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ADDICTION IS A COMPLEX DISEASE MENTAL HEALTH COMPLEXITIES
NOT A MORAL FLAW ARE NOT WEAKNESSES

* 1:3 reports a mental health condition
e 1in 7 college students report suicidal ideations

* 80% of individuals with <90 days of sobriety
relapse

* COVID-19 pandemic increased prevalence of
Social anxiety and depression by 25%

e Fentanyl poisonings and overdose related
deaths are the #1 killer of Americans 18-46
years old

WWW.WIREDFORADDICTION.COM

e Trauma is more than a way to qualify a
negative experience



The American Psychological Association reports:

* 64% of incarcerated individuals in jail report mental health
concerns

® 54% of incarcerated individuals in state prison report mental
health concerns

* 45% of incarcerated individuals in federal prison report mental
health concerns

The National Council on Alcoholism and Drug
Dependence, Inc. reports:

¢ Alcohol plays a role in 40% of all violent crimes

* 80% of offenders abuse drugs or alcohol

* 60% of individuals arrested for most types of crimes test
positive for illegal drugs at arrest

® 18% of all crime is linked to the convicted individual seeking
money for drugs

* 40% of all traffic fatalities are alcohol related

4/5 of children and teen arrestees in state juvenile justice systems

admit having substance abuse and addiction problems.

* Only 69k of 1.9 mil receive treatment
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Stop Relying On Subjective Vocabulary & Interpretation of

Aberrant Behaviors

Establish Addiction as a Biopsychosocial Disease

Addiction: A chronic, relapsing disorder
characterized by compulsive drug seeking and use
despite adverse consequences.

Disease: Any harmful deviation from the normal
structural or functional state of an organism.

Addiction is not a single molecule disease nor is it a
moral flaw. A

Biopsychosocial Disease

Like feelings and behaviors, the psychological Psychological
& social components can be argued &
criticized.

The biological cannot as it very much meets
the definition of a disease through the W WIREDFORADDICTION.COM
inclusion of biomarkers.

Social







Biometrics
VS
Biomarkers

Biometrics are data points such
as heart rate variability, resting
heart rate, respiratory rate,
Sp02, sleep performance, and
skin temperature.

Wearables collect data of
sleep, recovery, and stress.

Reactive by measuring
symptomatic expression.

Biomarkers are molecules that
indicate normal or abnormal
process taking place in your
body.

May indicate a disease state or
developing condition.

Identify, isolate, and measure
the biology creating the
symptomatic expression.

Proactive by measuring
physiology creating
biometrics that wearable
capture.



The Biomarkers in Behavioral Health
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Genetic Single Nucleotide
Polymorphism

* Previously science thought that our genes were static.
We now know what we can modify the expression of
our genes.

* SNP is an error in genetic coding which can lead
to aberrant behaviors: risk taking, impulse
control, anxiety, depression, and addiction.

e Can measure the level of the error: no clinical
abnormality, heterozygous, homozygous.

* Genes linked to defects in methylation,
autophagy, detoxification, inflammation,
neuropsych, and others.




SNPs as Biomarkers in Behavioral Health

SLC6A4

Gene encodes the serotonin transporter, SERT.

Responsible for clearing the serotonin
neurotransmitter from the synaptic space.

SERT is the target of many therapeutic drugs.

Polymorphisms are associated with increased risk of
anxiety, depression, and less effective response to
SSRI medications

GAD1

Enzyme responsible for conversion of glutamic acid (a
stimulant neurotransmitter) to GABA (a calming
neurotransmitter).

Deficiency of GABA from polymorphisms in this
enzyme are associated with sleep disorders, "half
glass empty" syndrome, dysphoria, and spasticity.






Neuroscience Biomarkers

Neurotransmitters Hormones

Brain chemicals responsible for mood regulation, DHEA, sex hormones, cortisol

appetite, focus, sleep, pain, libido, drive... Reference range based on age and gender.
Reference range based on age and gender. Saliva: bioavailable vs pathological

Urine: bioavailable vs pathological Speed: Carrier Pigeon

Speed: Text Message
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Neurotransmitters as Biomarkers in Behavioral Health

High Serotonin Low Serotonin

Associated with symptoms of, increased anxiety, Contribute to mood concerns including anxiety, OCD,
agitation and diarrhea (IBS-like symptomes). depression, anger and a sense of discontentment.
Commercialized as the feel-good chemical and more Associated with poor sleep quality, appetite changes,
is better... chronic fatigue, rheumatoid arthritis, and over-all

lassitude.






