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A novel approach in pediatric ADHD (ages 6-17)....

ONCE-DAILY

lbifée®

VIiOXazine

extended-release capsules
100 mg 150 mg 200 mg

The only NCE approved
for the treatment of ADHD
in over a decade!”’
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Rethink ADHD Symptom Control™

2022 APSARD Annual Meeting.

INDICATION CONTRAINDICATIONS
Qelbree is indicated for the treatment of Attention-Deficit/ + Concomitant administration of a monoamine oxidase inhibitor
Hyperactivity Disorder (ADHD) in pediatric patients ages 6 to 17/. (MAQI), or dosing within 14 days after discontinuing an MAQI,
IMPORTANT SAFETY INFORMATION because of an increased risk of hypertensive crisis
« Concomitant administration of sensitive CYPIA2 substrates or
WARNING: SUICIDAL THOUGHTS AND BEHAVIORS CYPI1AZ2 substrates with a narrow therapeutic range

In clinical studies, higher rates of suicidal thoughts and behaviors WARNING & PRECAUTION
were reported in pediatric patients with ADHD treated with « Suicidal Thoughts and Behaviors: Closely monitor all Qelbree-treated
Qelbree than in patients treated with placebo. Closely monitor patients for clinical worsening and emergence of suicidal thoughts

all Qelbree-treated patients for clinical worsening and for and behaviors, especially during the initial few months of drug
emergence of suicidal thoughts and behaviors. therapy, and at times of dosage changes

Abbreviations: ADHD, attention-deficit/hyperactivity disorder; APSARD, American
Professional Society of ADHD and Related Disorders; NCE, new chemical entity.

REFERENCES: 1. Qelbree [package insert]. Rockville, MD: Supernus Pharmaceuticals, Inc. 2. Vyvanse [package insert]. Lexington, MA: Shire US. 3. American Psychiatric Association.
Diagnostic and Statistical Manual of Mental Disorders, 5th ed. Washington, DC: American Psychiatric Publishing; 2013.

Please see the brief summary of full Prescribing Information, including Boxed Warning, on adjacent pages, or visit QelbreeHCP.com.

@Supernl_]_s@ Qelbree and Rethink ADHD Symptom Control are trademarks of Supernus Pharmaceuticals, Inc. ©2021 Supernus Pharmaceuticals, Inc.
Pharmaceuticals All rights reserved. QBE.2021-0237



Qelbig&®

viloxazine

extended-release capsules
100 mg 150 mg 200 mg

Qelbree™ (viloxazine extended-release capsules), for oral use
BRIEF SUMMARY OF FULL PRESCRIBING INFORMATION
For full prescriking information see package insert.

WARNING: SUICIDAL THOUGHTS AND BEHAVIORS

In clinical studies, higher rates of suicidal thoughts and behavior
were reported in pediatric patients with ADHD treated with Qelbree
than in patients treated with placebo. Closely monitor all Qelbree-
treated patients for clinical worsening, and for emergence of suicidal
thoughts and behaviors.

CONTRAINDICATIONS

Gelbree is contraindicated in patients receiving concomitant treatment with
monoamine oxidase inhikitors (MACI), or within 14 days following discontinuing
an MAQOI, because of an increased risk of hypertensive crisis.

Qelbree should not be taken when receiving concomitant administration of
sensitive CYP1AZ substrates or CYP1AZ substrates with a narrow therapeutic
range.

WARNINGS AND PRECAUTIONS
Suicidal Thoughts and Behaviors {See Above)

Among 1018 patients exposed to Qelbree 100 mg to 400 mg in short-term trialg,
a total of nine patients (0.9%] reported suicidal ideation (N=6), behavior (N=1) or
both (N=2). Eight patients reported suicidal ideation or behavior on the Columbia
Suicide Severity Rating Scale (C-S5RS), a validated scale that assesses suicide
risk. An additional patient treated with Qellres reported suicidal behavior during
the clinical trials, but did not report it on the C-55RS. Among 463 patients treated
with placebo in these studies, two patients (0.4%) reported suicidal ideation

on the C-SSRS. No patients treated with placebo reported suicidal behavior.

