A global systematic review and meta-analysis. J Glob Health 2021;11:04009.

Attention-deficit hyperactivity disorder (ADHD), a clinically heterogeneous neurode-
velopmental syndrome that comprises developmentally inappropriate inattentiveness, 
hyperactivity and increased impulsivity, is the most common psychiatric disorder in 
childhood [1]. ADHD significantly impairs multiple aspects of life, leading to educa-
tional underachievement, unemployment, unsuccessful marriage and criminality, etc. 
[2,3]. Moreover, ADHD shows significant correlations with a wide range of comorbid 
psychiatric disorders, including affective disorders, defiant, antisocial personality dis-
order, self-harm, substance misuse, placing a considerable burden on society and fam-
ily [1,4,5].

ADHD has long been conceptualised as a disorder of childhood that gradually dimin-
ishes with advancing age during adolescence and young adulthood. However, this as-
sumption was challenged by follow-up studies that observed the persistence of ADHD 
from childhood into adulthood [6]. Despite the prevailing assumption that adult ADHD 
and childhood ADHD affect the same group of people and share the same neurodevel-

Song et al, J Global Health, 2021
9 and 10 included a category, referred to as “Hyperkinetic
syndrome”, which describes a more restricted and severe group of
individuals compared with the definition of ADHD in the DSM-IV(TR)
and DSM-5 [19]. As such, studies based on the ICD should lead to
more conservative estimates of the prevalence of ADHD. This is a
very important factor to consider when interpreting the GBD
estimates. Indeed, for instance, in the National Comorbidity Survey
Replication (NCS-R), the prevalence of adult ADHD in the USA
estimated based on DSM-IV criteria was 4.4%, substantially higher
than the GBD estimated prevalence in adults [20]. Notably, the rate
of studies using the ICD among those with actual data included in
the GBD up to 2013 (11.3%) was very similar to that reported by a
meta-analysis that included studies up to 2013 (11.0%) [14]. It could
be argued that lower estimates of the prevalence of ADHD from the
GBD reflect lower prevalence - imputed - of ADHD in LMICs where
data tend to be less available. However, in our re-analysis, we did not
find any evidence of significant differences in prevalence between
LMICs and high-income countries. Therefore, we conclude that the
global prevalence of ADHD was underestimated mainly due to the
imputation by the GBD group.
However, it would be expected that this issue would not affect

the estimation of the temporal trends, as well as geographic and sex
variations, in the incidence, prevalence, and burden of ADHD, as the
biased estimate would equally affect numerator and denominator;
this should be formally tested in future research. Regarding
temporal trends, from 1990 to 2019, the overall age-adjusted
prevalence peaked in 1994–1995 and then declined, albeit mildly.
Indeed, the ICD-10, with its more stringent criteria, started being

used in 1994, which may have contributed to this slight decline.
Therefore, the temporal trends that emerge for the GBD in terms of
prevalence show that the epidemic of ADHD often portrayed in
some media outlets [20] is not supported by empirical evidence.
Whereas ADHD has been and is still viewed by some as an

“American” condition [21], Australasia was the region with the
highest age-adjusted prevalence in the most recent estimate of
the GBD 2019, even though the USA had one of the highest
prevalence worldwide and the largest increase in incidence,
prevalence, and burden from 1990 to 2019. As the GBD did not
adjust estimates for which there was no agreement between
survey informants (e.g., parent and child), the extent to which
differences in prevalence/incidence across countries reflect actual
difference or are driven by methodological issues remains unclear.
Male and female prevalence data contribute to our under-

standing of sex differences in the presentation of ADHD. There is
evidence that males, at least in childhood-adolescence, are over-
represented in clinical services, as they tend to be referred more
promptly due to their more disruptive presentation compared to
females [22]. As the GBD included population-based representative
samples, our data show that there is a material difference in
prevalence/incidence also in non-clinical samples, in line with other
population-based studies [7]. However, it is possible that, due to
cultural expectations, at least in some geographic settings, women
may report their ADHD symptoms less frequently or as less
disabling than men, thus not meeting the diagnostic criteria [23].
While the GBD addresses a crucial aspect, i.e., the burden of mental

disorder, the burden of ADHD may have been underestimated. First,

Fig. 2 Temporal trends. Trends from 1990 to 2019 a in number and age-standardized prevalence rates and b in male to female (M/F)
prevalence ratio of ADHD at the global level. Error bars indicate the 95% uncertainty level (UI) for prevalent cases; shading indicates the 95%
UI for the age-standardized prevalence rate. ADHD attention deficit and hyperactivity disorders.

S. Cortese et al.
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persistent adult ADHD, where the prevalence in adults ranged from 5.05% (95% CI = 3.12-8.07) at 18-24 
years of age to 0.77% (95% CI = 0.3-1.96) at ≥60 years. For symptomatic adult ADHD, the estimated preva-
lence decreased from 8.99% (95% CI = 6.12-13.03) in people aged 18-24 years to 4.51% (95% CI = 2.15-9.32) 

in those aged 60 years and above. In 2020, a total 
of 139.84 million (95% CI = 81.64-240.99) peo-
ple were affected by persistent adult ADHD, and 
366.33 million (95% CI = 233.75-574.85) were 
by symptomatic adult ADHD. The age group that 
contributed the most adult ADHD cases was 18-
24 years.

DISCUSSION
To the best of our knowledge, this systematic 
review and meta-analysis comprehensively de-
scribes the global prevalence of both persistent 
and symptomatic adult ADHD in the general pop-
ulation based on data published from 2005 to 
2019. Our analyses show that the pooled prev-
alence of persistent adult ADHD was relatively 
higher in LMICs than in HICs and that of symp-
tomatic adult ADHD varied across WHO regions. 
We revealed that the prevalence of both persistent 

Figure 2. Age- and sex-specific prevalence of adult ADHD based on available data points from the included articles, with 95% confidence intervals.

Figure 3. Estimated prevalence and cases of adult ADHD in 2020, by age group.

Figure 2

Figure 3

Table 2. Estimated prevalence and cases of adult ADHD in 2020, by age group
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Prevalence (%) Cases (million) Prevalence (%) Cases (million)

18-24 5.05 (3.12-8.07) 42.39 (26.20-67.73) 8.99 (6.12-13.03) 75.52 (51.40-109.38)
25-29 4.00 (2.49-6.35) 23.77 (14.82-37.77) 8.27 (5.74-11.78) 49.17 (34.11-70.04)
30-34 3.29 (2.02-5.31) 19.92 (12.25-32.15) 7.70 (5.33-11.01) 46.65 (32.28-66.68)
35-39 2.70 (1.61-4.51) 14.74 (8.78-24.55) 7.18 (4.87-10.45) 39.10 (26.55-56.95)
40-44 2.22 (1.26-3.88) 10.97 (6.24-19.14) 6.68 (4.39-10.06) 33.00 (21.66-49.66)
45-49 1.82 (0.98-3.37) 8.74 (4.69-16.16) 6.22 (3.90-9.78) 29.82 (18.70-46.89)
50-54 1.49 (0.75-2.96) 6.66 (3.34-13.18) 5.79 (3.44-9.59) 25.81 (15.32-42.76)
55-59 1.22 (0.57-2.61) 4.75 (2.21-10.11) 5.39 (3.01-9.46) 20.89 (11.66-36.70)
60+ 0.77 (0.30-1.96) 7.91 (3.11-20.20) 4.51 (2.15-9.32) 46.36 (22.06-95.80)
Overall (18+) 2.58 (1.51-4.45) 139.84 (81.64-240.99) 6.76 (4.31-10.61) 366.33 (233.75-574.85)

Prévalence du TDAH
5 % des jeunes et 2,5 % des adultes

Enfants : 2-3 G / 1 F
Adultes : 1 G / 1 F

Statut socio-économique
défavorable : risque x 2

Caci, Encéphale, 2023
Cortese et al, Mol Psychiatry, 2023

Lecendreux et al, J Atten Disord, 2011
Polanczyck et al, Am J Psychiatry, 2007 

Polanczyck et al, JCPP, 2015



Le syndrome est Preuves épidémiologiques

Cohérent
Structure factorielle à 2 dimensions, 

stable à travers âges et cultures

Fiable
Accord inter-juges acceptable (κ ≈ 0.60–0.90)

avec entretiens structurés

Universel

Prévalence mondiale stable (~5% enfant, ~2.5% 
adulte) sans variation majeure entre continents

quand méthodologie contrôlée

Dimensionnel

Études taxométriques : Pas de seuil naturel,
le diagnostic découpe un continuum,

seuil diagnostique conventionnel

Validité descriptive du TDAH



Le TDAH a une distribution dimensionnelle

Marcus et Barry, Journal of Abnormal Psychology, 2011 ; Haslam et al., ANZJP, 2006

Les symptômes de TDAH se 
distribuent sur un continuum 

dans la population 
à Absence de seuil naturel

Le diagnostic correspond à un seuil conventionnel posé sur cette distribution 
associé à un retentissement à Utile pour décider d’une intervention



Le TDAH a une distribution dimensionnelle

Marcus et Barry, Journal of Abnormal Psychology, 2011 ; Haslam et al., ANZJP, 2006

Les symptômes de TDAH se 
distribuent sur un continuum 

dans la population 
à Absence de seuil naturel

Le diagnostic correspond à un seuil conventionnel posé sur cette distribution 
associé à un retentissement à Utile pour décider d’une intervention

Retentissement
Social, scolaire,
professionnel,

souffrance



Sur- ou sous- diagnostics ?

