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Mentor goa

To declare what is possible and establish a
commitment to that possibility

Address personal and professional barriers
limiting the ability to serve

Evolution of vision/mission/ethics that drive
success

Create immediate action steps to apply
learning and growth

Construct the round table of applied
trophologists

Mentoring

Who are the mentors? i Practitioners
Who are we mentoring? i Patients and
GAP

What 6s t h e Optimizad 6fs e ?
How does it work? i Whatever you

learn you teach someone else (anyone
else)

Whods i s IiSeltsklectibe gol
pick yourself



http://www.wholehealthassoc.com/

Stuart White Mentoring the Mentors Sept. 23, 2015

Each participant attends monthly teleconferences
(1 hour in duration, 4" Wednesday of every 2nd
month) creating a round table
discussion/exploration of the dynamics and details
of a nutrition-based holistic practice

Each participant chooses how to convey the notes
and information to their world and community i no
information squandering

Alt is more apparent why people are choosing alternative
health care professionals who specialize in a functional
approach

ANo matter you specialty or technique you must distinguish
yourself as an expert i people are just seeking to
understand and they need you to do so

ATypically in the healthcare industry people are receiving
shallow answers that leave them puzzled with the mystery
of AWhy is this happening to
about it?20

ATrends research over 10 years ago identified a number of
factors essential to being successful in the nutritional field i
one of those was establishing yourself as an expert

AThe practitionero6s ability to explain
creates an inflation of understanding in the patient which feels like hope

AToday in the professional world there
hope6 that often we end up offering Ii
Al propose another model that bolsters hope and expectation and subsequently
practices accountability as to whether the therapeutic endeavors are achieved or
not

AAs long as the hope that has been instilled is revisited and acknowledged as

being accomplished or not the betrayal of false hope can be avoided

ASo as an example, if a practitioner was describing the potential for nutritional
intervention through supplements and diet modification to improve the lipid

profile, then s/he would need to revisit to success or failure of the experiment

within a reasonable period of time

AOur community is starving for legitimate hope, as a starting place, as
empowerment to begin, as an idea to act upon

AThere is genius in hope
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The Gut/Brain Con g&ﬂ
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Gut Brain Interplay
Neurotransmitter
A Brain Status
Endocrine Bal

‘ >
Cytokine Immune
Inflammatory Status i

Immune & stealth Glycemic Balance
pathogenic burden

10

The Stress Model

AThe HPTA is at the heart of the body s ability to respond to
the environment
A Cortisol elevation is the result of Corticotrophin Releasin

Hormone (CRH) arising from the parvocellular neurons of the
ﬁaraventricular nucleus (PVN) - this is the master stress
ormone released in response to the perception of stress

A Stressful stimuli are generalized as:
A Physicali pain, trauma, infection, hyp ion, exercise, hyp lia
A Psychologicali bereavement, fear, personal loss, anger (the perception that God is
notin control i something is wrong;

A CRH is released into the portal circulation of the Median
Eminence and is carried by venous blood to the corticotroph
cells of the anterior pituitary where it binds to the cell surface

receptors stimulating the release of Adrenocorticotropic
Hormone (ACTH)
A ACTH reaches the adrenal cortex stimulating the synthesis of

Cortisol (glucocorticoid) and also androgenic hormones like
androstenidione and DHEA (both may convert to tes’[osteronell

and DHT in peripheral tissues

The Stress Model

A Cortisol maintains blood glucose during stressful dight or flight 6
challenges so that as more metabolic fuel is consumed a
critical amount is maintained for brain function and to support

the activated survival organs such as the heart, lungs, and
skeletal muscle with renewable supply of fuel
A Cortisol also participates with Aldosterone (mineralocorticoid)

in driving sodium reabsorption from the renal tubules
conserving electrolytes and water within the vasculature to
provide blood and perfusion pressures to vital organs

A Cortisol concentrations rise until it effects negative feedback on
the CRH neurons and the pituitary corticotrophs to return
blood levels to normal preventing prolonged elevations of CRH,

ACTH and cortisol

A Chronic stress and maladapted responses to stress alters this
mechanism and causes longterm cortisol dysregulation and

even @ortisol resistanced
12 12
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Cortisol Activation
Pl Blood/Brain
Paraventricular Nuclei | Cortisol Resistance  Barrier
Cortisol elevation provides

