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Neuroendocrine Stress Cascade and Beyond

ETI Formulas to Support Individuals During Stress*

1. Introduction

It is commonly acknowledged that a physiological function of the stress response
1s to coordinate autonomic, neuroendocrine, and immune reactions in the face of
the possible homeostatic risks. The current allostatic model suggests “that the main
role of the stress response is to mobilize the body’s energy resources to promote a
specific survival pattern and not necessarily maintain homeostatic systems at
former levels” (Dallman et al., 2006; Nederhof & Schmidt, 2013).

This paper describes the hypothalamic-pituitary-adrenal (HPA) axis regulatory
functions during stress, as well as the physiology and pathology of stressful events,
followed by specific Energy Tools International (ETI) formulas and their
combinations that support the brain and the body during acute and chronic stresses.

I1. Stress: Physiology Facts

The findings of a number of studies conducted around the world have generated
the following conclusions about stress and physiological systems: “The
neuroendocrine stress cascade, containing the HPA axis, starts with the release of
adrenocorticotropic hormone (ACTH) promoting substances from neurosecretory
neurons in the paraventricular nucleus (PVN) of the hypothalamus” (Bruhn et al.,
1984). These substances travel via portal veins to the anterior pituitary, where they
can activate corticotropes with the corticotrophin-releasing factor (CRF) as the
primary activator of pituitary ACTH release (Gibbs & Vale, 1982). By way of the
systemic circulation, ACTH reaches the adrenal cortex and stimulates the release
of glucocorticoids (Dallman et al., 1987).
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Lightman et al. (2008) and Young et al. (2004) confirmed that at the adrenal,
cortisol (or corticosterone) is released in pulses, the timing of which dictates the
overall degree of both baseline activity and stress responses. Data show that the
rhythmicity of glucocorticoid release is essential for maintaining cellular
sensitivity and promotes glucocorticoid actions such as gene transcription and
behavior (Conway-Campbell et at., 2010; Sarabdjitsingh et al., 2010b).
Glucocorticoids then travel throughout the body, performing a mass of effects in
the periphery including glycogen breakdown and gluconeogenesis (Coderre et al.,
1991).

Chameau et al. (2007) and Groc et al. (2008) showed that “glucocorticoids cross
the blood-brain-barrier and mostly bind to mineralocorticoid (MR) and
glucocorticoid receptors (GR) in neurons and/or glia. Activation of MR increases
neuronal excitability by increasing the probability of glutamate release, and
increasing glutamate receptor trafficking. Activation of GR causes delayed
suppression of neuronal excitability and synaptic plasticity presumably to
normalize hippocampal activity after stress and protect information acquired
during the stressful experience, respectively”.
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According to Myers et al. (2013) all hypothalamic PVN-projecting regions receive
the GABAergic and glutamatergic enter from other hypothalamic nuclei, which
may be responsible for internal hypothalamic mechanisms governing the
integration of forebrain limbic inputs and stress reaction based on metabolic
request.

Tacker and Herman (2011) published data that the ‘fast feedback’ glucocorticoid
effects are non-genomic in nature, acting through an endocannabinoid mechanism
to inhibit glutamatergic activity.

III. Stress: Pathology Facts

Similarly, the results of numerous scientific studies conducted both in the U.S. and
abroad have generated the following conclusions about stress and pathology: “The
changes in biological set points that occur across the life span as a function of
chronic stressors are referred to as allostasis, and the biological cost of these



adjustments is known as allostatic load” (McEwen, 1998). He has also suggested
that combined rises in allostatic load are linked to chronic illness.

Immune System

Many studies confirmed that the stress-induced immune dysregulation results in
significant health consequences for immune related disorders including viral

infections, chronic autoimmune disease, tumor growth and metastasis (Cohen et
al., 1998; Powel et al., 2013; Affleck et al., 1997; Mohr et al., 2004).

In a subsequent study of volunteers vaccinated with a cold virus, Cohen et al.
(1998) observed that people with continuing chronic, stressful life events had a
high possibility of catching a cold, whereas people subjected to stressful events
ongoing less than a month did not.

Both human and animal studies have shown the sympathetic and neuroendocrine
responses to psychosocial stress significantly impact cancer through regulation of
inflammatory mediators (Powell, et al., 2013). Roitt et al. (1998) also demonstrated
that the elevated basal levels of stress hormones associated with chronic stress also
suppress immunity by directly affecting cytokine profiles.