Dimitri et al., Front Child Adolesc Psychiatry, 2025;  Martin, Lancet Psy, 2024; Kazda et al., JAMA Network Open, 2021

Vers moins de diagnostics
Seuil catégorique rigide

Critères masculins / enfants
Biais de genre
Biais culturels

Biais socio-économiques

Vers plus de diagnostics
Elargissement critères DSM/CIM

Popularisation
Exigences scolaires

Biais liés à l’âge
Accès aux aménagements

L'absence de seuil naturel et la dépendance du retentissement au contexte
rendent le diagnostic sensible aux influences extra-cliniques

Paradoxes
Pathologisation de variations normales de l'attention (sur-diagnostic)

Exclusion de personnes en souffrance (sous-diagnostic)

Retentissement
Social, scolaire,
professionnel,

souffrance
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Paradoxes
Pathologisation de variations normales de l'attention (sur-diagnostic)

Exclusion de personnes en souffrance (sous-diagnostic)



Grossesse-0-12 mois-Enfance-Adolescence-Adulte

La comprehension des associations
Entre TDAH et consequences ultérieures

= Validité pronostique

Environnement

Génétique

Epigénétique
GxE

Psychiatrique

Traumatismes

Social

Bien-être

L’épidémiologie longitudinale peut renseigner les risques à long terme du TDAH



Sur-risque OR

Tabac x2

Cannabis x1,5

Substances illicites x2-3

Age de 1er rapport sexuel <15 ans x2

Comport. sexuels à risque x2-3

Gestes suicidaires x3

Echec baccalauréat x2,5

Statut socio-économique défavorable x3

Risque incarcération x4

BMJ mental Health 2025; Soc Psychiatry Psychiatr Epidemiol, 2024; Psychiatry Res 2023; Eur Psy 2022; Encéphale 
2020, J Nerv Ment Dis 2014, J Forensic Science, 2014; J Pediatr 2013; BJP 2012; Psychol Med 2009; DAD 2008

ChiP-ARD study

Données françaises



Âges préscolaire          Scolaire            Adolescence            Adulte              Adulte avancé

Surpoids/Obésité, problèmes métaboliques et cardiovasculaires

Infections, santé orale

Epilepsie, problèmes de sommeil, neurologiques, ophtalmologiques, démences

Blessures non intentionnelles et intentionnelles

Asthme, atopies, conditions auto-immunes

Arrondo, NBR, 2022; French et al, Frontiers in Psy, 2024; Kang, APJ, 2024;  Libutski et al, APS, 2024;  O’Nions et al, BJP, 2025; So et al, Prev Sci, 2024

Diminution de l’espérance de vie de 7 à 9 ans

++

+++

Le TDAH est associé à des problèmes de santé physique



Chez les enfants / préadolescents < 13 ans
Méta-analyse de 58 études sur 626 486 590 individus en population générale

Prévalences Comportements 
suicidaires

   → Pensées suicidaires = 15,1%
    → TS = 2,6%

    → Décès par suicide = 0,79 / 1 million

Associations les plus fortes
→ Maltraitance (+)
→ Dépression (+)

→ TDAH (+)
→ Soutien parental (-)

    

specific disorders in relation to suicidal ideation and more-
overwasmore stronglycorrelatedwith thisoutcomethanwith
suicide attempts, as indicated by nonoverlapping confidence
intervals. These findings fit well with the adult literature, in

which depression is more strongly implicated in risk for sui-
cidal ideation than suicide attempts.86

Furthermore, based on the aforementioned findings,
support for the commonly held view that externalizing psy-

Table 3. Correlates of Suicidal Ideation

Correlate ka
No. of
individuals d (95% CI) P value

Sociodemographic characteristics

Sex (female) 16 107 881 −0.03 (−0.10 to 0.05) .50

Race (minority group)b 5 16 638 −0.22 (−0.38 to −0.06) <.01

Race (Black, with White as reference) 4 11 076 −0.31 (−0.61 to 0.00)c .05

Family characteristics

Parental marital status (married) 5 22 672 0.05 (−0.17 to 0.26) .65

Parental education 6 14 666 <0.01 (−0.09 to 0.09) .99

Family income 8 94 230 −0.07 (−0.18 to 0.04) .21

Family conflict and dysfunction 5 2805 0.36 (0.11 to 0.60) <.01

Family psychopathology 8 12 322 0.18 (0.09 to 0.26) <.001

Parental depression 4 5001 0.37 (−0.11 to 0.85) .13

Parental history of suicidal thoughts
and behaviors

4 1208 0.45 (0.05 to 0.86) .03

Clinical correlates

Overall psychopathology 19 25 219 0.62 (0.47 to 0.77) <.001

Internalizing psychopathology 16 19 235 0.71 (0.47 to 0.94) <.001

Anxiety 6 13 062 0.13 (−0.19 to 0.46) .42

Depression 13 15 185 0.90 (0.71 to 1.09) <.001

PTSD 3 12 879 0.32 (−0.14 to 0.78) .18

Externalizing psychopathology 8 23 619 0.32 (0.08 to 0.56) <.01

ADHD 6 22 445 0.54 (0.34 to 0.75) <.001

Conduct disorder/oppositional
defiant disorder

4 18 936 0.02 (−0.42 to 0.47) .91

Psychosis 3 11 847 0.39 (0.16 to 0.63) <.01

Psychological correlates

Aggression 7 4967 0.65 (0.04 to 1.27) .04

Cognitive functioning 4 1903 0.11 (−0.19 to 0.42) .46

Negative affect 3 863 0.80 (0.12 to 1.47) .02

Self-esteem 4 916 −0.53 (−0.84 to −0.22) <.001

Interpersonal correlates

Overall social support 8 85 128 −0.25 (−0.36 to −0.15) <.001

Parental support 5 84 934 −0.34 (−0.46 to −0.22)d <.001

Peer support 5 84 469 −0.13 (−0.22 to −0.04)d <.01

Experienced bullying 4 86 166 0.29 (0.26 to 0.33) <.001

Child maltreatment 5 86 957 2.62 (1.56 to 3.67) <.001

Child physical abuse 4 84 078 0.66 (0.46 to 0.86) <.001

Child sexual abuse 4 84 077 0.55 (0.30 to 0.80) <.001

Other correlates

Academic stress 4 2861 0.24 (0.11 to 0.37) <.001

Abbreviations: ADHD,
attention-deficit/hyperactivity
disorder; PTSD, posttraumatic stress
disorder.
a k Indicates the number of unique
associations.

bAny racial group besidesWhite.
c The upper end of the confidence
interval was rounded down but
exceeded 0.00.

dWhen unrounded, the upper end of
the confidence interval for parental
support does not overlap with the
lower end of the confidence interval
for peer support.

