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NWPF :
MEET THE
+ EXPERT

A 1love metaphors and analogies
A 1 began studying the brain at age 14
A 1 can sing the alphabet backwards

Al didndt start drin
medical schoot not even in the
military!

A 1 use Legos with my son as an excuse
to do my nerdy hobby

A My fastest mini crossword score is
26 seconds




DOPAMINE

A Prereward dopamine spike with conditioned cue
A Dopamine decrease below baseline
A Craving-> Motivation

A Curiosity drives midbrain activity = dopaminergic neurons
and hippocampus

A It should makeSENSE

NEW YO RK TIMES BESTSELLER

Finding
Balance in -
the Age of :
Indulgence

nation

ANNA LEMBKE, MD




WHAT IS A NATUROPATHIC
MEDICAL DOCTOR?

A Naturopathic Doctors, in the state of

Washington/Idaho: Naturopathic Therapeutic Order

A Common Sense Approach to Healthcare

A Licensed primary care providers (DO, ARNP, MD, L

A set of guidelines that define naturopathic medicine principles. The goal of treatment is to use the least force possible in

addressing the underlying causes of disease, encouraging positive health habits, and helping resolve symptoms.
A Able to diagnose, treat, manage parkinsonism

Establish the Foundation for Optimal Health

Stimulate the Self-Healing Mechanisms

A Order and interpret laboratory tests and imaging SpportiRestre weslenedisens IR i S

Address Physical Alignment Restore proper structural integrity

A Prescrlbe pharmaceut|ca| drugs used |n the Natural Symptom Control Use of natural substances to palliate
. . Synthetic Symptom Relief to palll
management of parkinsonism —

High Force Interventions

Zeff, J.L., Snider, P., & Myers, S., DeGrandpre, Z.(2013). A Hierarchy of Healing: The Therapeutic Order.

id id diet, lifestyle, health
A Provide guldance on aiet, litestyle, neaitn care
- A Unifying Theory of Naturopathic Medicine. In J.E. Pizzorno & M. Murray Textbook of Natural Medicine. Churchill Livingston ,Missouri
p rO l l I O tl O n etC https://www.researchgate.net/publication/273634914_A_Hierarchy. of Healing_The_Therapeutic_Order_A_Unifying Theory_of Naturopathic_Medicine
y .




INTEGRATIVE CARE:
WHAT YOU NEED TO KNOW

wmn wnum'ﬁ'u SAY=—"

| | -"
AMany fields consider thems

MANY options

A Naturopathic Medicine
A Functional Medicine W\
A Chiropractic Medicine .-

A Acupuncture

A Chinese Medicine

A Ayurvedic Medicine ; vﬂu no “EHE...

A Botanical Medicine
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GOALS FOR TODAY

You leave this talk realizing
there are many more
therapeutic options availabl
to you than you realized or
have been told

PD is only a portion of your
overall health picture

You learn more about your

body, health, and disease

create a strategy to addres
the whole of you

Your emotional health and
nervous system play an
essential role in your healt
picture

There are providers that wil
work with your established
team to enhance your overe
healtht with expertise on
your condition(s)

Your quality of life is
considered in your health
management
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NSONUS
most significant growth in terms of deaths, prevalence, and

A Among all neurological disorders, PD is experiencing the
disabilitycompromised life

PARKI
DISEASE



PARKI NSONUGS
DISEASE

A Symptoms of PD are characterized by a deficit of dopamine.
This occurs when the buildp of Q-syn aggregates in
dopaminergic neurons causes neurodegeneration and, thus,
the loss of dopamine production.



PARKI NSONUGS
DISEASE

A Loss of dopamine cells is NOT the only degenerative process driving
PD

A Non-dopaminergic neurotransmitter pathologies in PD include:
A Serotonergic
A Glutamatergic
A Noradrenergic
A Cholinergic

A Found in:

A Cortical, brainstem, and basal ganglia regions




PARKI NSO
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PARKI NSONI GS BREES BRA S E
MODIFIABLE RISK FACTORS

Wsieleree Mitochondrial
proteins and Oxidative stress Energy deficienc

: dysfunction
accumulation

Propagation ofy- el E el E e Corticostriatal

synuclein pathway athogenesis
y malfunction P d
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PARKI NSONUGS
DISEASE

CND&

Life Sciences’

Decline in QoL often due to nofmotor symptoms
Introducing the Syn-One Test™

RESOLVING A
It can take 1520 years or longer for PD symptoms to DlAGNUSTlc D".E""A

develop further (variable, individual)

Reliable pathological evidence \
of a synucleinopathy—all

through a simple skin biopsy.