Median Eminence
Neurohypophysis

negative feedback to
paraventricular nuclei
decreasing CRH

Parvocellular neurons of the
Paraventricular Nuclei
release CRH in response to

perceived stress

Cortisol Resistance

Corticotrophin
Releasing
Hormone e
Anterior Pituitary
fCorticotrophso
Adrenal Complex
Tyrosine
ACTH Reduce cortisol
Adrenocorticotropic resistance
Cortisol
fGlucocorticoidd

Hormone
Androgenic hormones
Androstenidione,
testosterone, DHT,

progesterone
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Adrenal Cortex

Promotes Aldosterone
release

fmineralocorticoido

Gut Brain Interface
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The Bidirectional Gut-Brain Axis

ability of the
jota to influence

The
microbi

brain and behavior

The ability of the brain to
influence the intestinal - e
microbiota e
cBA ﬂ

Activation of neural afferent
circuits to the brain

Activation of mucosal

Perturbation of normal
immune responses

habitat via stress-induced
changes in gastrointestinal:
+ Physiology

- Epithelial function

Production of metabolites that
directly influence the CNS

- Mucin production

 EE cell function §

* Motility (' Microbiota-
gutinterplay

Release of
neurotransmitters
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Grenham S, Clarke G, Cryan JF, Dinan TG
4. Epub 2011 Dec 7. PubMed PMID: 22162969; PubMed Central PMCID:

Front Physiol. 2011;2:
PMC3232439
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Gl tract.

A The development of
the intestinal

immune system is
largely dependent
upon exposure to
microorganisms.

A The gut produces %
of the body s
neurotransmitters.

A The gut has greater
metabolic activity
than the liver.

Forsythe P, Sudo N, Dinan T, Taylor VH, Bienenstock J. Brain Behav Immun
2010 Jan;24(1):9-16.

OchoaReparaz J, Mielcarz DW, BeguriHaque S, Kasper LH.

Ann Neurol. 2011 Feb;69(2):240-7.
Korecka A, Arulampalam V. J Oral Microbiol. 16
2012:4.

Microbiota Regulate
HPAAxis Development

A Commensal microbiota regulate the development of

the HPA axis.
A fiThe series of events in the gastrointestinal tract

following postnatal microbial colonization can have
a long-lasting impact on the neural processing of
sensory information regarding the endocrine axis.o

A This concept, based on in vivo findings [in mice],
provides evidence of a novel link between

indigenous microorganisms and the nervous system
and shows a new aspect of the brain-gut axis.

Sudo N, Chida Y, Aiba Y, Sonoda J, Oyama N, Yu XN, Kubo C, Koga Y:
2Physiol. 2004 3ul 47
1;558(Pt1):263-75

Commensal Microbiota

Drives Immune Homeostasis
A This tissue has the dual task of selectively

absorbing nutrients from the intestinal lumen, while
preventing microbial entry, infection, or immune
activation.

A We are so focused on the immune system
responding to things, that we forget that 99.9% of

the time, its job is NOT to respond to things.
The gut handles more antigenic material in a single

day than the rest of the immune system processes
its entire lifetime.

Michael Ash

Handl ey C. Should auld acquaintance be forgoté §M
Front Immunol. 2012;3:33. 1
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Translocation of microbial (LPS) Antibodies confuse self
or food antigens (gluten, casein) with pathogenic antigens
through gut O&NO damage (antigen mimicry)
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Maes M, Kubera M, Leunis JC.
Neuro Endocrinol Lett. 2008 Feb;29(1):117-24. 25

Food Allergens

26

Determining Food Allergies

Blood type SensitivitieS et ror vour Biood Type, amatio
Most food allergies are delayed sensitivity

reactions i difficult to objectively determine
Elisa Act lymphocyte response assaybr. russel satte

Serammune Labs, Virginia, 800/525 7372

Elimination is the most accurate and labor
intensive - 2 week elimination then reintroduce

and watch for 4 days for reactions
Histaminic Reactions(rash, red eyes, serous

secretions) vs. /mmune Activity (fever, catarrhal, @ @
lymphatic congestion, aching)

Basic 4 allergies that most complicate healing

processi wheat (gluten), corn, soy, milk (casein)
i Additionally suspect chocolate, peanuts, tomatoes, peef 27
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Food Allergiesi Now & Later

Immediate response within
hours or next day

Delayed response onset 2-7
days later

Histaminic

Immunological i viral,
bacterial, parasitic

Red, burning eyes, serous
secretions (clear)

Colds & Flui WBC mediated
response

Tiredness, sleepiness

Achiness

Headaches Catarrhal, phlegm (colored)
Mood changes, irritability Fever
Rashes, hives Eczema
Nausea, cramps, diarrhea Emesis