Table 4. Head-to-Head Comparisons of Preadolescent and Adolescent Suicide Deathsa

Characteristic kb
No. of
individuals d (95% CI) P value

Sex (female) 4 3173 −0.52 (−0.69 to −0.36) <.001

Overall psychopathology 3 891 −0.06 (−0.32 to 0.21) .69

Depression 3 904 −0.41 (−0.71 to −0.10) .01

History of psychiatric treatment 3 809 −0.16 (−0.48 to 0.15) .31

Academic stress 3 904 −0.30 (−0.78 to 0.18) .22

a Adolescent suicide served as the
reference group in these
comparisons; positive d values
indicate a variable is more
characteristic of preadolescent
suicide, whereas negative d values
indicate a variable is more
characteristic of adolescent suicide.

b k Indicates the number of unique
associations.
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Les taux de suicide augmentent plus avec les défauts de paiements en cas de TDAH
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les défauts de paiements augmentent dans les 36 mois avant le suicide
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P S Y C H O L O G I C A L  S C I E N C E

ADHD, financial distress, and suicide in adulthood: 
A population study
Theodore P. Beauchaine1,2*†, Itzhak Ben-David3,4*†, Marieke Bos5,6*†

Attention-deficit/hyperactivity disorder (ADHD) exerts lifelong impairment, including difficulty sustaining employment, 
poor credit, and suicide risk. To date, however, studies have assessed selected samples, often via self-report. Us-
ing mental health data from the entire Swedish population (N = 11.55 million) and a random sample of credit data 
(N = 189,267), we provide the first study of objective financial outcomes among adults with ADHD, including asso-
ciations with suicide. Controlling for psychiatric comorbidities, substance use, education, and income, those with 
ADHD start adulthood with normal credit demand and default rates. However, in middle age, their default rates 
grow exponentially, yielding poor credit scores and diminished credit access despite high demand. Sympathomi-
metic prescriptions are unassociated with improved financial behaviors. Last, financial distress is associated with 
fourfold higher risk of suicide among those with ADHD. For men but not women with ADHD who suicide, outstand-
ing debt increases in the 3 years prior. No such pattern exists for others who suicide.

INTRODUCTION
Those who are diagnosed with attention-deficit/hyperactivity disorder 
(ADHD) (1) show strong biases toward immediate rewards over larger, 
delayed rewards (2) and are prospectively vulnerable to a variety of 
adverse behavioral and mental health outcomes across their life spans 
(3). In childhood, these outcomes include academic underachievement, 
grade retention, and social rejection (4). In adulthood, they include 
higher college dropout rates, poorer job performance, difficulty sus-
taining employment, and lower wages than peers of similar intelligence 
(5, 6). Children, adolescents, and adults who are diagnosed with 
ADHD also engage in more high-risk, impulsive behaviors, including 
substance abuse, self-injury, and suicide attempts (7, 8). These out-
comes are often observed even among those who received evidence- 
based treatment for ADHD in childhood (9, 10).

Daily routines in Western societies require people to pay bills on 
time, make rent and mortgage payments, and keep track of invest-
ments and savings. Yet, despite awareness that adults with ADHD 
face difficulties managing these and other financials, the extent of 
such difficulties and their associations with individual well-being have 
not been evaluated with objective data. According to self-reports, 
adults with ADHD are more financially dependent on family mem-
bers, face more difficulties paying bills, open fewer savings accounts, 
use credit cards more compulsively, and are more likely to use very 
high interest rate borrowing, such as pawnshops and payday loans, 
than others in the population (5, 8, 11, 12). To date, however, most 
data derive from adults who were followed up after being treated for 
ADHD in childhood or recruited via self-selected convenience 
sampling (e.g., Amazon Mechanical Turk). These recruitment strat-

egies suffer from inherent limitations, including greater severity 
of ADHD for those enrolled in child treatment studies, systematic 
biases in self-reported credit and other financial outcomes, and 
small to modest sample sizes. Thus, the economic magnitude of 
population-wide effects of ADHD on objective financial outcomes 
is unknown. Improved understanding of relations among ADHD, 
financial behaviors, and suicide may have important implications 
for prevention and intervention.

Here, we provide previously unidentified findings regarding 
financial behaviors and suicide among adults with ADHD at the pop-
ulation level. We include analyses of changes in financial behaviors 
in the months and years preceding suicide. These analyses follow 
from “ideation-to-action” accounts of suicide, such as three-step 
theory (13). According to these models, many more people are 
capable of engaging in suicidal behaviors than attempt or die by sui-
cide. Those who are capable and attempt are often motivated by psy-
chological pain and hopelessness (14). Thus, three-step theory predicts 
a reduced sense of purpose and increased psychological distress 
before suicide. For some, worsening financials may contribute to psy-
chological distress, whereas for others, psychological distress may 
contribute to worsening financials. Either way, any prospective as-
sociation between worsening financials and later suicide among 
adults with ADHD could aid in identifying those at highest risk and 
serve as a springboard for additional research.

Using mental health data collected from the full Swedish popu-
lation (N = 11.55 million) (15, 16) and a random sample of data on 
credit and defaults (N = 189,267) (17) for the period spanning 
2002–2015, we evaluate financial outcomes across adulthood—
including associations with suicide—among those 18 years and older 
with and without diagnoses of ADHD. These data yield the largest 
such sample reported to date. Given the very large sample and asso-
ciated likelihood of identifying trivial effects as significant at any 
given time, we focus readers’ attention on 95% confidence intervals 
(CIs) across time, which are presented in graphs to follow. These 
95% CIs include statistical adjustments for physical and mental 
health covariates. Details regarding regression equations and 
statistical controls including propensity score matching appear in 
Materials and Methods and in the Supplementary Materials, Sections 
A to C.

1Department of Psychology, College of Arts and Sciences, The Ohio State University, 
1835 Neil Avenue, Columbus, OH 43210, USA. 2Nisonger Center for Excellence in 
Developmental Disabilities, The Ohio State University, 1581 Dodd Drive, Columbus, 
OH 43210-1257, USA. 3Department of Finance, Fisher College of Business, The Ohio 
State University, 606A Fisher Hall, 2100 Neil Avenue, Columbus, OH 43210, USA. 
4National Bureau of Economic Research, 1050 Massachusetts Ave., Cambridge, MA 
02138, USA. 5The Swedish House of Finance at the Stockholm School of Economics, 
Drottninggatan 98, 111 60 Stockholm, Sweden. 6The Federal Reserve Bank of 
Philadelphia, 10 N Independence Mall W, Philadelphia, PA 19106, USA.
*Corresponding author. Email: beauchaine.1@osu.edu (T.P.B.); bendavid@fisher.
osu.edu (I.B.-D.); marieke.bos@hhs.se (M.B.)
†These authors contributed equally to this work.
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diagnoses are associated with a much lower likelihood of popu-
lating the lowest default risk bin (odds ratio, 0.14) and a much 
higher likelihood of populating the highest default risk bin (odds 
ratio, 3.49).

Associations between medication and arrears
Socialstyrelsen data also allowed us to explore associations between 
sympathomimetic prescriptions for ADHD (e.g., methylphenidate, 
atomoxetine, amphetamine, and dextroamphetamine) (23) and 

Fig. 2. Associations between ADHD and finances. Credit and defaults for a random sample of Swedes (17) (n = 1970 ever diagnosed with ADHD; n = 187,297 never 
diagnosed from 2010 to 2013). (A) Credit requests per month by age. Widening 95% CIs at older ages indicate fewer ADHD cases. (B) New consumer credits per month. 
(C) New arrears per month. For (A) to (C), y axis values are estimated, adjusting for education, income, sex, psychiatric comorbidities, and physical health. (D) Elevation in 
arrears for those with ADHD versus the population for everyone registered at the Enforcement Agency in January 2018 (21) (n = 5736 ever diagnosed with ADHD; 
n = 63,216 never diagnosed). (E) Percentage of people with unpaid claims diagnosed with ADHD by years delinquent. (F) Percentage of people in successive default risk 
bins diagnosed with ADHD. Increasing x axis scores indicate higher default risk. Proportions of the population and percentage default risk are as follows: bin 1 (0.47; 0 to 
0.1%), bin 2 (0.11; 0.1 to 0.2%), bin 3 (0.07; 0.2 to 0.3%), bin 4 (0.05; 0.3 to 0.4%), bin 5 (0.03; 0.4 to 0.5%), bin 6 (0.02; 0.5 to 0.6%), bin 7 (0.05; 0.6 to 0.9%), bin 8 (0.05; 0.9 to 
1.4%), bin 9 (0.05; 1.4 to 2.7%), bin 10 (0.05; 2.7 to 30.9%), and bin 11 (0.05; 30.9 to 97.7%). Hatched horizontal lines (E and F) show the population base rate of ADHD.
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with ADHD. Although we do not infer a causal relation between 
financial distress and suicide for men from these data, findings 
underscore extreme impairment associated with ADHD across the 
life span, increased chaos in the years immediately preceding suicide, 
and, likely, need for targeted intervention.