Qj Early identification of noimotor symptoms can aid in
di agnosing PD and enhance p:

CND biopsy




DISTINCT
SYMPTOMS

OF PD

Early symptoms

» Mild tremors

» Posture difficulty

» Feel tired, irritable
& depressed

» Facial expression
abnormality

» Lack of limb
movement

» Soft speech

Primary motor

symptoms

» Tremor

» Rigidity

» Bradykinesia

» Postural instability

» Akinesia & motor
symptoms
asymmetry

/N

Secondary motor

symptoms

» Muscle cramps

» Dystonia

» Difficult chewing,
swallowing

» Sexual dysfunction

Primary non motor
symptoms

» Pain
» Dementia, slowed
thinking, confusion
Sleep problems
Fatigue
Depression

Loss of energy
Fear of anxiety

VVVVY

Secondary non
motor symptoms

» Emotional changes
» Hypotension

» Urinary problems
» Constipation

» Sweating




‘ Hypo/Anosmia (sense of smell)

r’ Constipation

PRODROMAL
SYMPTOMS

|=- REM Sleep Behavior Disorder




PRODROMAL
SYMPTOMS

‘ Hypo/Anosmia (sense of smell)

A Loss of sense of smell is strongly linked to the early development of PD
A Olfactory system is one of the first brain regions affected
A Early -syn deposition in olfactory structures
A 5-15 years prior to diagnosis
A Environmental exposure pathway
A Local inflammation, oxidative stress, misfolding
A Spread to connected brain regions
A Limbic regions, Brainstem nuclei, SN and BG
A Bredesen research:
A Poor smell ID scores predict higher future risk of MCI and
dementia, risk elevation may besX higher
A Often precedes:
A Constipation
A RBD
A Autonomic symptoms
A Later motor changes



r’ Constipation

A Ansomiaand constipation:
A Lack of digestive enzyme production, slow digestive process,
enhanced digestive inflammation -syn production
A Early involvement of ENS and autonomic circuits shifts motility
PR O DR O MAL A Constipation, bloating, slowed gastric motility
A Alters microbiome metabolites, nutrient absorption, mucosal immunity
S YMPT O W S A Increase in inflammation
A Increase in autonomic dysfunction
A Variable medication absorption
A Fluctuating plasma drug levels
A Impaired detoxification
A Reabsorption of toxins
A Estrogen metabolites, environmental toxins, bacterial
endotoxins (LPS), medication metabolites
A Increases liver burden
ACreates or exacerbates intest.i




PRODROMAL
SYMPTOMS

|=- REM Sleep Behavior Disorder

A Sleep disorders are closely connected to PD because the brain regions
that regulate sleep are affected very early in the disease process
A -synuclein first affects brainstem slemggulation centers that
normally paralyze the body during dreaming
A When these neurons degenerate, the body moves during REM
sleepi acting out dreams
A One of the strongest known prodromal predictors of PD and related
synuclein disorders



PRODROMAL SYMPTOMS: HUBS

Integrates smell, threat
detection, mood regulation

Limbic
system

Dopamine
serotonin
NE balance

Links gut motility, HRV, BP regulation,
sweating, bladder function

Early PD is not just dopamine

Gl motility (serotonin +
autonomic tone)

Sleep architecture
Anxiety



ENVIRONMENTAL
TOXINS AND PD




ENVIRONMENT
AND PD

ADr. Ray Dorsey calls PD spredominantly
A 3 explanations for the rise in cases
A Improved diagnostic skills
A Aging
A Genetics

A While possibly true, they would only explain the relative rise of PD if
they weremoretrue of PD than other neurological disorders

A Advances in neuroimaging have greatly enhanced ability to diagnose
individuals with other conditions (MS, stroke) and often at earlier
stages of disease

A Neither have risen as rapidly as PD
A Environmental toxins: TCE, pesticides, air pollution
A Ubiquitous in that they affect mitochondrial functions

A Access humans via various routes

e —.