Loss mental accuity

Elevated C-reactive protein,
SED rate, AREA ratio

Tissue/cell
structures

Gut lining

Blood/lymph fluids

ffritation leading to
infestation

Gut lumen
All rgens; ( *
} Foreignness

Viron

Infectious process

Sept. 23, 2015
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Imm@8e resporpg

Generalization of allergen

A Milk allergy is primarily casein protein intolerance
commonly seen in respiratory and atopic symptoms

A Wheat allergy is primarily a gluten protein
intolerance commonly effecting Gl symptoms and

hyper tension & siderosis
A Corn allergy is primarily a zein protein intolerance

commonly effecting neurological symptoms
A Soy allergy is more acquired and therefore can be

unlearned commonly effecting acne rosacea and
paranasal rashes

30 30

10
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Figure 1.
The crestion and

Figure 2. i traumas into biochemical il Note the self-perpetu-
ating “vicious cycle” where inflammatory mediators promote additional inflammation via activation of

NF-kappaB. Adapted from Vasquez A. Integrative Orthopedics. (OptimalHealthResearch.com): 2004
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Many nutrients & botanicals inhibit the activation
of NF-KappaB inflammatory gene activation.

Omega 3 EFAs & GLA Grape Seed Extract —‘

Vitamin D Propolis

Curcumin/Turmeric Resveratrol hee.
ol
Lipoic Acid Cholagogues
g gyt Green Tea Vitamin C Complex [

Rosemary

o vitarin D genciency

Osteo-Immunology

A Inflammatory cytokines talk to the stem cells that
cause them to differentiate into osteoclasts instead of
osteoblasts

A Itis currently believed that this mechanism is
dedicated to manage the excessive acids that result

from inflammatory repair mechanisms i thus bone is
broken down to liberate the calcium salts to provide

for the larger inflammatory metabolic needs

A Bone demineralization has now been associated with
increased risk of heart disease

33
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A There is a balance between anabolic and catabolic
activities of bone tissue

A Inflammatory conditions result in the production of
osteoclasts (cells that r

the non-inflammatory conditions favor bone
replacement by osteobl ast
processes become exaggerated

Science (2000) vol 288, 1504-1508

34

Immuno-inflammatory Influence

35

Innate & Acquired Immunity

A Primary roles of the healthy immune system are:
Aldentify potentially injurious and infectious substances

ADistinguish self antigens (nethreatening) from noself
(threatening)
AAssess the potential level of threat posed by infectious, tc

or nonself antigens
AMount a response that is appropriate to the level of threai

ARepair any damage that ensues from adversarial encoun
A Too much response = inflammatory cascades

A Too little response = tolerance of danger

A WBC is optimal 6-8, outside optimal range may
suggest acute or chronic immune burden, under 4

indicates bone marrow fatigue
36

12
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Immune System 1 2 Parts

A Generally recognized that there are 2 parts of the immune system

Sept. 23, 2015

A Innate Immune System i Inborn initial response to eliminate microbes and
infections, immediately or within hours T itis notin any
locale or organ, it is in the WBC

» Each cell is equipped with different mechanisms that allow it to attack

and eliminate pathogens from the body demonstratingimmune versatilit

» Non-specific defense against pathogens, activates the complement
system of inflammatory response

» Identifies self vs. noiself, complement system triggers inflammation and

identifies foreign substances, and activates the adaptive immune systen
i Innate Immune Cells include:
» Mast Cells
» Natural Killer Cells

» Phagocyte$ Monocytes, Macrophages, Dendritic cells
» Ranulocytes Neutrophils, Eosinophils, Basophils
A Adaptive Acquired Immune Systemi Learned response precisely addressing
threat requiring 5 -7 days for adaptive immune modulation to

reach full activity and specific lymphocyte presence
» Results in TH1 cellular phagocytosis or TH2 humoral antibodies
» TH1 responds to living things bacteria, fungus, virus
» TH2 responds to neliving thinFs (and parasites) including food,

pollens, bad fats, heavy metals

37

Common TH1 & Th2 Cytokines
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IL-4
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IL-13

A IL-1 and IL-6 (and others) can show both TH1 and Th2 influences

38

Cytokinesi Immune Messages

Almmune response results in the release of
cytokines meant to direct local and distant

immune function

AThese cytokine messenger molecules also drive
HPA status and thus determine global brain

status

AcCytokines subsequently cause the release of
WBC inflammatory mediators to direct the

inflammatory process of repair
ATherefore immune status and activity determine

HPA/brain settings

AHypervigilant or depressed immune states
reflect in brain states

39
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