No completed suicides cccurred in these trials.

Patients treated with Qelbree had higher rates of insomnia and irritakility. Although
a causal link between the emergence of such symptoms and the emergence of
suicidal impulses has not been established, there is a concem that these and
cther symptoms such as depressed mood, anxigty, agitation, akathisia, mania,
hypomania, panic attacks, impulsive behavior, and aggression may represent
precursors to emerging suicidal ideation or behavior. Thus, patients being treated
with Qelbree should be observed for the emergence of such symptoms.

Consider changing the therapeutic regimen, including possibly discontinuing
Celbree, in patients who are experiencing emergent suicidal thoughts and
behaviors or symptoms that might be precursors to emerging suicidal ideation
or behavior, especially if these symptoms are severe or abrugt in onset, or
were not part of the patient’s presenting symptoms. Advise family members

or caregivers of pafients to monitor for the emergence of suicidal ideation or
behavior, and to report such symptoms immediately to the healthcare provider.

Effects on Blood Pressure and Heart Rate
Qelbree can cause an increase in heart rate and diastolic blood pressure.

In a clinical study in patients © to 11 years of age, 34/164 (22%) of patients treated
with Qelbree 100 mg daily had a =20 beat per minute (bpm) increase in heart
rate at any ime paint in the clinical trial, compared to 161562 (9% of patients who
received placebo. This finding was observed in 84/268 (31%) who received the
200 mg dose, compared to 38/262 (16%) of patients in the placebo group, and

N 28100 (28%) of patients who received the 400 mg dose, compared to 24/103
(23%) of patients who received placeba,

N a clinical study in patients 12 to 17 years of age, 22/99 [22%] of patients treated
with Qelloree 200 mg daily had & =20 bpm increase in heart rate at any time point
in the clinical trial, compared to 156/104 (14%) of patients who received placebo.
This fincing was cbserved in 62206 (34%) who received the 400 mg dose,
compared to 35/201 (17%) of patients in the placebo group.

In patients ages 12 to 17 years, 52/206 (26%) of patients treated with Qelbree
400 mg dally had a = 156 mmHg increase in diastolic blood pressure at any time
in the clinical trial, compared to 26/201 (13%) of patients in the placebo groug.

Assess heart rate and blood pressure prior to initiating treatment with Qelbree,
following increases in dosage, and perodically while on therapy.

Activation of Mania or Hypomania

Noradrenergic drugs, such as Qelbree, may induce a manic or mixed episode

In patients with bipclar disorder. Frior to intiating treatment with Gelbree, screen
patients to determing if they are at risk for bipolar disorder; such screening should
include a detailed psychiatric history, including a personal or family history of
suicide, bipolar disorder, and depression.

Somnolence and Fatigue

Qelbree can cause somnolence and fatigue. In the short-term, placebo-controlled
clirical trials in pediatric patients with ADHD, somnolence (including lethargy and
sedlation] was reported in 16% of Gelbree-treated patients compared to 4% of

placebo-treated patients. Fatigue was reported in 6% of Gelbree-reated
patients compared to 2% of placebo-treated patients.

Patients should not perform activities requiring mental alertness, such as
operating a motor vehicle or operating hazardous machinery until they know
how they will be affected by Qelbres.

ADVERSE REACTIONS

Clinical Trials Experience

The safety of Qelbree has been evaluated in 1118 patients (6 to 17 years of
age) with ADHD exposed to one o more doses in short-term (6 to 8 week),
randomized, double-blind, placebo-controlled trials.

A tctal of 687 pediatric patients were freated for at least € months, and 347
pediatric patients for at least 12 months with Qelbree.

The data described below reflect exposure to Gelbree In 826 patients who
participated in randomized, double-blind, placebo-controlled trials with doses
ranging from 100 mg to 400 mg. The population (N=826) was 65% male,
35% female, 54% White, 419% Black, 4% mulfiracial, and 1% cther races.

