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The Paradigm Shift: Historical Context & Scope

1968: DSM-I1

1980: DSM-III

1994: DSM-IV

2013: DSM-5

R R s SR

© Hyperkinetic Reaction © Attention Deficit Disorder &) ADHD

Condition presumed to be
strictly childhood-limited.

>_0%

Adult Population Prevalence

Estimated general adult
prevalence, with some
epidemiological data
suggesting rates up to 5%.

@ 2013: DSM-5
First structured criteria, ADHD. Combined subtypes. Formal criteria refined
acknowledging adult Onset required <12 years, and validated for adult
possibilities. persistence acknowledged. diagnostic thresholds.

' 50-80% 80%

Childhood Persistence

Percentage of childhood cases
that continue to meet formal
diagnostic criteria into
adulthood.

Psychiatric Comorbidity

Treated adults presenting with

comorbid conditions. Anxiety
(30%), SUD (25%), Major
Depression (18%).
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The Diagnostic Reality Matrix

Contrasting resource-constrained standard practice against evidence-based research standards.

Diagnostic Dimension

Clinical Interview
Rating Scales
Cognitive Testing
Performance Testing
Medical Clearance

Objective Biomarkers

20% @ Typical Clinical Practice 40%

Unstructured approach relying solely
on DSM-5 criteria checklist.

ASRS or CAARS completed by patient
only.

Rarely performed in general
psychiatric settings.

Not part of standard clinical
workflows.

Basic medical history and baseline
vital signs.

None currently available for clinical
diagnostic utility.

Ideal Research Standard 40%

Structured (DIVA, MINI) with detailed
developmental history and academic
records.

ASRS / CAARS completed by patient PLUS
collateral rater (family/partner).

Full neuropsychological battery
assessing attention, executive
function, and processing speed.

Objective measurement via Continuous
Performance Test (CPT) or T.0.V.A.

TSH, CBC, EKG, plus targeted assessment
for sleep apnea and active substance
use.

Research domains exploring qEEG
theta/beta ratios and fMRI resting-
state patterns.
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Cl

N

cal Evaluation Pathway

[INPUT]

Clinical Suspicion: Chronic disorganization, impulsive decision-making, emotional
dysregulation.

[SCREEN] *L
Validated Instruments: Deploy ASRS or CAARS screening tools.

[PROCESS] J’

Structured Interview & History: DIVA/MINI plus collateral history.
Confirm DSM-5 threshold: 5+ symptoms (Inattention and/or Hyperactivity)
with onset < age 12, present across multiple settings.

[FILTER] l

Medical Evaluation: Rule out secondary causes including thyroid
dysfunction, sleep apnea, or active substance use disorder.

[OUTPUT] l

Diagnostic Confirmation: Subtype identification (Inattentive,
Hyperactive-Impulsive, or Combined presentation).
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The Paradox of Adult Onset

Why lifelong neurodevelopmental conditions often present clinically in adulthood.

# Jt}.‘
xecutive Capacily |
%Baseline neurocognitive function)

Envixunmental Demand

Level of Demand / Capacity

€&— The Decompensation Zone

Childhood: High structure from
parents and school masks
symptoms. Adaptive strategies
function adequately.

Lifespan Trajectory

Adolescence: Increasing
academic and social
demands begin to stretch
baseline capacity.

Early Adulthood: Loss of external scaffolding.
Occupational changes and working memoxy
demands trigger secondary mood/anxiety
symptoms. Clinical evaluation initiated.
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The Frontostriatal Circuit Model

O Striatum (Caudate/Putamen):
Hub for reward processing
and motor planning.

VTA (Ventral Tegmental Area):C
Origin point and primary
dopamine engine.

d1PFC (Dorsolateral Prefrontal ©
Cortex): Center for executive
function, working memory,

and impulse control.

O (Ventral Tegmental Area):
Origin point and primary
dopamine engine.

ADHD is fundamentally a disorder of executive dysfunction rooted in the hypoactivation and
reduced connectivity of the prefrontal-striatal network. Approximately 73% heritability 1is
driven by polymorphisms in dopamine receptors (DRD4, DRD5) and transporters (DAT1).
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The Catecholamine Hypothesis

DA NE
(Dopamine) (Norepinephrine) Impaired motivational salience
Low Dopamine - and reward processing
in Striatum (manifests as chronic boredom,
task-initiation failure).
— _— o Weakened signal-to-noise ratio
; : : > in working memory networks
I ' Nﬂreplneipnh]:dllnPeF/ Canamlne (manifests as distractibility,
Hypoactivity Hypoactivity time blindness).
0.00 0.00

Low Dopamine in Delayed error detection and

ADHD represents a relative : g - response inhibition
hypoactivity of dopamine and Anterior Cingulate (manifests as impulsivity,
norepinephrine within the Cortex (ACC) emotional dysregulation).

prefrontal-striatal circuits.
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The Synaptic Mechanism

Mechanical action of pharmacological interventions at the synaptic cleft.