DISCUSSION
These results provide the first population-based, objective assessment 
of financial disadvantage faced by individuals diagnosed with ADHD, 
including associations with suicide. Previous studies documenting 
financial difficulties of people diagnosed with ADHD derive almost 
exclusively from self-reports collected from small- to modest-sized 
treatment-seeking or convenience samples. Such studies indicate 
overuse and misuse of credit cards, excessive and very high interest 
rate borrowing, and financial dependence on family members and 
welfare among adults diagnosed with ADHD (11, 12).

In a very large population sample, we measure the extent of 
financial distress and hardship among adults diagnosed with ADHD. 
Adjusting for income, education, psychiatric and health comorbidities, 
and substance use, problems with debt repayment and continuous 
default penetrate well into midlife, effects that are likely to become 
magnified as currently diagnosed young adults age. Because few 
adults were diagnosed in previous generations (Fig. 1B), assessing 
effects of persistent ADHD into late life is not yet possible in the 
Swedish population.

New sympathomimetic prescriptions for ADHD were unassoci-
ated with financial outcomes. Arrears per month remained constant 
in the 2 years preceding and following new prescriptions. These 
findings are consistent with recent longitudinal studies indicating 
modest effects of medication on functional outcomes among those 
with ADHD (9, 33), despite significant concurrent and long-term 
reductions in core ADHD symptoms such as hyperactivity and 
inattention (34, 35). Of note, although reduced criminal behavior 

Fig. 4. Suicide outcomes by ADHD status. (A) Probability of suicide during the observation period for all people with ADHD and without ADHD. (B) Probability of suicide 
for men diagnosed with ADHD versus without ADHD. (C) Probability of suicide for women with ADHD versus without ADHD. For (A) to (C), y axis values are estimated, 
adjusting for education, income, sex, psychiatric comorbidities, and physical health. No differences were found between men and women. Data are from the full Swedish 
population from 2002 to 2015 (n = 177,336 ever diagnosed with ADHD; n = 11,371,854 never diagnosed with ADHD) (15). Widening CIs above age 60 result from fewer 
ADHD cases. (D) Disparities in suicide rates for those with and without ADHD by default risk. Data are from a random sample of Swedes (17), collected between 2010 and 
2013 (n = 1970 ever diagnosed with ADHD; n = 187,297 never diagnosed with ADHD). Increasing scores along the x axis indicate higher likelihood of default. We collapsed 
into four default risk bins to obtain stable estimates of suicide, given comparatively low base rates. Proportions of the population and percentage default risk are as 
follows: bin 1 (0.47; 0 to 0.1%), bin 2 (0.18; 0.1 to 0.3%), bin 3 (0.15; 0.3 to 0.9%), and bin 4 (0.20; 0.9 to 97.7%).
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with ADHD. Although we do not infer a causal relation between 
financial distress and suicide for men from these data, findings 
underscore extreme impairment associated with ADHD across the 
life span, increased chaos in the years immediately preceding suicide, 
and, likely, need for targeted intervention.

DISCUSSION
These results provide the first population-based, objective assessment 
of financial disadvantage faced by individuals diagnosed with ADHD, 
including associations with suicide. Previous studies documenting 
financial difficulties of people diagnosed with ADHD derive almost 
exclusively from self-reports collected from small- to modest-sized 
treatment-seeking or convenience samples. Such studies indicate 
overuse and misuse of credit cards, excessive and very high interest 
rate borrowing, and financial dependence on family members and 
welfare among adults diagnosed with ADHD (11, 12).

In a very large population sample, we measure the extent of 
financial distress and hardship among adults diagnosed with ADHD. 
Adjusting for income, education, psychiatric and health comorbidities, 
and substance use, problems with debt repayment and continuous 
default penetrate well into midlife, effects that are likely to become 
magnified as currently diagnosed young adults age. Because few 
adults were diagnosed in previous generations (Fig. 1B), assessing 
effects of persistent ADHD into late life is not yet possible in the 
Swedish population.

New sympathomimetic prescriptions for ADHD were unassoci-
ated with financial outcomes. Arrears per month remained constant 
in the 2 years preceding and following new prescriptions. These 
findings are consistent with recent longitudinal studies indicating 
modest effects of medication on functional outcomes among those 
with ADHD (9, 33), despite significant concurrent and long-term 
reductions in core ADHD symptoms such as hyperactivity and 
inattention (34, 35). Of note, although reduced criminal behavior 

Fig. 4. Suicide outcomes by ADHD status. (A) Probability of suicide during the observation period for all people with ADHD and without ADHD. (B) Probability of suicide 
for men diagnosed with ADHD versus without ADHD. (C) Probability of suicide for women with ADHD versus without ADHD. For (A) to (C), y axis values are estimated, 
adjusting for education, income, sex, psychiatric comorbidities, and physical health. No differences were found between men and women. Data are from the full Swedish 
population from 2002 to 2015 (n = 177,336 ever diagnosed with ADHD; n = 11,371,854 never diagnosed with ADHD) (15). Widening CIs above age 60 result from fewer 
ADHD cases. (D) Disparities in suicide rates for those with and without ADHD by default risk. Data are from a random sample of Swedes (17), collected between 2010 and 
2013 (n = 1970 ever diagnosed with ADHD; n = 187,297 never diagnosed with ADHD). Increasing scores along the x axis indicate higher likelihood of default. We collapsed 
into four default risk bins to obtain stable estimates of suicide, given comparatively low base rates. Proportions of the population and percentage default risk are as 
follows: bin 1 (0.47; 0 to 0.1%), bin 2 (0.18; 0.1 to 0.3%), bin 3 (0.15; 0.3 to 0.9%), and bin 4 (0.20; 0.9 to 97.7%).
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has been reported among adults diagnosed with ADHD who receive 
pharmacological treatment (36), other studies find limited effective-
ness of stimulants on work productivity and other functional and 
occupational outcomes (9, 37, 38). As we note above, however, many 
adults who receive prescriptions for ADHD do not refill them, and 
proper dosing is important to achieve clinical benefit (39). It is, 
therefore, possible that medications are more helpful for those who 
comply with treatment. Unfortunately, we do not have data on ad-
herence, exposure periods, medication possession ratios, or doses.

Although direct causes of financial distress among adults with 
ADHD remain to be elucidated, a number of plausible mechanisms 
are suggested by the literature. As reviewed in our introductory 
paragraphs, adolescents and adults with ADHD suffer from persistent, 
pervasive functional impairment, as indexed by academic and voca-
tional underachievement, high college dropout rates, poor job per-
formance, difficulty sustaining employment, and lower wages than 
their peers (4–6). Young adults with ADHD are also more reliant 
financially on both their parents and social services and earn almost 
$600,000 less (United States) across their lifetimes than those without 
ADHD (11). Moreover, self-reported hyperactive and impulsive (but 
not inattentive) symptoms of ADHD in adulthood are associated 
with debt burden, high interest rate borrowing, late payments, and 
present bias in monetary delay discounting tasks, as expressed by 
preference for smaller, immediate rewards over larger, delayed 
rewards (12). Together, these findings indicate that compared with 
others in the population, adults with ADHD (i) have fewer resources 
at their disposal, which likely contributes to demand for credit, and 
(ii) are less able to make short-term decisions that translate into 
long-term financial benefits.

Regardless of mechanisms, our findings indicate that financial 
distress is associated with suicide among adults with ADHD. Previous 
reports reveal higher-than-normal rates of suicide among adolescents 
and adults diagnosed with ADHD in both treatment-seeking and 
population-based studies (31, 32, 40). However, findings of prospec-
tive associations between financial distress and suicide risk have not 
been reported previously. Participants diagnosed with ADHD whose 
credit fell in the highest default risk bins were three to four times more 

likely to die by suicide than both (i) those with ADHD who were at 
low risk of default and (ii) those without ADHD who had poor credit.