Aadverse Reactions Leading to Discontinuation of Gelbree Treatment:
Approximately 3% of the 826 patients receiving Qelbree in clinical studies
discontinued treatment due 1o an adverse reaction. The adverse reactions most
commonly associated with discontinuation of Gelloree were somnolence, nausea,
headache, imtability, tachycardia, fatigue, and decreased appetite.

Most Common Adverse Keactions (occuring at =59 and at least iwice the
placebo rate for any dose): somnolence, decreased appetite, fatigue, nausea,
vomiting, insomnia, and irrtakility.

Listed here are adverse reactions that occurred in at least 2% of patients
treated with Qeloree and more freguently in the Qelbree-treated patients than
Inthe placebo-treated patients. Data represents pooled data from pediatric
patients ages 6 to 17 years who were enrolled in randomized, placebo-
controlled trials of Gelbree.

Adverse Reactions Reported in 22% of Pediatric Patients

(Ages 6 to 17 Years) Treated with Qelbree and at a Greater Rate than
Placebo-Treated Patients in Placebo-Controlled ADHD Studies Placebo
(N=463); All Qeloree (N=526). Nervous system disorders: Somnolence™;
Headache™ Metabolic and nutritional disorders: Decreased appetite.
Infections and infestations: Upper respiratory tract infection”™ Body as a
Whole - General disorders: Fatigug; Pyrexia. Gastrointestinal system
disorders: Abdominal Pain®; Nausea; Vomiting. Psychiatric disorders:
Insomnia™; lrritakility.

*The following terms were combined: Somnolence: somnaolence, lethargy,
sedation; Headache: headache, migraine, migraine with aura, tension headache;
Upper respiratory tract infection: nasopharyngitis, pharyngitis, sinusitis,
Upper respiratory tract infection, viral sinusitis, viral upper respiratory tract
infection; Abdominal pain: abdominal discomfort, abdominal pain, abdomingl
pain lower, abdominal pain upper; Insomnia: initial insomnia, insomnia, middle
insomnia, poor guality sleep, sleep disorder, terminal insomnia.

Effects on Weight: In short—term, controlled studies (6 to 8 weeks), Gelbree-
treated patients & 1© 11 years of age gained an average of 0.2 Kg, compared to
a gain of 1 kg in same-aged patients who received placebo. Gelbree-treated
patients 1210 17 years of age lost an average of 0.2 kg, compared to a weight
gain of 1.5 kg in same-aged patients who received placebo. In a long-term
open-label extension safety trial, 1097 patients received at least 1 dose of
(elbree. Among the 338 patients evaluated at 12 months, the mean change from
baseling in weight-for-age z-score was -0.2 (standard devation of 0.5). In the
albisence of a contral grou, 1t is unclear whether the weight change cbserved in
the long-term open-label extension was attributable to the effect of Qelbree.

DRUG INTERACTIONS
Drugs Having Clinically Important Interactions with Qelbree

Monoamine Oxidase Inhibitors (MAQI)
» Clinical Impact: Concomitant use of Qelbree with an MAOI may lead to a
potentially life-threatening hypertensive crisis.

® rtervention: Concomitant use of Qelbree with an MAD| or within 2 weeks after
discontinuing an MAOI is contraindicated.

» Examples: Selegiling, isocarboxazid, phenelzing, tranylcypromineg, safinamide,
rasagiling

Sensitive CYP1A2 Substrates or CYP1A2 Substrates with a Narrow

Therapeutic Range

Clinical Impact: Viloxazine is a strong CYP1AZ inhibitor. Concomitant use of
viloxazine significantly increases the total exposure, but nct peak exposure, of
sensitive CYP1AZ sUbstrates, which may increase the risk of adverse reactions
associated with these CYP1AZ substrates.

e [ntervention: Coadministration with viloxazine is contraindicated.

