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ABSTRACT

Vitiligo completely regressed in two patients who spent several
hours for each of three consecutive days in a pond that contains
water with a heightened quantity of a non-thermal activity at-
tributed to a natural force called KELEA (Kinetic Energy Limiting
Electrostatic Attraction). KELEA is further defined as the source
of cellular energy, which comprises the alternative cellular en-
ergy (ACE) pathway. The ACE pathway differs from the cellular
energy obtained from food metabolism. It is expressed as an
added dynamic (kinetic) quality of the body’s fluids. The body
utilizes the ACE pathway in both chemical and electrical cellular
reactions, including the recovery and regenerative processes
following cellular damage. The ACE pathway supports the higher
levels of brain functioning including the likelihood of improving
upon the presumed KELEA receiving capacity of the brain. The
ACE pathway can also limit the triggering and maintenance of
the inflammatory response. Each of these activities is presum-
ably involved in the clinical regression of the vitiligo in the two
patients. Enhancing the ACE pathway may provide an effective
therapeutic approach for many patients with vitiligo.
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Introduction

Vitiligo is a disease characterized by the loss of
melanin pigment in one or more circumscribed
areas of the skin 1. The term is derived from the
Latin word “vitellus” meaning veal, in reference
to the paleness of the skin. Vitiligo is distin-
guished from the overall lack of skin pigmenta-
tion leading to albinism [, Vitiligo affects approx-
imately 1% of the human population Bl. It can be
localized to only a single small patch of skin or
can be more widely distributed as multiple non-
pigmented patches on the body. Vitiligo is par-
ticularly noticeable in those of African heritage
and especially when it involves the face.

The term melanin is derived from the Greek
word melanos, meaning dark. The basic light-
absorbing compounds, which comprise melanin
are polymers of oxidized phenols, including qui-
nones, with mineral binding capacities. The phe-
nolic ring is generally derived from the amino
acid tyrosine. The extent of polymerization and
other structural changes result in a diverse array
of compounds included within the term melanin
4. Different types of melanins are distributed
throughout evolution, including being present in
some unicellular prokaryote and eukaryote or-
ganisms and in all fungi, plants and animals 581,
In humans, melanin is the principal component
responsible for skin and hair pigmentation, with
marked differences in its levels in different racial
groups Pl The skin melanin is synthesized in
neural-derived cells called melanocytes. The
produced melanin is further distributed to neigh-
boring keratinocytes and to hair follicles. Melanin
is also present in other body sites, including the
eye, inner ear, meninges, and the substantia
nigra in the brain 194,

Vitiligo occurs because of the marked reduction
of melanocytes in affected skin areas. There is
also a failure of the remaining melanocytes to
produce melanin %, Subtle degenerative chan-
ges can also be detected in some keratinocytes
(16 The loss of melanocytes is variously at-
tributed to a primary immunological or autoim-
mune disease or, alternatively, to some other
melanocyte destroying process, with a second-
ary immune (inflammatory) component [17-21],
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The patchy nature of the illness is difficult to ex-
plain by a systemic immune disorder, suggesting
that there must be localized factors leading to
the primary degeneration of melanocytes. Still,
certain pharmaceutical drugs can also induce lo-
calized vitiligo in susceptible individuals ?2. Mel-
anin can both protect cells from reactive oxygen
species (ROS) and can also be a source of these
toxins, which if excessive can kill the cell. Con-
sistent with an overproduction of ROS is evi-
dence for the unfolded protein response (UPR)
231, Virus infections can also induce the UPR [24]
and are also considered to be a possible contrib-
utory factor to vitiligo, with emphasis being given
to human herpesviruses ?°. There is an analogy
with herpes zoster virus induced shingles, espe-
cially when the vitiligo is segmented and only af-
fects a unilateral area of the skin corresponding
to a particular nerve supply.

Vitiligo can be accompanied by major psychiatric
symptoms, including depression, anxiety and
low self-esteem [26.271. These are generally seen
as secondary consequences of the stigma and
unsightliness of the illness. It is likely, however,
that emotional stress plays a major contributory
role in the illness. Genetic factors have also be
implicated in the disease [?8l,

Up to now, there has been no consistently suc-
cessful method for treating vitiligo. Ultraviolet ra-
diation is commonly used to induce melanin pro-
duction with the optional addition of various pho-
tosensitizers, such as psoralens 2%, Several
compounds can seemingly increase the produc-
tion of tyrosine, including phenylalanine, its pre-
cursor amino acid 2. Efforts to increase the ac-
tivity of tyrosine and other Janus kinases (JAK)
led to the unanticipated finding that JAK inhibi-
tors were able to achieve partial re-pigmentation
of vitiligo affected skin areas. In addition to their
role in melanin production, JAX are involved in
immune activation. JAK inhibitors are presumed,
therefore, to act by reducing the immunological
mediated destruction of melanocytes 33, Graft-
ing of normally pigmented skin into the affected
areas has been tried with marginal success B*
31 The many empirically-based approaches to
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treating vitiligo underscore their overall ineffec-
tiveness (36,