49-year-old male

Texas

Justice History

Third DUI

Second came with a
felony at did time

s N
Judge guaranteeing
prison time
. J
( )
Attorney contacts WFA
for mitigation
_ J
( N
Sober 1 year
\_ J

Depressed

White knuckling
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Behavioral
Health Equity

Through
Objectivity

Therapeutic Class

Anti-ADHD Agents

Anticonvulsants

Antidementia Agents

Antidepressants

Antipsychotics

Standard 0 Caution / Info

Precautions
Atomoxetine Amphetamine
Guanfacine Dexmethylphenidate

Dextroamphetamine
Lisdexamfetamine

Methylphenidate
[COMT)
Clobazam
Phenytoin
Donepezil

Amitriptyline (CYP2D4&)
Amoxapine
Clomipramine (CYP2Dé)
Nesipramineg

Daxepin (CYP2D&)
Dulexetine

Imipramine (CYP2C19,
CYP2Dé)

Mirtazapine
Moclobemide
Martriptyline
Protriptyline

Trarodone

Trimipramine
Trimipramine (CYP2C1%9)
Venlafaxine

Vortioxetine

Aripiprazole
Brexpiprazole
Clozapine
Flupenthixol

CJ P PR |

o Change

recommended



Behavioral Health Equity
Through Objectivity

* Monoamine oxidase: associated
with increased aggression, mood
disorders and drug addiction.

* Catechol-O-methyltransferase:
COMT (+/-) sluggish ability to alter
anxiety or depression episodes.

* SLC6A4: polymorphisms are
associated with increased risk of
anxiety and depression and less
effective response to SSRI
medications.

Meuroiransmitters [ Mood

re4 680

COMT
W158M

Taurine, Chalina,
Trimathylglycine (TMG),
Dimathyliglycine (DMG),

Melhionine, SAMe, Inosilal

May Bene
if Anxiaty

reF 9407

GAD1

rs3828275

GaD1

Prescription Amantadine,
Glycine, N-Acatyl-Cysteine
(MAC), Zinc, Magneasium,
Eldarberry, L-Thaanine,
Malalonin

re6323

MAD-A

B2 (Riboflavin), Meathyl Donors
[ Taurine, Cholins,
Trimathylghycine (TMG),

Dimethylglycing (DMG), Inositol,

Methionina

rs 1790836

Mlathyl Donors [ Tauring,
Chaling, Trimathylglycine

(TMIG), Dimethylglycine (DM3G),

Inasitol, Methicning

re6313

HTR2

rs1042173

SLCEA4

5-HTP [Hydroxytryplophan)

May Beansal
Anxialy o



= WIRED Wired For Addiction Panel
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b Sample Collection Date/Time

Id: Date Collected  10/27/2022
Test: Age: DOB: Collection Period 2nd morning void
Client #: Sex: Male Date Received 10/31/2022
Wired For Addiction Date Reported 11/07/2022

Analyte Result Unit per Creatinine L WRI H Reference Interval

|

Serotonin 146 ug/g S e 50-98

|

Dopamine 17 ug/g S = 110-200

Norepinephrine 31.2 ug/g T r— 442

|

Epinephrine 73 ug/g B T 4a-73

. |

Norepinephrine / Epinephrine ratio 43 ry <13

|

Glutamate 10 umol/g —_—1 = 90-400

|

Gamma-aminobutyrate (GABA) 22 umolig _ ry = 18-35

|

Glycine 793 umol/g B ry W 3501500

I N .

Histamine 17 Ha/g A 12-30

I I

Phenethylamine (PEA) 15 nimalig A 26-T0

|

Creatinine 110 mgldL f— - W 35-240

&

Behavioral Health
Equity Through
Objectivity

* Elevated serotonin: increased anxiety,
agitation and diarrhea (IBS-like
symptoms).