'A. Stimulants (Methylphenidate / Amphetamines):

Mechanism: Blockade of dopamine and norepinephrine | |

reuptake; amphetamines additionally promote
active vesicular release of catecholamines.

L1
oy —

B
: |
o | L

B. Non-Stimulants (Atomoxetine / Guanfacine)

a2A
Receptor

Mechanism: Selective norepinephrine reuptake
inhibition (Atomoxetine) or direct a2A receptor agonism
strengthening prefrontal circuits (Guanfacine).
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Pharmacotherapy Master Matrix

Class Mechanism Onset Efficacy Key Side Effects
Methylphenidate (reuptgﬁzlblock) 15?2&23;)/ High %itiniomm'
Atomoxetine Selective NRI 2-4 weeks Moderate hgagigiéxiiﬁ
Guanfacine a2A agonist 1-2 weeks Moderate ﬂz%,ﬂsdefaation,
Tricyclics DNRI / mixed 1-2 weeks Moderate r%m e(rEgKiGc
Bupropion DNRI 1-2 weeks Moderate-Low | Seizure risk, insomnia
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Clinical Safety Checkpoints

Critical pitfalls and monitoring protocols in medication management.

The Underdosing Trap

Clinicians frequently underdose due to
side-effect fears. Optimization requires
systematic titration and objective outcome
measurement, rather than relying strictly
on subjective patient reports.

Bipolar Destabilization

Treating unrecognized bipolar disorder with
stimulants can precipitate hypomania and
mood destabilization. Careful spectrum
screening is mandatory.

Substance Use Risk

Adult ADHD carries a 25% lifetime SUD risk.
Stimulant prescription mandates explicit
screening for active substance use and

family history of addiction prior to

initiation.

Cardiovascular Monitoring

Requires baseline assessment (BP, HR, EKG for
risk factors). Ongoing clinical monitoring
of vital signs is required every 3-6 months
for patients on active stimulant therapy.
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The Psychosocial Ecosystem

Modular, non-pharmacological interventions mapped by domain.

O Cognitive-Behavioral @ 0

B > Occupational Therapy (0T

%’ Therapy (CBT) . P Py ( )

Focuses on environmental adaptation.

12-20 structured sessions. Targets Employs digital/analog time management
cognitive distortions (perfectionism, systems, habit structures to reduce worklng
shame), builds frustration tolerance, and memory demand, and externalization of
utilizes targeted behavioral activation. cognitive load.

‘(\%;?) Lifestyle & Physiology ) Coaching & Psychoeducationi

' Prescribes 150 min/week moderate-to-vigorous @ @ @ 20-40 sessions. Works to divorce ADHD

aerobic exercise to boost baseline identity from ""personal failure." Utilizes i
' catecholamines. Implementation of CBT-I for accountability mechanisms, body-doubling, and|

| perva51ve sleep dlsturbances (30 -50% 1nc1dence) 1mplementat10n 1ntent10ns (1f -then plannlng)
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The Integrated Treatment Algorithm

A dual-track clinical pathway for ADHD management combining psychosocial and
pharmacological interventions.

- Comprehensive Assessment |

Mild / Moderate Impairment Moderate / Severe Impairment
Psychosocial Intervention First-Line. Dual-Track Initiation.
Implement structured CBT, 0T, and First-line pharmacotherapy (Stimulants)
environmental optimization. | titrated to effect PLUS concurrent structured
¥ E N K| psychosocial intervention.

" If functional impairment persists
evaluate for pharmacotherapy.

Monitor objectively at 4-6 weeks post-
_ optimization, and quarterly thereafter.

-

' The most efficacious approach integrates both modalities. Meta-analyses prove combined pharmacotherapy
it CBT yields superior outcomes across multiple domains compared to either modality alone.

&1 NotebookLM



Future Horizons

Emerging science and the evolution of clinical care.

|l
Objective
Biomarkers

Moving from subjective
scales to objective metrics.
Advancing research on
predictive qEEG (theta/beta
ratios) and fMRI connectivity
mapping to predict
individual treatment
responses with high precision.

Tailored & Digita.
Intersectional Care 1ati

PD1sseminatlion
Expanding research on sex
and gender differences.
Recognizing that women and
gender minorities often
present with internalized,
atypical symptom patterns
that currently evade
standard diagnostic nets.

Scaling evidence-based
care through digital CBT
platforms and systematic

primary-care screening tools.

Improving access to care and

bridging the widespread
treatment gap.
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