» Examples: Alosetron, dulcxeting, ramelteon, tasimelteon, tizaniding, theophylling

Moderate Sensilive CYP1A2 Substrale

» Clinical Impact: Viloxazine is a strong CYP1AZ inhibitor. Concomitant use of
viloxazine significantly increases the total, but not peak, exposure of sensitive
CYP1AZ, which may increase the risk of adverse reactions associated with
these CYP1AZ substrates.

o [ntervention: Not recommended for coadministration with viloxazine. Dose
reduction may e warranted if coadministered.



Drugs Having Clinically Important Interactions with Qelbree [continued)
Moderate Sensitive CYP1A2 Substrate (continued)
» Examples: Clozapine, pirfenidone

CYP2D6 Substrates

e Clinical Impact: Viloxazing is & weak inhikitor of CYP2D6, and increases the
exposure of CYPZD6 substrates when coadministered.

® |ntervention: Monitor patients for adverse reactions and adjust dosages of
CYPZD6 substrates, as clinicaly indicated.

® Examples: Atomcxeting, desipraming, dextromethorphan, nortriptyling,
metoprolal, nebivolol, perphenazing, tolteroding, venlafaxing, and risperidone

CYP3A4 Subsirales

» Clinical Impact: Viloxazine is a weak inhibitor of GYP3A4 which increases the
exposure of GYP3A4 substrates when coadministered.

® [mtervention: Monitor patients for adverse reactions and adjust dosages of
CYP3A4 substrates, as clinically indicated.

» Examples: Alfertanil, avanafil, buspirone, conivaptan, darifenacin, darunaw,
ehastine, everclimus, ibrutinib, lomitapide, lovastating midazolam, naloxegol,
niscldiping, saguinawvir, simvastatin, sirolimus, tacrolimus, tipranawvr, triazolam,
varcenafil, and lurasidone

USE IN SPECIFIC POPULATIONS

Pregnancy
Pregnancy Exposure Registry

Report pregnancies to the National Pregnancy Registry
far Psychiatric Medications at 1-8Bb-261-2358, and at the website
wwwwomensmentahealth.org/oreg.

Risk Summary

Based on findings from animal reproduction studies, viloxazine may cause
matemal harm when used during pregnancy. Discontinue Gelbres when
pregnancy is recognized unless the benefits of therapy outweigh the potential
risk to the maother. Available data from case series with viloxazing Use in
pregnant women are insufficient to determinge a drug-associated risk of major
irth defects, miscarriage or acverse maternal outcomes.

In animal reproduction studies, oral administration of viloxazine to pregnant rats
and rabbits during the period of organogenesis did not cause significant maternal
toxicity bbut caused fetal toxicities and delayed fetal development inthe rat at
doses up to 2 times the maximum recommended human dose (MRHD) of

A00 mg, based on mg/me. In the rabbit, viloxazine caused maternal toxicity
without significant fetal toxicity at doses = 7 times the MRHD based on mg/

m?. The no observed adverse effect levels (NCAELs) for fetal toxicity are
approximately egual to and 11 times the MRHD, based on mg/m? in the rat and
rabbit, respectively. Oral administration of viloxazine to pregnart rats and mice
during pregnancy and lactation caused maternal toxicities and deaths at doses
approximately 2 and 1 time the MBRHD, based on mg/m?, respectively (see Data).
At these maternally taxic doses, viloxazine caused offspring toxicities. The NOAEL
far maternal and developmental toxicity is appraximataly egual to or less than

the MRHD, based on mg/nf, in the rat and mouse, respectively (see Dala).

Data
Animal Diata

Viloxazine was administered orally to pregnant rats during the period of
organogenesis at doses of 13, 33, and 82 mg/kg/day, which are less than, equal
fo, and 2 times the MRHD of 400 mg, based on mg/m?, respectively. Viloxazing
clid not cause maternal toxicity at doses up to 82 mg/kg/day. Viloxazing at

52 mg/kg/day increased early and late resorption, delayed fetal development,
and possibly caused low incidences of fetal malformations or anomalies
[craniorachischisis, missing cervical vertebrae, and morphological changes
associated with hydranencephaly). The NOAEL for fetal toxicity and malformation
s 33 mg/kg/day, which is approximately egual to the MBHD, based on mg/.