For those diagnosed with ADHD who suicided, men but not 
women experienced increasing financial distress in the 3 years 
beforehand. This finding will require future research to explain. For 
men, the finding is consistent with interpersonal and ideation-to- 
action frameworks whereby those who are capable to suicide are 
more likely to attempt when confronted with psychological pain and 
hopelessness (13, 14), both of which are associated with financial 
distress (see immediately below). We wish to emphasize, however, 
that given the descriptive nature of our study, we are unable to iden-
tify specific mechanisms or disentangle directions of causality. Thus, 
we do not know whether financial distress contributes directly to 
suicidal ideation and suicide for men, and whether both are influ-
enced by unmeasured third variables or, more likely, some combi-
nation of factors. Future work should address these important 
questions. Nevertheless, our findings indicate objective associa-
tions between ADHD and a wide range of financial outcomes, with 
implications for the well-being of affected individuals as they move 
into middle and old age. On the basis of the data we present, many 
who are diagnosed with ADHD suffer from significant financial dis-
tress throughout adulthood, with likely implications for physical 
and psychological well-being.

Speculating about specific psychological mechanisms of suicide 
among those with ADHD and poor financials is even more difficult 
given that there is no literature base to draw from. One possibility is 
that poor financials mark more general distress brought about by 
functional impairment and poor social adjustment, both of which 
are well documented among adults with ADHD. Relatedly, unem-
ployment, underemployment, and low wages could compromise a 
sense of purpose among those with ADHD. For men, such feelings 
may be more acute and difficult to deal with given traditional 
gender roles; increasingly poor financials may eventually induce a 
sense of hopelessness that worsens over time as debt accrues and 
dependence on others becomes entrenched. In turn, low self-worth 
and feelings of failure may eventually contribute to suicidal behaviors. 
Testing such notions and devising targeted interventions are potentially 

Fig. 5. Growth in debt in the 36 months preceding suicide for those diagnosed with ADHD and those without ADHD. Suicide data for the full Swedish popula-
tion are merged with credit data obtained from the Swedish National Enforcement Agency (Kronofogden) mål database (41). Time to event (suicide) is indicated in 
months. (A) Estimated growth in debt (with 95% CIs) for men diagnosed with ADHD who suicided (n = 131) versus men diagnosed with ADHD who did not suicide 
(n = 1496). (B) Estimated growth in debt (with 95% CIs) for women diagnosed with ADHD who suicided (n = 59) versus women diagnosed with ADHD who did not suicide 
(n = 620). Regressions use data from a January 2018 snapshot of everyone registered at the Enforcement Agency who died by suicide, including n = 190 ever diagnosed 
with ADHD and n = 2120 never diagnosed with ADHD (21).
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L’épidémiologie peut renseigner les interventions du TDAH
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In adults, atomoxetine showed small improvements 
on emotional dysregulation (standardised mean 
difference 0.24, 95% CI 0.14 to 0.34; high certainty 
evidence) and methylphenidate showed small 
improvements on executive functions (0.15, 0.03 
to 0.28; moderate certainty evidence). Many other 

interventions showed apparently large, significant 
effect sizes on some secondary outcomes, but with low 
certainty evidence (acupuncture, alpha-2 agonists, 
amphetamines, and physical training in children; 
amphetamines, cognitive behavioural therapy, and 
mindfulness in adults; supplementary file S12).
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Fig 2 | Scatter plot showing the direction of the pooled effect sizes for primary outcomes and key side effects for each combination of participants, 
interventions, comparators, and outcomes. Grey represents an absence of clinically relevant effect (−0.20 <standardised mean difference <0.20, 
0.80 <risk ratio <1.25), green represents a positive effect, and red represents a negative effect. The wider the dots, the larger the pooled effect size. 
*P<0.05 represents statistical significance. Evidence certainty rating: no surrounding ring=very low certainty, thin surrounding ring=low certainty, 
bold surrounding ring=moderate certainty, large bold surrounding ring=high certainty. †Side effect. ADHD=attention deficit/hyperactivity disorder. 
tDCS=transcranial direct current stimulation. TMS-rTMS= (repetitive) transcranial magnetic stimulation
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In adults, atomoxetine showed small improvements 
on emotional dysregulation (standardised mean 
difference 0.24, 95% CI 0.14 to 0.34; high certainty 
evidence) and methylphenidate showed small 
improvements on executive functions (0.15, 0.03 
to 0.28; moderate certainty evidence). Many other 

interventions showed apparently large, significant 
effect sizes on some secondary outcomes, but with low 
certainty evidence (acupuncture, alpha-2 agonists, 
amphetamines, and physical training in children; 
amphetamines, cognitive behavioural therapy, and 
mindfulness in adults; supplementary file S12).
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interventions, comparators, and outcomes. Grey represents an absence of clinically relevant effect (−0.20 <standardised mean difference <0.20, 
0.80 <risk ratio <1.25), green represents a positive effect, and red represents a negative effect. The wider the dots, the larger the pooled effect size. 
*P<0.05 represents statistical significance. Evidence certainty rating: no surrounding ring=very low certainty, thin surrounding ring=low certainty, 
bold surrounding ring=moderate certainty, large bold surrounding ring=high certainty. †Side effect. ADHD=attention deficit/hyperactivity disorder. 
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Benefits and harms of ADHD interventions: umbrella review and 
platform for shared decision making
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Andrea Cipriani,35,36,38 Christoph U Correll,39,40,41,42,43,44 Dong Keon Yon,45 Henrik Larsson,3,5,6 
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Joaquim Radua,7,19,37 Marco Solmi,3,39,51,52,53 Richard Delorme,2,9,14 Samuele Cortese3,4,54,55,56

ABSTRACT

OBJECTIVES
To assess the effects of and related evidence certainty 
of interventions for attention deficit/hyperactivity 
disorder (ADHD) across an individual’s lifespan, and 
to develop a continuously updated web platform for 
people with lived experience of ADHD as a method 
to disseminate living evidence synthesis for shared 
decision making.
DESIGN
Umbrella review and platform for shared decision 
making.
DATA SOURCES
Six databases from inception to 19 January 2025. 
Study authors were contacted for additional 
information when necessary.
ELIGIBILITY CRITERIA FOR SELECTING STUDIES
Systematic reviews that used meta-analyses of 
randomised controlled trials were eligible if they 
compared a drug or non-drug intervention with a 
passive control in individuals with a diagnosis of 
ADHD. Primary outcomes were severity of ADHD 
symptoms, analysed by rater type (clinician-rated, 
parent-rated, teacher-rated, or self-rated) and time 
point (short term (12 weeks, or study endpoint), 

medium term (26 weeks), and long term (52 
weeks)),acceptability (participants dropping out for 
any reason), and tolerability (participants dropping 
out owing to any side effects). Secondary outcomes 
included daily functioning, quality of life, comorbid 
symptoms, and key side effects (decreased sleep and 
appetite).
DATA SYNTHESIS
Eligible meta-analyses were re-estimated with a 
standardised statistical approach. Methodological 
quality was assessed using AMSTAR-2. Evidence 
certainty was evaluated using an algorithmic version 
of the GRADE framework, adapted for drug and non-
drug interventions.
RESULTS
115 of 414 full text articles were deemed eligible 
and 299 were excluded; the eligible articles 
comprised 221 unique combinations of participants, 
interventions, comparators, and outcomes. For each 
combination, the most recent and methodologically 
robust meta-analysis was selected for re-estimation, 
which gave 221 re-estimated meta-analyses in total, 
derived from 47 meta-analytic reports. In the short 
term, alpha-2 agonists, amphetamines, atomoxetine, 
methylphenidate, and viloxazine showed medium 
to large effect sizes in reducing the severity of ADHD 
symptoms in children and adolescents, with moderate 
to high certainty evidence. Methylphenidate showed 
consistent benefits across raters (standardised 
mean difference >0.75, 95% confidence interval (CI) 
0.56 to 1.03; moderate or high certainty evidence). 
These interventions showed lower tolerability than 
the placebo, but this effect was not significant 
for methylphenidate and atomoxetine. In adults, 
atomoxetine, cognitive behavioural therapy, 
methylphenidate (and, when restricting analyses 
to high quality trials, amphetamines) showed 
at least moderate certainty evidence of efficacy 
on ADHD symptoms, with medium effect sizes. 
Methylphenidate, amphetamines, and atomoxetine 
had worse tolerability than placebo (methylphenidate, 
risk ratio 0.50, 95% CI 0.36 to 0.69; amphetamines, 
0.40, 0.22 to 0.72; atomoxetine, 0.45, 0.35 to 
0.58). Some non-drug interventions (acupuncture 
and cognitive behavioural therapy in children and 
adolescents, and mindfulness in adults) showed 