A PRESCRIPTION
for ACTION

ENDING

PARKINSON'S

DISEASE

Ray Dorsey, Mp + Todd Sherer, php
Michael S. Okun, mp

Bastiaan R. Bloem, MD, PhD

——



ENVIRONMENT
AND PD

A PD Brain:

A Highly energydependent organ
A 3% of human body mass
A 20% of oxygen metabolism
A Neurons consume 785% of energy produced

A Dopaminergic in SN are most demanding
A Axons = 1 million synapses
A Total length > 4 meters

A SharedVioA

A Mitochondrial dysfunction is central to pathophysiology for
many genetic causes




Estimated Agricultural Use for Paraquat , 1992
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ENVIRONMENT
AND PD

A Paraquat dichloride

A Most widely used commercial herbicide in USA
A Kills green plant tissue on contact through inhibiting
photosynthesis, inducing necrosis
A Ambient exposure assessed at residence and workplace
associated with PD

A Several different exposure measures

A Crosses blooebrain barrier

A Cause and exacerbatesynuclein pathology




{4 PD incidence

cases per 100,000 ‘
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ENVIRONMENT
AND PD

A Trichloroethylene (TCE)

A TCE is a simple, siatom molecule that can decaffeinate
coffee, degrease metal parts, and dry clean clothes

A First linked to PD in 1969

A Not confined to direct exposure
A Outdoor air, groundwater, indoor air
A Evaporates from soil and groundwater

A Often undetected




ENVIRONMENT
AND PD

TCE
A Missile technicians A Systems technicians A Distillery workers

A Nautical equipment A Taxidermists A Dry cleaners
workers A Textile manufacturers A Electronic component

A Oil processors A Textile and fabric manufacturers

A Painters cleaners A Embalmers

A Pesticide manufacturefs TobaccodenicotinizersA Food manufacturers

A Pharmaceutical A Waste treatment A Insecticide
manufacturing factory = workers manufacturers
workers A Weapons specialists A Jet engine mechanics

A Printers A Varnish workers A Leather manufacturers

A Radar technicians A Aircraft maintenance A Machinery installation

A Refrigerant workers &assembly workers
manufacturers A Automotive factory A Mechanics

A Resin workers workers A Metal treatment

A Rubber cementers A Communications workers

A Sewerage workers equipment repairers

A Silk screeners A Computer specialists

A Shoe makers A Corrosive control

technicians



{4 PD incidence
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ENVIRONMENT
AND PD

A Air pollution
A Concerns date back to Hippocrates in 400 BCE

ARoman philosopher Seneca |in
i n [ his] brainT

A When Dr. James Parkinson wroten Essay on the Shaking Ral$g17,
the people he described would have long been exposed to the toxic effects
of the infamous London fofporsey}

A Relationship is uncertain particulate contents

A Bypass protective mechanisms

A Heavy metals from cars (lead from gasoline, iron from brakes,
platinum from catalytic converters)

A Industry (arsenic, manganese, mercury)

A Hyposmia/anosmia



{4 PD incidence
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ACES AND PD




Adverse Childhood Experience Questionnaire for Adults Qces aware @

California Surgeon General’s Clinical Advisory Committee SCREEN. TREAT. HEAL.

Our relationships and experiences—even those in childhood—can affect our health and well-being. Difficult
childhood experiences are very common. Please tell us whether you have had any of the experiences listed
below, as they may be affecting your health today or may affect your health in the future. This information will

help you and your provider better understand how to work together to support your health and well-being.

Instructions: Below is a list of 10 categories of Adverse Childhood Experiences (ACEs). From the list
below, please place a checkmark next to each ACE category that you experienced prior to your 18"

A Adve rS e Ch |I d hOOd eX per' en Ces birth:ay. Th:n,bplease add up the number of categories of ACEs you experienced and put the total
number at the bottom.
(ACEs) are described as potentially traumatic events that CE [ 1. viyou teeithat you didr't have enough to eat, had to wear diry clothes, or
had no one to protect or take care of you?
have Cu m u | atlve a'n d Iortgrm negatlve eﬁ:eCtS O n h ealth and 2. Did you lose a parent through divorce, abandonment, death, or other reason?
devel 0 pm e nt and I n C I Ude exp OS u re to ab use ) n e g I eCt, an d 3. Did you live with anyone who was depressed, mentally ill, or attempted suicide?

hou se hOI d d ySfu n Ct| on 4. Did you live with anyone who had a problem with drinking or using drugs, including

prescription drugs?