Viloxazine was administered orally to pregnant rabbits during the period of
organogenesis at doses of 43, 87, and 130 mg/kg/day, which are approximately
4,7, and 11 times the MRHD of 400 mg, based on mg/m?, respectively. Viloxazing
decreased maternal body weight, weight gain, or food consumiption at doses

> 87 mg/kg/day but did not cause fetal toxicity at doses up to 130 mg/kg/day.
The NOAELs for maternal and fetal toxicity is 43 and 130 mg/kg/day, respectively,
whichis approximately 4 and 11 times the MBHD, based on mg/m?, respectively.

Viloxazine was administered orally to pregnant rats during gestation and lactation
at doses of 43, 27, and 217 mg/kg/day, which are approximately 1, 2, and & imes
the MRHD of 400 myg, based on mg/m#, respectively. Viloxazine caused materng
foxicity of decreased body weight, weight gain, and food consumption at doses
> 87 my/kg/day and maternal deaths near term at 217 mg/kg/day. At these
maternally toxic doses, viloxazine caused lower live birth, decreased viakility,
and delayed growth and sexual maturation without affecting learning and
memory in the offspring. The NOAEL for maternal and developmental toxicity

s 43 mg/kg/day, which is approximately equal to the MBHD, based on mg/m?.

Viloxazine was administered orally to pregnant mice during gestation and
lactation at doses of 13, 33, and 82 mg/kg/day, which are approximately
less than or equal to the MRHD of 400 myg, based on mg/m?, respectively.
Viloxazine treatment at 82 mg/kg/day during the gestation period caused
maternal deaths and decreased body weight in the offspring. The NOAEL
for both maternal and developmental toxicity is 38 mg/kg/day, which is less
than the MRHD, based on mg/mé.

Lactation
Risk Summary

There are no data on the presence of vicxazing in human milk, the effects on the

breastfed infant, or the effects on milk production. Viloxazine is likely present in rat
milk. When a drug is present in animal milk, itis likely that the drug will be present
N human milk.

The developmental and health benefits of breastfeeding should be considered
along with the maother’s dinical need for Qelbree and any potential adverse effects
on the breastfed child from Qelbree or from the underlying maternal condition,

Pediatric Use

The safety and effectiveness of Qelbree in pediatric patients ages 6 to 17 years of
age with ADHD have been established based on randomized, placetbo-controlled
studies in pediatric patients.

The safety and effectiveness of Qelbree have not been established in pediatric
patients younger than © years old.

Patients treated with Qelbree should be monitored for suicidal thoughts and
ehavior, and for changes in weight.

Juvenile Animal Toxicity Data

Vilcxazine was administered orally to juvenile rats from postnatal day (PND)

23 through PND 72 at doses of 43, 130, and 217 mg/kg/day, which are
approximately 1, 2, and 3times the MRHD of 400 mg, based on mg/im@in
children, respectively. Viloxazine decreased body weight, weight gain, and food
consumption in both sexes at 217 mg/kg/day. Sexua maturation, reproductive
capacity, and learming and memory were not affected. The NCAEL for juvenile
toxicity is 130 mg/ka/day, which is approximately 2 times the MRHD, based on
mg/m? in chilcren.

Geriatric Use

Clinical trials of Qeloree in the treatment of ADHD did not include sufficient
numbers of patients aged 6b and older to determine whether or not they respond
differently from younger patients.

Renal Impairment
Dosage reduction is recommended in patients with severe
[eGFR of < 30 mL/min/1.73m? [MORD]) renal impairmert.

No dosage adjustment of Qelbree s recommended in patients with mild to
moderate (eGFR of 3010 89 mL/min/.73m? [MDRD]) renal impairment.

The exposure of viloxazineg increases in patients with renal impairment.