* Low range dopamine: anxiety/depression,
difficulty concentrating, decreased libido
and obesity, increased addiction, and
other stimulation seeking activities.

* Upper range epinephrine: stress response
and contributory to anxiety, agitation,
irritability, insomnia and hypertension.

* Low phenethylamine: depression,
attention deficits and hyperactivity,
Parkinson’s disease and bipolar disorder.



Depression Does Not Equal SSRI

Without objective lab work to triage
behavioral wellness complexities such as
addiction, individuals are relegated to M.A.T.
and empirically prescribed pharmaceuticals
for behaviors derived from suboptimal
physiology.

* M.AT. occupies a receptor site without

addressing biochemical pathways.
* Incomplete rehabilitation.

The panel utilized in this case study allowed
for the creation of a treatment-centric
rather than punishment-centric approach to
sentencing, in addition to a hyper-precise
recovery plan based on identified, isolated,
and measured biochemical pathways unique
to the individual.

N 4

Diagnosed ADHD, depressed, and/or anxious depending on
vocabulary of physician(s). Therefore, prescribed Ritalin,
Zoloft, and Xanax, etc. Continue M.A.T. (Antabuse or Vivitrol)
without addressing biochemical pathways and self medicate
through other means (caffeine, nicotine, sugar, gambling,
tobacco, relationships, drugs, etc.)

© 2023 Wired For Addiction



Outcome?

* Overcame judge’s bias
e Atta boy to attorney and keep up the good work to the client

e 8 days in county plus probation
* Wired For Addiction® Biochemical Pathway Support Plan Recommendations

n

* “l finally feel at peace.” “I can think my way through problems.” “l am

proud of myself.”

* Individual, family, and community have noticed a positive change beyond
abstinence.



Mental Health & Criminal Justice

* MH & SUD diagnosed based on vocabulary.
* |ndividual’s vocabulary
e Family’s vocabulary
e Judge’s vocabulary
e Counsel’s vocabulary

Mental health complexities and addiction have
many biochemical factors in addition to lifestyle
choices.

Diagnosing and sentencing based on vocabulary . Sentenced & Prescribed based on empirical
and empirical evidence is an, unnecessary, experience.

inequitable, and dangerous subjective means in * Try a combo of meds & change if mental health

a life-or-death scenario. declin’es or plateaus.
e Judge’s bias.
_ o , * Counseling can upregulate or downregulate
The purpose of incarceration is 2-fold: punish Bhysmlogy' but not enough to fully optimize a

the person and protect the public. How are we iochemical pathway unilaterally.

: . : * Psychotropic medication to neutralize physical
pr.otectmg the.publlc if MH.contrlbuted to the | threat to self and others and to reduce personal
crime, no services are provided, they serve their required to stabilize individual. Often leads to
sentence, and recidivate? ineffective, wasteful, and damaging

repercussions.

© 2023 Wired For Addiction



Provide Objective
Data to Support a
Condition Better
Treated Medically
Rather Than

Penalized Legally

* Pharmacogenomic Testing

* |f your clientis incarcerated, ensure that the medications
they’re being given are compatible with their DNA.

* More documentation to support the need to be properly
medicated while being transferred/transported.

 |f aberrant behavior is being exhibited in jail, make sure
it’s not due to the facility improperly medicating your
client and thereby jeopardizing the mental and physical
health of themselves and those around him/her.

 Wired For Addiction® Custom Panel

* Provide objective testing & interpretation to determine
biological factors driving substance misuse and make the
case for a treatment centric rather than punishment
centric approach to sentencing.

* Proactively recommend inclusion in probation to address
the biological component of client’s substance misuse.

* Address the revolving door of the criminal justice system and
relapse



- tric
Using objectivity to create a tr.eatmingcceen
rather than punishment-centric sente

Treatment
. : .
{Czlrj\?rl?chaigelJ {Centrlc I\/IodeIJ

Provide judges with facts
that make jt easier to
sentence justly

L Create sentences that
Vocabulary & Subjectlwty rehabilitate individuals

Empirically prescribed Combat bias through
Interventions objective biomarkers

w}

Reduce recidivism due to
MH & sup
Bias/tough on crime/war on
drugs
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Jacqueline Hall

JHall@WiredForAddiction.com 202-255-1184
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