WHAT IS ALREADY KNOWN ON THIS TOPIC
Many reviews of interventions for attention deficit/hyperactivity disorder 
(ADHD) exist, but the findings are often conflicting or focus on a narrow set of 
interventions or patient outcomes
A comprehensive and standardised review of evidence across different 
treatments, age groups, and outcomes has been lacking for clinicians and 
people with lived experience

WHAT THIS STUDY ADDS
This umbrella review indicates that although some drug interventions offer 
medium to large benefits in the short term for management of ADHD symptoms, 
they can be poorly tolerated
Some non-drug approaches had either large effect sizes but low certainty 
evidence, or higher evidence certainty but lower effect sizes
Findings are presented in a continuously updated online platform to make 
complex evidence accessible and support shared decision making in clinical 
practice 

xx xxxxxxxx

the bmj | BMJ 2025;391:e085875 | doi: 10.1136/bmj-2025-085875 1
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Synthèse 221méta-analyses
Essais Randomisés

Efficacité à court terme
Sur symptômes TDAH

à Méthylphénidate
àAmphétamines
àAtomoxétine

àThérapie cognitive
comportementale

Gosling et al., BMJ, 2025



Chang et al., Biological Psychiatry 2019, Li et al. JAMA Psy 2025

Apport des études de registres
Diminution de différents risques chez les patients traités



Li et al, JAMA, 2024

L’initiation de traitement médicamenteux du TDAH diminue le risque de décès à 2 ans 

Etude observationnelle suédoise 148 578 participants 6-64 ans



6 à 8 % des enfants d’âge scolaire
 traités par psychostimulants

0,5% à 0,7 % des enfants d’âge scolaire
 traités par psychostimulants

Taux de prescription dans TDAH 10%

+154% entre 2020 et 2024

k

CHADD/ADHD Advisor 2024 (synthèse NSCH); Epiphare GIS ANSM CNAM, 2024;  HAS 2024

Prévalence globale des psychotropes en France comparable à Pays-Bas mais
Sur-prescription d'anxiolytiques et sous-prescription de psychostimulants / autres pays européens

Prévalence de prescription chez les 3-17 ans
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L’étude des facteurs de risque
et de protection

= Validité explicative

Environnement

Génétique

Epigénétique
GxE

Psychiatrique

Traumatismes

Social

Bien-être

L’épidémiologie peut renseigner la compréhension des 
mécanismes impliqués dans le TDAH

Exposome et modèle bio-psycho-social

between species and their ecosystems until it was
interrupted by either large changes in the species
or large changes in the environment that required a
new equilibration. In terms of understanding devel-
opmental discontinuities in the individual, we
would need to search for such changes in the child
or the context that create pressures for a new equili-
bration. These forces are represented by the up
and down arrows around points of inflection in
Figure 7.

One of the most commonly accepted transitions
has been the 5- to 7-year shift in cognition origi-
nally documented in 21 behavioral domains by
White (1965) and accentuated in the work of Piaget.
Thirty years later Sameroff and Haith (1996) and a
group of contributors reexamined this transition

but also asked if there were contextual changes
during this age period. We reached the conclusion
that there was a 5- to 7-year shift in the child if by 5
we meant 3 and by 7 we meant 10. This answer
reflects the study of what might be called ‘‘part
processes.’’ If one asks whether 5-year-olds can
attend, remember, have emotions, engage in social
interactions, and even take charge of social interac-
tions, the answer is yes. If one asks whether 5-year-
olds can fully integrate their physical, cognitive,
emotional, and social worlds, the answer is no. But
neither can 7-year-olds. So what is the punctuation
between the ages of 5 and 7? On average 5- to
7-year-olds can integrate several behaviors that
permit the beginnings of formal education in most
cultures in the world—increased cognitive ability,
the ability to sit still, and the ability to pay atten-
tion. Some children have these capacities much
earlier, but the requirements for successful partici-
pation in the school setting require all three plus a
number of others. White’s (1996) more recent con-
clusion was that, ‘‘what happens to children
between 5 and 7 is not the acquisition of an abso-
lute ability to reason; it is an ability to reason with
others and to look reasonable in the context of soci-
ety’s demands on the growing child to be coopera-
tive and responsible (p. 27).’’ In Figure 7 there are
up arrows from self to other reflecting child
advances, but there may be more powerful influ-
ences from other to self where society does the
developmental punctuation by requiring the child
to spend most of the day in school rather than at
home. From this perspective the stages of infancy,
childhood, adolescence, and adulthood could be

Figure 6. Biopsychosocial ecological system.

Figure 7. Unified theory of development including the personal
change, context, and regulation models.

18 Sameroff



Le TDAH, Etudes génétiquement informées
Familiales, de jumeaux, d'adoption

Faraone et coll, Nat Rev Dis Primers, 2024; Sullivan et coll, Nat Rev Genet, 2012

Risque chez apparentés x 5 à 9

Héritabilité élevée 75%
Proportion de variance phénotypique impliquant
des facteurs génétiques (G)

Mais inclut
G-E corrélations = rGE
G-E interactions = GxE

Liens avec autres TND/psychopathologie
Comorbidités +++
Héritabilité commune à d'autres TND



Le TDAH, Etudes moléculaires

Gènes candidats
(Méta-analyses)

Pangénomiques
(GWAS, CGH, WES)

Scores polygéniques

Syndromes 
Neurogénétiques

Variants fréquents (>5%) 
/ effet faible

SNPs
Gènes dopaminergiques

(DRD4, DRD5, DAT1, DUSP6)
Gènes sérotoninergiques

(5HTT, HTR1B)
Autres gènes

(SNAP-25, BDNF, CDH13,
FOXP2)

Variants rares (<1%) 
/ effet important

Microdélétion 22q11
CNVs en 15q13.3

CNVs en 6q26

Demontis et coll, Nat Genet, 2023; Faraone et coll, The Lancet, 2024; Palladino et coll, Psychiatr Genet, 2019; Ronald et al., JAACAP, 2021

Nature Genetics | Volume 55 | February 2023 | 198–208 199

Article https://doi.org/10.1038/s41588-022-01285-8

genome-wide significant lead variants (r2 < 0.1 between the index vari-
ant and the secondary lead variant within a region of 0.5 Mb), but none 
remained genome-wide significant in analyses conditioning on the 
index variant using COJO21 (Supplementary Table 2).

Six of the previously identified 12 loci in the ADHD2019 study14 
were found to be significant in the present study (Table 1), and the 
remaining six loci had P values <8 × 10−4 (Supplementary Table 3). Over-
all, the direction of association of the top loci (726 loci with P < 1 × 10−4) 
was consistent with the direction of association in ADHD2019 for all 
loci but one (Supplementary Table 4).

Genetic correlations among cohorts and SNP heritability
Genetic correlation analyses supported a high consistency in the pheno-
type across cohorts (genetic correlation (rg) ranging from 0.82 to 0.93, 
Supplementary Table 5) and between iPSYCH1 and iPSYCH2 (rg = 0.97; 
s.e. = 0.06). None of the genetic correlations was significantly different 
from 1. Linkage disequilibrium (LD) score regression analysis found an 
intercept of 1.04 (s.e. = 0.009) and ratio of 0.092 (s.e. = 0.02), the latter 
indicating that around 90% of the deviation from null, in the distribution 
of the test statistics, reflects polygenicity (quantile–quantile plot shown 
in Supplementary Fig. 2). The SNP heritability (h2

SNP) was estimated to be 
0.14 (s.e. = 0.01), lower than the previously reported h2

SNP of 0.22 (ref. 14). 
The h2

SNP for iPSYCH (h2
SNP = 0.23; s.e. = 0.01) was in line with the previ-

ous finding, but lower h2
SNP values were observed for PGC (h2

SNP = 0.12; 
s.e. = 0.03) and deCODE (h2

SNP = 0.08; s.e. = 0.014). The difference in 
h2

SNP was not caused by different sex distributions across cohorts, 
as there were no significant differences in h2

SNP between males and 
females in the iPSYCH and deCODE cohorts (Supplementary Table 5).  
Between-cohort heterogeneity in h2

SNP is not unusual and has 

the Icelandic deCODE cohort and the PGC, almost doubling the number 
of cases compared with ADHD2019. We fine-map identified risk loci and 
use integration with functional genomics data to pinpoint potential 
causal genes and evaluate the burden of rare deleterious variants in top 
associated genes. We characterize the polygenic architecture of ADHD 
and its overlap with other phenotypes by bivariate mixture modeling 
and perform polygenic score (PGS) analyses to test for associations 
of ADHD-PGS with neurocognitive measures in the Philadelphia Neu-
rodevelopmental Cohort (PNC).