Hepatic Impairment
The effect of hepaticimpairment on the pharmacokinetics of viloxazing is
unknown. Qelbree is not recommended in patients with hepatic impairment.

OVERDOSAGE
Human Experience

The pre-market clinical trials with Gelbree do not provide information regarding
symistoms of overdose.

Literature reports from post marketing expenence with immediate-release
viloxazing includle cases of overdosage from 1000 mg to 6800 mg (2.6 10 16.25
imes the maximum recommended daily dose]. The most reported symptom was
drowsiness. Impaired consciousness, diminished reflexes, and increased heart
rate have also been reported.

Treatment and Management

There is no specific antidote for Qelbree overdose. Administer symptomatic and
sUpportive treatment as appropriate. In case of overdose, consult a Certified
Poison CGontrol Center (1-800-222-1222 or www.poison.org).

NON-CLINICAL TOXICOLOGY
Carcinogenesis, Mutagenesis, and Impairment of Fertility
Carcinogenesis

Viloxazine did not increase the incidence of tumaors in rats treated for 2 years
at oral doses of 22, 43, and 87 mg/kg/day. The high dose of 87 mg/kg/day is
approximately equal to the MRHD of 400 mg, based on mg/m# in children.

Vilcxazine did nct increase the incidence of tumaors in Tg.rasHZ mice treated for
26 weeks at oral doses of 4.3, 13, and 43 mg/kg/day.

Mutagenesis

Vilcxazing was not genotoxic in & battery of genctoxicity tests. |t was not
mutagenic in the in vilro bacterial reverse mutation (Ames) assay or clastogenic
in the in vitro mammalian chromosomal aberration assay or in the in wivo rat bong
Mmarrow micronucleus assay.

Impairment of Fertility

Vioxazine was orally administered to male and female rats prior to and throughout
mating and continued until completion of the second littering at doses of 15, 33,
and 22 mg/kg/day, which are less than, equal to, and 2 times the MBHD of 400 mg,
based on mg/me, respectively. Viloxazine did not affect male or female fertility
parameters in the rat. The NOAEL for male and female fertility is 82 mg/kg/day,
which is approximately 2 imes the MRHD, based on mg/mé.

Animal Toxicology and/or Pharmacology

N animal studies, vilcxazine treatment caused dose-dependent convulsions

at oral doses of = 130, = 173, and = 32 mg/kg/day in the rat, mouse, and dog,
respectively, which are approximately equal to or slightly higher than the MRHD
of 400 mg, based on mg/m? in children.

RA-812-B5-HCP-\1 Revised: 04/2021
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APSARD would not be successful without the hard work of our board members. We
are grateful for their time, dedication and passion for better the field of ADHD and
related disorders.

To our departing board members, thank you for your commitment to APSARD, we
look forward to growing your legacy.
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Networking has never been so easy! Introducing the newest APSARD Member
Benefit, Special Interest Groups (SIGs). Join the conversations today with like-
minded APSARD professionals.

Not a member? Join APSARD Today!

APSARD is thrilled to introduce Special Interest Groups (SIGs) as a new member
benefit! Special Interest Groups help establish better relationships, enable
networking, and information exchange. Through the leadership of our dedicated SIG
Co-Chairs, members with shared interests will have the opportunity to meet and
discuss ideas, trends, issues, and thoughts. We hope that all of our members will find
at least one of our inaugural SIGs to participate in!

You can learn more about each SIG Group on our website HERE. Our inaugural SIGs
are:

* College Students & ADHD

* ADHD & Substance Use Disorders
* Pediatrics-Psychiatry Interface

* Women & Girls with ADHD

* Technology & ADHD

For additional information please email the Executive Office at info@apsard.org


https://apsard.org/portal/join/
https://apsard.org/sig-info-page/

2022 SPONSORS & EXHIBITORS

We are grateful for the generous support of our sponsors and exhibitors!
Their support has made a quick transition to a virtual conference possible.