In a meta-analysis of over 30 years of research, Segerstrom and Miller (2004)
stated that “at the intermediate stressors, such as academic examinations, could
promote a Th2 shift. A Th2 shift has the effect of suppressing cellular immunity in
support of humoral immunity.” In response to more chronic stressors, Segerstrom
and Miller found that pro-inflammatory cytokines become deregulated and lead to
suppression of both the humoral and cellular immunity.

Inflammatory state

The study by Gu, Tang and Yang (2012) demonstrated that various immunological
factors are transformed under prolonged psychological stress and also cause
vascular low-grade inflammation.

Research by Affleck et al. (1997) concluded that stress is associated with more
swelling and reduced mobility in rheumatoid arthritis patients.

Bailey (2016) showed that exposure to different types of stressors results in the
translocation of microflora from the skin and mucosal surfaces into regional lymph



nodes that might increases in inflammatory markers even in the absence of marked
infection.

Diabetes

Siddiqui et al. (2015) confirmed that the chronic stress response is associated with
abnormalities in glucose tolerance, insulin sensitivity and pancreatic beta cell
function and risk of type 2 Diabetes Mellitus.

Brain

An exposure to stress is one of the known negative regulators of the adult
neurogenesis (AN). Lucassen et al. (2015) observed the effects of acute and

mild stress on AN and found that acute levels of stress can, in general, be quickly
overcome, but chronic exposure can induce longer-lasting reductions in
neurogenesis.

Cardio

Research by Henry et al. (1975) demonstrated that chronic central nervous system
(CNS) stimulation of the cardiovascular system due to stress leads to continuous
increases in blood pressure and vascular hypertrophy. “Chronically elevated blood
pressure forces the heart to work harder, which leads to hypertrophy of the left
ventricle. Over time, the chronically elevated and rapidly shifting levels of blood
pressure can lead to damaged arteries and plaque formation” (Brownley et al.,
2000).

Memory/Anxiety/Depression

Glucocorticoids have deep effects on prefrontal-mediated behaviors, including
working memory, executive function, and behavioral flexibility (Barsegyan et al.,
2010). “Chronic glucocorticoid signaling in the bed nucleus of the stria terminalis
(BST) appears to induce a shift toward anxiogenic behavior and enhance
unconditioned fear and stress-induced learning” (Ventura-Silva et al., 2012).

Several polymorphisms of the glucocorticoid receptor gene have been reported in
individuals with posttraumatic stress disorder (PTSD) (Kumsta et al., 2008; van
Rossum et al., 2006). It is known that the low levels of cortisol generally linked
with PTSD and patients with major depression typically show hypercortisolemia
(Yehuda et al., 2004).



IV. ETI Formulas to Support Individuals During Stress*

The findings cited above show the human stress response points to a reorganization
of energy reserves determined by a glucocorticoid signal that pushes physiological
systems to adapt, until the adaptive cost becomes greater than the adaptive capacity
of the individual, with the result being “stress.”

To address various aspects of stress and to reduce its negative impact on the human
organism, Vital Force Technology (VFT) has developed a set of ETI formulas and
has optimized their production. Given the amount of stress commonly experienced
by so many people in today’s world, it is no surprise these particular formulas have
consistently been so popular with our customers. The VFT research data, as well as
testimonials from practitioners and individuals strongly support the efficacy of ETI
formulas such as Stress Relief, Balance, Foundation, Adaptogen, Master Brain,
Hypothalamus Support and others for use during periods demanding high energy
and resilience. The following are some benefits observed from the application of
ETI formulas during acute and chronic stress conditions:

- More efficient support of the integration of multiple systems that are
involved in the stress response by energetically improving cellular function,
neurocircuits, and the body’s overall energy production, thus decreasing the
adaptive cost

- Increased precision in matching environmental requests, by shifting behavior
patterns to meet anticipated needs and thereby decreasing the risk of
developing a variety of stress-related pathologies

- Create additional energetic input to help the individual to generate extra
adaptive capacity

- Help to return to homeostasis points, even after prolonged stress conditions.

V. Stress Decrease Formulation Based on ETI Formulas#*

Formulating ETI energy patterns and their combination can be a highly skilled and
creative process. Practitioners can use these specific combinations of ETI
formulas, as well as fine-tune dosage, frequency and proportions of each formula,
to create a personalized approach for an individual client’s support during stressful
conditions.