Results
Identification of new ADHD risk loci by GWAS meta-analysis
We conducted a GWAS meta-analysis based on expanded data from 
iPSYCH (25,895 cases; 37,148 controls), deCODE genetics (8,281 cases; 
137,993 controls) and published data from ten ADHD cohorts with 
European ancestry collected by the PGC (4,515 cases; 11,702 controls), 
resulting in a total sample size of 38,691 individuals with ADHD and 
186,843 controls (effective sample size (neff_half) = 51,568; cohorts listed 
in Supplementary Table 1).

The GWAS meta-analysis identified 32 independent lead variants 
(that is, those with a squared correlation (r2) <0.1 between variants) 
located in 27 genome-wide significant loci (Fig. 1, Table 1, locus plots 
in Supplementary Data 1 and forest plots in Supplementary Data 2), 
including 21 novel loci. No statistically significant heterogeneity was 
observed between cohorts (Supplementary Fig. 1). The three most 
strongly associated loci (P < 5 × 10−14) were located on chromosome 
1 (in and around PTPRF), chromosome 5 (downstream of MEF2C) and 
chromosome 11 (downstream of METTL15); the latter is a new ADHD 
risk locus. Four loci on chromosomes 1, 5, 11 and 20 had secondary 

–lo
g 1

0(P
)

Chromosome

3

4

5

6

7

8

9

10

11

12

13

14

15

16

1 2 3 4 5 6 7 8 9 10 11 12 13 14 15 16 17 18 19 20 21 22

Fig. 1 | Results from GWAS meta-analysis of iPSYCH, deCODE and PGC cohorts 
including 38,899 cases and 186,843 controls in total. The y axis represents −
log10P (two-sided P values) from meta-analysis using an inverse variance-weighted 
fixed-effects model. Index variants in each of the genome-wide significant loci are 

marked as green diamonds (note that two loci on chromosome 3, index variants 
rs7613360 and rs2311059, are located in close proximity and therefore appear as 
one diamond in the plot). The red horizontal line represents the threshold for 
genome-wide significant association (P = 5 × 10−8).

Variance expliquée
30%

« The dark matter problem »
 = Héritabilité manquante !!!



GROSSESSE ENFANCE ADOLESCENCE
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Possible rôle causal ?



Hypothèse = BPN marqueur d'hypoxie-ischémie prénatale

Effet causal 
Via anomalies substance blanche ou modifications épigénétiques ?

→ perturbation connectivité cérébrale

Cohorte Suédoise (N= 3 291 773)
Toutes les naissances 1973-2008 

PN ≤ 2500 g →  sur-risque de TDAH x 1,65

Echantillon Suédois de jumeaux (N= 21 775)
Mesures naissance, 9 et 12 ans 

Réduction du PN →  augmentation symptômes TDAH

Bas poids de naissance et TDAH
Etudes de jumeaux et apparentés

Jenabi et coll, Clin Exp Pediatr, 2023; Frantz et coll, Pediatrics, 2018; Pettersson et coll, JCPP, 2015 ; Quetzal et coll, BJP, 2014



English and Romanian Adoptees study

Etude quasi-expérimentale d'enfants adoptés au UK

Comparaison groupes : orphelinat roumain (N=144) et anglais (N=52)

Phénotype de type TDA/H (29% vs. 4%)
Intensité ++ si > 6 mois d'institutionalisation
Effet durable = persistence de 6 à 25 ans

Confusion Génétique possible ?

Rutter et al, JCPP, 1998 ; Kennedy et al, JCPP, 2016 ; Golm et al, Psychol Medicine, 2021

Déprivation sociale sévère précoce



Le TDAH est-il un concept valide?

Validité descriptive : oui avec une nuance majeure
Syndrome cohérent et reproductible avec deux dimensions IA/HI, structure stable

Fiabilité correcte si évaluation standardisée et multi-informants
Prévalence relativement stable quand la méthodologie est contrôlée

Mais dimensionnel à frontière diagnostique conventionnelle liée au retentissement 

Validité pronostique : oui mais hétérogène et contextuelle
Le diagnostic prévoit des trajectoires (scolarité, conduites à risque, comorbidités, somatique)

Les risques graves existent (suicide/surmortalité)
Hétérogénéité forte à il n’y a pas “un” pronostic mais des profils et des trajectoires

Validité explicative : partielle, pas d’étiologie unitaire
Contribution génétique et architecture largement polygénique et partagée
Contribution environnement avec de nombreuses associations non causales

Modèle le plus réaliste à mécanismes pluriels + interactions



Validité descriptive : oui avec une nuance majeure
Syndrome cohérent et reproductible avec deux dimensions IA/HI, structure stable

Fiabilité correcte si évaluation standardisée et multi-informants
Prévalence relativement stable quand la méthodologie est contrôlée

Mais dimensionnel à frontière diagnostique conventionnelle liée au retentissement 

Validité pronostique : oui mais hétérogène et contextuelle
Le diagnostic prévoit des trajectoires (scolarité, conduites à risque, comorbidités, somatique)

Les risques graves existent (suicide/surmortalité)
Hétérogénéité forte à il n’y a pas “un” pronostic mais des profils et des trajectoires

Validité explicative : partielle, pas d’étiologie unitaire
Contribution génétique et architecture largement polygénique et partagée
Contribution environnement avec de nombreuses associations non causales

Modèle le plus réaliste à mécanismes pluriels + interactions

Le TDAH  = concept scientifiquement robuste et 
cliniquement utile mais à frontière contextuelle



Emergence de la neuro-diversité = variations naturelles dans le fonctionnement du cerveau 
associées à des difficultés et des avantages = pas des conditions pathologiques à guérir 

Neuro-diversité = neuro-typie + neuro-divergence

TDAH, Trouble du Spectre de l’Autisme, troubles des
apprentissages …

Mouvement social et politique de lutte contre la stigmatisation

Promouvoir meilleure compréhension et acceptation
des différences dans la société

Société influence catégories médicales et questionne le modèle médical des TND

« Dé » médicalisation du TDAH ?

extreme traits are not invariably impairing, unlike episodic disor-
ders. Further, although diagnostic labelling does serve to help
understanding, the primary therapeutic aim is not usually to
change the person’s normality, but rather to advise on environmen-
tal adaptations.

The points relating to trait disorders also apply to ASD/ADHD
(and potentially NDDs in general). Both DSM-5 and ICD-11 concur
that these describe lifelong traits, which variably present in the
population with no separation between normality and diagnosis.
Diagnosis is defined when traits ‘outside the limits of normal vari-
ation’1 cause significant functional impairment. Although normal
variation is not determined, research suggests that whereas there
are a small number of individuals whose symptoms are so
extreme as to be clearly outside normal variation (usually related
to specific pathologies such as fragile-X syndrome), the majority
have traits that lie at one end of, but probably within, the popula-
tion’s normal variation and do not have a specific aetiology. Both
taxonomies therefore confer diagnosis to two groups within ASD
and ADHD – the larger group who are at the extreme end of
normal variation in neurocognitive function and are significantly
impaired, and a smaller group who fall outside normal variation
who have a specific aetiology causing severe impairment. Those
who have extreme traits but are not functionally impaired do not
have a diagnosis.