@S5upernus’ Corium

Pharmaceuticals

¢ IRONSHORE

’ PHARMACEUTICALS
[
TIEFENBACHER 6;!\ I rls
‘ P HARMMA

®’ PHARMACEUTICALS &

INC

KemPharm
SYNCTHINK
the
TOVA

company

Visit the exhibitors in the
virtual conference hall by

clicking the "Exhibit Hall"
icon on the left hand

navigation bar



https://apsard.societyconference.com/v2/

Discover a novel approach to
pediatric ADHD symptom coverage

Join us for a discussion on this novel, once-daily prodrug that
helps provide ADHD symptom coverage throughout the day

Inhovation in ADHD Symptom Coverage
Saturday, January 15,2022 |  2:45 pm-3:45 pm EST

Andrew ]. Cutler, MD Theresa Cerulli, MD

Chief Medical! Officer Clinical Instructor

Neuroscience Education Institute Beth Israel Deaconess Medical Center
Clinical Associate Professor Medical Director

of Psychiatry Cerulli and Associates

SUNY Upstate Medical University Boston, Massachusetts

Syracuse, New York

Visit the Corium booth to learn more

ADHD, attention deficit hyperactivity disorder.

Corium

© 2021 Corium Inc. All Rights Reserved,

COM-AZS5-001439 12/21




2022 TRIS
RESEARCH
AWARD WINNERS

You can view the Tris Research Award winners' posters in the e-poster

gallery. Be sure and leave notes of congratulations in the discussion forum.

Comparative Analysis of the Efficacy of Two Kappa Opioid Receptor
Antagonists in a Preclinical Model of Autism Spectrum Disorder
Deidre McCarthy
ADHD-Related Sex Difference in Delay Discounting and Cognitive
Control in Childhood Predict Adolescent Substance Use and Self-Harm
Keri Rosch
Risk-Taking and Depression-Like Behaviors Following Repetitive Mold
Traumatic Brain Injury in an ADHD Model
Pradeep Bhide

2 TrisS APSARD =

The American Professional Society
of ADHD and Related Disorders
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Earn 1.5 CME/CE credits! Open to all registrants of the 2022 APSARD
Annual Conference. Join us as our expert faculty members provide a
cutting-edge update on the latest developments in the pharmacologic
treatment of ADHD informed by advances in understanding of the
neurobiology underlying the disorder and its dimensional components.

12:00 PM - 12:05 PM Welcome Remarks
— Greg Mattingly, MD, Chair (Washington University)
12:05 PM -12:25 PM Adult ADHD: Are We Missing It in Practice?
— Maggie Sibley, PHD (University of Washington)
12:25 PM - 12:45 PM Mechanism of Action of Treatments for Adult ADHD
— Vladimir Maletic, MD (University of South Carolina)
12:45 PM - 1:.05 PM Innovations in Management of Adult ADHD
— Greg Mattingly, MD (Washington University)
1:05 PM -1:25 PM Question and Answer Session
1:25 PM - 1:.30 PM Closing Remarks

— Greg Mattingly, MD, Chair (Washington University)

For more information on this session,
please visit: AP Sa rd.societyconference.com @

powered by C€a

Provided by Clinical Care Options

This symposium is supported by an independent educational grant from Supernus Pharmaceuticals




Join our special guest speaker at APSARD 2022 for a discussion on

All-Day ADHD Management Without
the Need for an Immediate-Release
Component or Augmentation
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methylphenidate HCl (U

extended-release capsules
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INDICATION

JORNAY PM is a central nervous system (CNS) stimulant indicated for the treatment of
Attention Deficit Hyperactivity Disorder (ADHD) in patients 6 years and older.

IMPORTANT SAFETY INFORMATION

WARNING: ABUSE AND DEPENDENCE
CNS stimulants, including JORNAY PM, other methylphenidate-containing

products, and amphetamines, have a high potential for abuse and dependence.

Assess the risk of abuse prior to prescribing and monitor for signs of abuse and
dependence while on therapy.

Please click here for Full Prescribing Information, including Boxed Warning.
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