5. Did your parents or adults in your home ever hit, punch, beat, or threaten to harm each other?

6. Did you live with anyone who went to jail or prison?

7. Did a parent or adult in your home ever swear at you, insult you, or put you down?

8. Did a parent or adult in your home ever hit, beat, kick, or physically hurt you in any way?

9. Did you feel that no one in your family loved you or thought you were special?

10. Did you experience unwanted sexual contact (such as fondling or oral/anal/vaginal
intercourse/penetration)?

OO ogs oo d

Your ACE score is the total number of checked responses




AUTHOR CENTER | ABOUT THE JOURNALS | PRESS RELEASES NeurOlOgy Journals

Neur ology SUBM

A peer-reviewed clinical neurology journal

Clinical Practice e P g mEr gt ARTICLES WV EDITORIAL BOARD °

LY TGV [Nl | February 20, 2023 M) Check for updates

Childhood Trauma and Parkinson Disease ”"i’\feu_mk_,gy ,
Clinical Practice

Neurology.org/C

Associations of Adverse Childhood Experiences, Disease

Severity, and Quality of Life

Indu Subramanian, MD ‘C) Bradley McDaniels, PhD iz;,]oshua Farahnik, ND, and Laurie K. Mischley, ND, PhD, MPH ® AUTHORS INFO &

AFFILIATIONS [———

Childhood Trauma and Parkinson Discase:

April 2023 issue * 13 (2) * https://doi.org/10.1212/CPJ.0000000000200124

ACES AND PD




Figure 3 Individual Parkinson Symptoms Associated With Childhood Trauma

Sense of smell ——— ACEs: 0
Bradykinesia g4 g Constipation ACEs: 1-3

Handwriting Dizzy on standing* ——— ACEs: 4+
Tremor 45.00/7
The StUd y Dyskinesia* 1/

Gait impairment

Urinary dysfunction

Sexual dysfunction

Daytime sleepiness*
S Fatigue*
/

Insomnia

FACEs: Adverse Childhood Experiences
FHas been shown to be associated with adverse health outcomes that can last a lifetime Difficulty rising from seated
FDbservational study was designed to evaluate modifiable variables associated with PD progression
FACEs = measure of childhood trauma
FPROPD = PD severity S

Dressing, grooming, eating*

Anxiety*
FPROMIS = QoL
F712/900 (79%) responded to questions re: ACEs Freezing of gait Depression*
Falls* Motivation/initiative*

- S 4+ VS U: greater symptoms severity 1or 457 0T vVariables testec

Balance impairment Withdrawn/loss of interest*

FApathy, depression, anxiety Speech Memory*
FMyaIgla Drooling Comprehension*
FDaytime sleepiness, fatigue, restless leg syndrome RED Hallucinations

~ . Restless legs* ) Visual disturbances
HComprehension, forgetfulness Muscle pain* Nausea*

FConstipation
FNausea and dyskinesia, symptoms predominantly understood to be medication side effects, were also
higher in individuals with more childhood trauma




Core Pathway: Amygdala = Ventral Striatum — Basal Ganglia Output

Cortical Feedback v
(Glutamate)

PP Prefrontal Cortex
Anterior Cingulate Cortex

D OGP OGP G0 D pP 0 G0 &9 am B - em em om = el

Emotional
Signals

(Inhibitory)

? s
Basolateral Amygdala ======--- > Ventral Striatum  ------------ *  Basal Ganglia Output

A Emotional input can bias motor selection, action initiation and habit reinforcement
A Early autonomic and vagal system changes

A U T O N O M I C A Regulation of HR, gut motility, stress responses are altered
S Y S T E M A N D F) D A Influence how reliable emotional and motivational signals reach the moveme

circuits

A Stress or emotional activation more strongly affect motor symptoms that in people
without PD



AUTONOMIC SYSTEM AND PD

A Your brain has a system that connects EMOTIONS to

MOTIVATION to MOVEMENT
9 EMOTIONS AThis pathway helps turn
do thisT into the physioc
doing it

A This connection becomes weaker because the brain
signals are reduced

MOTIVATION A Stuck
A Apathy
A Slow, small movementsdifficulty initiating
A Emotional stress or anxiety can worsen

))) MOVEMENT movement

A Enjoyment or reward can be reduced
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NEUROCEPTION