We wish to propose that vitiligo is likely caused
by infection of the melanocytes with stealth
adapted viruses and that recovery is achievable
by enhancing the alternative cellular energy
(ACE) pathway. Stealth adapted viruses differ
from the viruses from which they are derived in
that they do not evoke anti-virus inflammation B7-
39 This is because the genes coding for the rel-
atively few virus components that are normally
targeted by the cellular immune system are ei-
ther deleted or mutated. Infections with stealth
adapted viruses can still, however, be sup-
pressed through a non-immunological mecha-
nism that relies on a source of cellular energy
that is different from the cellular energy obtained
from the metabolism of food. The ACE pathway
is expressed as an added dynamic or kinetic
property of the body’s fluids. It is maintained by
the continuing absorption into the body of an en-
vironmental force called KELEA, an abbreviation
for Kinetic Energy Limiting Electrostatic Attrac-
tion. The fluctuating electrical activity of the brain
is the likely major receiver of KELEA into the
body 8. This function is impaired in individuals
with brain illnesses. KELEA can also be ab-
sorbed into water. KELEA activated water is nat-
urally present in certain locations or can be man-
ufactured by either the addition of KELEA at-
tracting dipolar compounds, referred to as ener-
ceuticals™, or placed in an area with an elevated
environmental level of KELEA [40-48],

A natural source of KELEA activated water was
identified as coming from a deep (>800 feet) well
in aranch in San Marcos, CA. Some of the water
was repeatedly applied to a somewhat barren,
stone-laden hilltop within the ranch. The bucket
on a frontend bulldozer broke while trying to
move some of the embedded rock material, later
identified as petrified ancient oak trees. This
area was used to create a pond. Over the ensur-
ing 12 years, the underlying solid material has
been broken down into a granular, mud-like ma-
terial. A lush growth of algae is on the surface of
the pond. Fresh well water is periodically added
to the pond. Rescued and abandoned horses

brought onto the ranch were noted to commonly
drink from the pond with obvious benefits to their
health. This use was extended to the daily use
by a very sick human, with major improvements
in her health. There are now many additional ex-
amples of individuals recovering from chronic ill-
nesses by either soaking in the pond or by di-
rectly consuming the well water. Examples of
these favorable clinical outcomes will be de-
scribed in further publications. This particular ar-
ticle is intended to indicate the remarkable ben-
efits of soaking in the pond in the rapid disap-
pearance of vitiligo.

Clinical Descriptions

A Hispanic woman was disfigured with vitiligo af-
fecting the lower half of her lower lip. She also
showed extensive areas of depigmentation on
the back of her left hand. She was invited to
spend time in the pond. It also only required
spending a few hours each day for 3 days for
both her lower lip and her hand to appear nor-
mal. Restoration of the color of her lower lip
along with an overall improvement in her facial
complexion resulted in her appearing to be far
younger than it was at first believed. Indeed, the
gentleman who had accompanied the woman to
the ranch was initially believed to be her son.
With the regained normal facial appearance, it
was apparent that he was her husband.

In a second example, a middle-age African
American woman was disfigured by vitiligo,
which had extensively affected both cheeks on
her face. It had been present for several years.
She was encouraged by the results in the His-
panic lady to spend approximately three hours a
day for three days with her legs in the water of
the pond. During these periods, she was in-
structed to repeatedly apply the water and gran-
ular mud-like material to her cheeks. Even at the
end of the first day, an increase in coloration in
her cheeks was noted. It became more obvious
after the second day. By the end of the third day,
the normal level of facial pigmentation was re-
stored. The personality of the woman also mark-
edly improved from being somewhat irritable to
being far more sociable.
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Both of the treated women were hugely im-
pressed and joyful with the results. They were
each invited to have repeat treatments should
the vitiligo ever return. Neither of the women
ever did!

Discussion

Although only two patients, the results are rather
remarkable in the rapidity and completeness of
recovery from vitiligo. The healing process is at-
tributed to a combination of three factors. First,
suppression of stealth virus infection if indeed
this is the primary cause of the vitiligo. Second,
an anti-inflammatory effect presumably evoked
by the destruction and degeneration of the mel-
anocytes. Third, the regeneration of new mela-
nin-producing melanocytes. The anti-inflamma-
tory effect of KELEA activated water is explained
by added resilience and increased threshold
needed to trigger the release and to respond to
inflammatory cytokines. The regenerative effect
of KELEA activated water are embodied in the
term REACH, an abbreviation for Regenerative
Energy Assisted Clinical Healing.

Although specifically describing the recovery
from vitiligo, the thesis of this article has many
broad potential applications. Melanin deficiency
can affect many other processes in the body.
Parkinson’s disease is one example in which
there is degeneration of melanin containing cells
in the substantia nigra *°-%4. Individuals with Par-
kinsonism have benefited from spending time in
the pond (unpublished). Melanin can also con-
tribute to the inner ear and to the eyes. In a
broader sense, vitiligo is generally grouped
along with a wide range of autoimmune dis-
eases. Combining anti-inflammatory and tissue
regenerative effects of KELEA activated water
can potentially lead to the recovery from many
types of chronic illnesses.

The pond has the advantage of allowing for pro-
longed exposure to the KELEA activated water
over several hours. The presence of the lush al-
gae and degraded petrified, mud-like material
adds to the ambiance of the experience. Neither
of these factors can be as easily achieved using
a skin spray or merely drinking the KELEA acti-
vated water. An additional option is to include

KELEA activated water in wearable waterceuti-
cal pouches™, which can be directly applied to
the affected areas of the skin. These pouches
are currently being used as a general means of
boosting the level of overall wellness in patients
with various chronic illnesses. In a limited and
ongoing study, the pouches are expediting the
post-exercise recovery of horses (unpublished).
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