Neurodiversity and related terms

‘Neurodiversity’ was first coined in 1998 by Judy Singer, sociologist,
and an autistic person who wrote that autistic people were a cat-
egory similar to class/gender/race.3 This has led to the development
of a number of specific terms, namely neurodiversity, neurodiverse,
neurodivergent and neurotypical, which describe subsets of the
normal population demarcated by the limits of current societal
norms. Singer situates her arguments in the social model of disabil-
ity with an explicitly political dimension, which has sprouted a civil
rights ‘neurodiversity movement’. The implication is that autistic

people, and by extension, all those who are neurodivergent or differ-
ent on other neurocognitive dimensions are not disordered, but
rather part of normal variation. Here, societal norms may disadvan-
tage the individual, the ‘interventions’ being for society to better
understand and provide an appropriate environment for the neuro-
divergent. This viewpoint rejects the notion of ‘normal’ or ‘healthy’
brains, or a ‘right’ style of cognition,4 questioning if NDDs should be
seen as mental disorders, particularly as these traits can be advanta-
geous in some situations – a view supported by data. It also implies
two groups of neurodivergent individuals – those who have result-
ant disadvantage, and those who do not.

The National Autism Implementation Team model and
definitions

Our aim is to provide a descriptive model incorporating the differ-
ent viewpoints without regarding one as more valid than any other
(schematically illustrated in Figure 1). The following definitions are
a development of a previous model,5 integrating scientific evidence
and views from people with lived experience, from experts, practi-
tioners and prominent thinkers on neurodiversity.3,4

(a) Neurocognitive functions are selective aspects of brain functions
– for example regulating, learning, attention, emotions,
impulses, sensory processing and social behaviours. These are
traits present from birth, may be significantly genetically influ-
enced, the normal range dependant on age.

(b) Neurodevelopment is the process of change of these selective
brain functions with age.

(c) Neurodiversity is the statistical normal range of function in a
population at a particular age. Neurodiversity is a characteristic
of the whole population, not a specific individual.

(d) The societal norms for selective neurocognitive functions is the
range that society regards as being normal for a given age –
these may be narrow, variable, arbitrary and influenced by
context and culture.

Limits of societal
norms (variable)

Neurodivergent

Increasing risk of
specific advantages

  Increasing risk of
specific advantages

Increasing risk of
different specific

functional       
impairments/NDD

diagnosis        

Increasing risk of
different specific

functional       
impairments/NDD

diagnosis        
Those with a
     specific
  pathology

General 
       population

Neurodiversity

NeurodivergentNeurotypical

Trait

Fig. 1 The National Autism Implementation Team model illustrates the relationship between a neurocognitive function, the terms
neurodiversity, neurotypical and neurodivergent. We assume the neurocognitive function is normally distributed in the population and societal
norms are centred around the population norm. The green bounds represent societal norms. We describe the situation for the right side of the
distribution, but it is equally applicable to the left side. Themore the person is divergent, the greater the risk of impairment. However, not all who
are divergent experience impairment/have a diagnosis. NDD, neurodevelopmental disorder.

Shah et al
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Manalili et al., Cognitive Science, 2023; Shah, BJPsych, 2022; Sonuga-Barke, JCPP, 2023



Déplace le curseur du déficit « constitutionnel »
à vers « l’adéquation » de l’interaction personne / environnement

Objectifs = destigmatiser, améliorer la qualité de vie et diminuer le retentissement

« Dé » médicalisation du TDAH ?

Shah, BJPsych, 2022; Sonuga-Barke, JCPP, 2023

The neurodiversity concept reverses this narrative
from one that can be seen as presenting neurodi-
vergent people as disordered, a clinical problem or
social burden in need of ‘treatment’, to one that
accepts, values and indeed celebrates, their different
ways of thinking, doing and being, and the potential
contribution these make to society (Axbey
et al., 2023). Through this, it seeks to empower
neurodivergent people while at the same time
encouraging social, educational and clinical agen-
cies to challenge their own assumptions and change
their practice. Indeed, the focus on self-advocacy
and the privileging of the neurodivergent person’s
point of view is creating a much more balanced and
collaborative approach to research and clinical care
(Shaw et al., 2021).

The neurodiversity concept – disentangling
ontological from ideological elements.
But what are the implications of the neurodiversity
position, and especially its rejection of the concept of
disorder, for models of translational science? Could
it spur scientific creativity in our field by providing a
new perspective on the nature of neuro-
developmental conditions that lead us to new
theories, hypotheses and methods? One might argue
that in its purest formulation the neurodiversity
concept is essentially, and deeply, ideological, reject-
ing not just the specific concept of disorder, but
rather the entire individualistic therapeutic focus
that guides our work as translational scientists. In
this way, it both echoes aspects of the
anti-psychiatry movement while incorporating the
neurodiversity concept into a wider political search
for social justice of marginalised groups
(Strand, 2017). The main goal becoming to transform
stifling cultural norms and re-order unjust societal
structures, rather than supporting neurodivergent

individuals clinically to function more effectively
within those structures. If taken to its logical
conclusion such an exclusively ideological interpre-
tation would, in fact, leave clinical translational
science, as it relates to neurodivergence, not
refreshed but redundant.

However, I do not see the neurodiversity position
as the end of neuro-developmental translational
research, but rather an exciting opportunity to
explore a different sort of science. This is because,
crucially for the current analysis, on deeper reflec-
tion, one can see that it contains ontological
assumptions that are distinguishable from its ideo-
logical assertions: That is, assumptions about the
nature of neuro-developmental conditions that
potentially contain the philosophical seeds of a new
scientific paradigm. I would therefore argue that
even if you reject its more radical ideological pre-
cepts, as people of goodwill may, you can still
harness the potential of the alternative ontological
assumptions contained in the neurodiversity con-
cept to ‘flip’ the disorder paradigm in a way that
reinvigorates our research by allowing us an alter-
native perspective, leading to new research ques-
tions and the testing of novel hypotheses. Could this
“new science” be more fruitful empirically and more
productive clinically than the one based on the
current disorder paradigm? (Sonuga-Barke &
Thapar, 2021).

Neurodiversity: an alternative paradigm for
translational science?
Figure 1 represents my interpretation of how a ‘flip’
from a disorder to a divergence paradigm changes our
core assumptions, translational goals and reframes
our scientific focus. First, the notion of disorder
categories underpinned by brain dysfunction intrin-
sically linked to impairment is replaced by that of a

Figure 1 Disorder versus neurodiversity paradigms. Disorder paradigm – translational imperative is to develop intervention to target
brain dysfunction, reduce symptoms and alleviate impairment. Neurodiversity paradigm – translational imperative is to create
interventions that produce neurodivergent affirmative experiences and promote developmental thriving

! 2023 Association for Child and Adolescent Mental Health.
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Données épidémiologiques : dimension (+), scores polygéniques (+), avantages (-)

Données expérimentales (preuves modérées) : évolution, créativité, entreprenariat

Biais du discours sur la neurodiversité à Risque d’occulter les inégalités sociales

Quel impact sur les représentations du TDAH et le système de soin ?

Tension ou complémentarité entre modèle médical et neurodiversité ?

Intérêt majeur = accent sur la justice sociale et la nécessité d’adapter environnement 
et société aux particularités des personnes

 

Neurodiversité : des questions soulevées 

Barack et al., Proc. R. Soc. B, 2024; Pearce et al., Child Adolesc Ment Health, 2024; Tran et al., Entrepreneurship Theory and Practice, 2025



TDAH = diagnostic clinique pragmatique, descriptivement et pronostiquement valide, aux 
causes multiples, inscrit dans la diversité cognitive, parfois source de handicap

Faire évoluer le concept de TDAH en prenant en compte =
à L’hétérogénéité du TDAH

à Les forces, faiblesses, facteurs de risque et de protection
à Les trajectoires individuelles de fonctionnement

à Les inégalités sociales

Entre science, école, santé et société =
à Distinguer la différence du trouble

à Promouvoir déstigmatisation, résilience et inclusion
à Reconnaitre les risques et le handicap

Conclusions



Merci pour votre attention
« Bien que les troubles mentaux soient ancrés dans des processus biologiques, ils sont 
également influencés par l'environnement social et culturel dans lequel l'individu évolue » 
(Emil Kraepelin, 1883)

« L'absurde naît de cette confrontation entre l'appel humain et le silence déraisonnable du 
monde » (Albert Camus, 1942)

« L'oppression qui pèse sur l'âme humaine vient toujours de l’extérieur, mais elle ne prend 
effet que si elle trouve une résonance dans l'intérieur de l’être » (Simone Weil, 1947)