A Process through which the nervous system evaluates risk
without requiring awareness

A Cues of safety, danger, and life threat

A Physiological state automatically shifts to optimize
survival = interoception

AsGut feelingT or sintuitio

A Also senses trust, social engagement behaviors, building of
strong relationships

A *Not always accurate!
ACan become Ufaultyd



ACES AND PD

Because mood symptoms such jas
anxiety have direct effects on
symptoms such as tremor or

dyskinesias in these populations,
it becomes hard to separate

these symptoms in a clean

fashion
J

PATIENTS >1 ACE =
STATISTICALLY SIGNFICANT
DECREASE IN QOL

FOR EACH ADDITIONAL,
SIGNIFICANT WORSENING
OF MOTOR SYMPTOMS

g the ACE 10-point scale.
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SLEEP AND PD /




SLEEP AND PD

A Sleep disorders are closely connected to PD because the
brain regions that regulate sleep are affected very early in the
disease process, often years before motor symptoms appear

A REM Sleep Behavior Disorder:

A -synuclein accumulation first affects brainstem
sleepregulation centers that normally paralyze
the body during dreaming

A When these neurons degenerate, the body
moves during REM sleep

A RBD is one of the strongest known prodromal
predictors of PD and related disorders




SLEEP AND PD
REM SLEEP

A Memory consolidation and learning A Synaptic pruning and neural

A Integrates new information with
existing networks

A Supports creativity and problem
solving

A Transform shoriterm
hippocampal to longerm cortical
memory

A Emotional regulation

A Reduces nextlay emotional
reactivity

A Lowers stress hormone tone

efficiency
A Brain selectively weakens less
important synapses

A Strengthens essential neural
pathways
A Neurodegenerative risk reduction

A Improved glymphatic clearance o
neurotoxic proteins

A Reduced longerm risk of
cognitive decline

Symptoms of REM Sleep
Behavior Disorder

While asleep, you...

Kick Punch Get out of bed

A Autonomic nervous system balanc

A Supports cardiovascular variabilit
and metabolic regulation

@00

Talk or shout Sit up Grab

A Improvement in resilience

A Neurotransmitter reset and brain
network recalibration

A Modulates cycling of
neurotransmitters




The Glymphatic System

SLEEP AND PD

Al mpaired Uwaste cl ear a

A Deep sleep supports the glymphatic system,
which clears metabolic waste and misfolded
proteins

A Disruption of this may:
A Reduce nighttime protein clearance
A Promote accumulation

A Accelerate neurodegenerative process

A Glutathione




SLEEP AND PD

ADopamine and circadian rhythm ~ eos
ADopamine plays a role in:
AWake-sleep regulation
.. Day
A Circadian rhythm stability
A Dysfunction contributes to:
ADaytime fatigue

AReduced sleep efficiency

Nocturnal
hypokinesia




SLEEP AND PD

7

Early warning signs Accelerated progression
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GUT-BRAIN AXIS

Connection between commensal gut
bacteria and the brain
Neurodevelopment
Brain function

Overall health

Microbiota communicate via:

Vagus nerve
Immune system mediators

Gut-related hormones

Signaling molecules




GUT MICROBIOME
IN PD

A Changes in bacteria that produce SCFAs
A Increase in pathobionts

A Muscular and secretory functions are controlled by ENS
A Early ENS changes in PD before CNS

A Studies postnortem show -syn in ENS neurons

A Dysregulation of microbiota
A Exacerbates intestinal inflammation
A Damages the epithelia barrier
AUpwar d di-byhilomiENSto boafn @
A Results in dysregulated ghtain axis, Gl dysfunction, and CNS
neurodegeneration
A Keep in mind:
A Gl symptoms often precede motor symptoms by several years




THE GUT OF PWP

= Cephalic/Brain phase:

HLoss of or diminished sense of smell
HDisrupted autonomic nervous system
HDisordered eating habits

HLack of access

HLoss of ability/motivation to prepare

HLoss of community




THE GUT OF PWP

Gastric phase: Intestinal phase:

HHypochlorhydria HSIBO/Dysbiosis
HDysbiosis HLeaky gut/permeability
HAcid reflux HConstipation
HANd associatedx HIBD/IBS
HStomach pain HCeliac disease
HNausea HCandidiasis
HDehydration