1. Fatigue, overall weakness

Description:

May help to overcome fatigue caused by frequent or sustained stress; increases
energy production and engages a stable emotional state.

Formulation and Dosage:

Combined dosage of Adrenal Support (10 drops), Thyroid (5 drops) and Selenium
(2-3 drops) in 2-4 oz. of water.

Drink 2-3 times per day with the last dosage no later than 2-3 hours before bed;
continue up to two weeks.

Precautions: No precautions or side effects, if used with the recommended
dosages.

2. Anxiety

Description:

May decrease symptoms of generalized anxiety disorder, panic disorder, and social
anxiety disorder by more efficiently supporting regulation of homeostasis via HPA.
Formulation and Dosage:

Combined dosage of Adrenal Support (10 drops) with Master Brain (3 drops),
Adaptogen (3 drops) and Oxytocin (2-3 drops) in 2-4 oz. of water.

Drink 2-3 times per day; increase frequency up to 5 times per day during a panic
attack or severe anxiety; continue up to two weeks.

Precautions: This formulation can be very effective as an individual formulation
via slight tuning of the compound's proportion. Do not use this formula during
acute state of infection.

3. Depression

Description:

May be helpful with symptoms of persistent depression and seasonal affective
disorder.

Formulation and Dosage:

Combined dosage of Stress Relief (5 drops), Hypothalamus Support (5 drops) and
Tranquility (3-5 drops) in 2-4 oz. of water. Drink 3-4 times per day up to two
weeks.

Precautions:

No precautions or side effects, if used with the recommended dosages.



4. Trauma

Description:

May help with emotional upsets, frightening memories or with a sense of constant
danger.

Formulation and Dosage:

Combined Forgiveness (10 drops) with Healing Love (5 drops) in 2-4 oz. of water.
Drink 2-3 times per day or when necessary.

Precautions:

No precautions or side effects, if used with the recommended dosages.

5. Mental support during stress

Description:

It can be used as a restorative tonic for the brain during stressful conditions and
might help with mental fatigue, enhancement of memory and intellect.
Formulation and Dosage:

Combined Master Brain (10 drops) and Hypothalamus Support (5 drops) in 2-4 oz.
of water. Drink 2-3 times per day when it is necessary, but no later than 2-3 hours
before bedtime.

Precautions:

No precautions or side effects, if used with the recommended dosages.

6. Support immune system during stress

Description:

May be helpful with prolonged stressful conditions and frequent cold or flu
infections.

Formulation and Dosage:

Combined Stress Relief (10-15 drops) and Acute Immune (3-5 drops) in 2-4 oz. of
water. Drink up to 5 times for the first day and then 2-3 times per day up to 7-10
days.

Precautions:

No precautions or side effects, if used with the recommended dosages.

7. Support GI during stress

Description:
May be helpful with prolonged stressful conditions and compromised GI functions.



Formulation and Dosage:

Combined Stress Relief (10-15 drops) and GI Aid (3-5 drops) in 2-4 oz. of water.
Drink 3 times per day up 2-3 weeks.

Precautions:

Increase the amount of water up to 4-6 oz. for individuals with GI sensitivity to
minerals in the solution.

8. Support Thyroid during stress

Description:

This formula decreases the impact of stressful conditions on the thyroid gland by
improving the body's capacity for adaptation.

Formulation and Dosage:

Combined Stress Relief (3-5 drops), Hypothalamus Support (3-5 drops) and
Adaptogen (3-5 drops) in 2-4 oz. of water. Drink 2-3 times per day up to 2-3
weeks.

Precautions:

For those individuals with hypothyroid conditions. Use Thyroid formula to balance
hyperthyroid conditions.

9. Cardio support during stress

Description:

Can be used as a restorative tonic in cases of overall weakness and might reduce
the risk of heart problems during stressful conditions caused by physical over-
exertion and extensive exercise; may also improve body's oxygen status.
Formulation and Dosage:

Combined Heart Support (5 drops), Oxygen (3-5 drops) and Stress Relief (3-5
drops) in 2-4 oz. of water. Drink when necessary.

Precautions:

No precautions or side effects, if used with the recommended dosages.

* Disclaimer (i) The information is provided for educational purposes only. (ii) These
statements have not been evaluated by the Food and Drug Administration (FDA). The provided
information is not intended to diagnose, treat, cure or prevent any diseases or, medical problems.
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