HLow SCFA levels
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LBt RSN DA rocyte Dopaminergic neuron  a-synuclein
- cr « Reguiation of differentiation and ' Inen F. GONF  + DNAdamage repar « Reluation of transcription and
maturatan v « Newronal repair translaticn
- ot + Raduced factors « Reduced cxidative stressand o Increased autophagy
« Inhition of NFxB and MAPK signal mitochondrial damage

R o . B

(SCFAS) AND PD < ,
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-SYNUCLEIN

A Aggregates form in the gut before brain

AProduced by ENTEROENDOCRINE cells
A Synapse with enteric neurons
A Synapse with the VAGUS nerve
A Conduit for gutto-brain spread

AEnteroendocrine cells line the gut lumen
A Constant contact with microbiota

Synaptic dysfunction

@ ;
R KW 7,
5

3% Golgi trafficking

Impaired cellular

. A"L\)“ls?;;omal
dysfunction




Potential microbiome changes

Limited microbiome
changes-similar microbiome
to healthy controls
Microbiome changes may
not appear till after motor
symptom onset

%

Microbiome Convergence?
- As o-synuclein progresses from

central to peripheral nervous
system, and with potential
increased constipation, gut
microbiome may be affected
Microbiome may or may not
converge with microbiome changes
that potentially occur with body-
first type

Potential microbiome changes

Decreased abundance of SCFA
producing bacteria (1.e., Faecalis
prausnitzii, Roseburia etc.)
Increased bacterial endotoxins like
lipopolysaccharide

Increased mucin
degradation/increase in
Akkermansia bacteria responsible
for mucin degradation




GUT-BRAIN AXIS: 3 KEY POINTS

@ Severing the VAGUS nerve reduces the load efyn aggregates in the brain

G Transplanting the gut microbiomes of PwP into mouse models exacerbated motor
dysfunction compared to mice receiving microbiome from people without PD

" Functional intestinal cells can continuously propagasyn aggregates without destruction
of themselves, which can advance the-guybrain spread and PD pathogenesis
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UPDATES IN NUTRITION

Recent studies on nutrition and PD progression

o
/
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PRO 21 VS MEDI/MIINND

PRO-21 Diet

Encourage

On average, over the past month:

| buy organically grown food when possible.

| cook most of my own food.

| use spices liberally.

(o] o]

1 point for each food consumed in sufficient amounts:

Nuts & Seeds (1/2 cup nuts or 4 Tbsp spread, daily)

Olive oil (2 Tablespoons, daily)

Fresh Fruit (1 cup or 2 medium fruits, daily)

Fresh Vegetables (1/2 cup, 5+ times per week)

Seafood: Fish, Shellfish (4 oz, 2+ times per week)

Wine (8 oz, 2+ times per week)

Coffee (8 oz, 2+ times per day)

[e] kel o] Ho] [o] No] o)

Avoi

1 point if you’ve had none in the past month: (less than 1x/month)

Dairy (ice cream, butter, milk, cream, cheese, yogurt from animals)

Artificial sweeteners (aspartame, acesulfame K, saccharin, e.g. gum, diet drinks)

Pork

Beef

Chicken

Fried food (corn chips, potato chips, French fries, donuts, etc.)

Juice (8 oz, 1 glass)

Sugar - If this statement is true: "l avoid sugar."

Soda (diet and/ or regular)

Refined grains (pasta, bread, pastries, crusts, crackers, etc.)

Ci d food (tomato sauce, beans, citrus, vegt les, soups, etc.)

(el [e][e] o] o] [o] [o] [o] (o] [o] No

Total Points

Dairy
Beef, Pork, Chicken

Artificial Sweeteners
Soda, Juice

Refined Grains
Fried Food

Food from a Can

Slower
Parkinson
Progression

Fresh Vegetables
Fresh Fruit
Nuts & Seeds, Seafood
Olive Oil, Wine, Coffee

Home-Cooked Meals
Liberal Use of Spices

Buy Organic

PRO-21 Diet



PRO-21 Adherence at Baseline Associated with More "Good" Years with Parkinson's
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WHAT DOES DR.
MISCHLEY SAY?

A Sleep

A Protect your sleep like your life depends on it

ADondt get wunder medi cated d
nightf may need to adjust meds

A No dairy

ADontGt eat it or feed it

A Use ChatGPT

Al't doesnidt have to over whel




USE THE TOOLS




