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ABSTRACT

We began a study about the three main causes of blindness in 1990, because their incidence and prevalence have not
changed in the last forty years. Twelve years later we concluded that the main source of energy for the human retina is
water, not ATP. And this is also true for the entire human body. Water is the main source of energy. The amazing capa-
bility of eukaryotic cells to break or dissociate the water molecule was unsuspected to us because it takes 2000°C de-
grees to dissociate water in a laboratory environment, and until today, it was believed that only plants were capable of
accomplishing this. Photosynthesis occurs in humans as it does in plants. The water that we drink every day is not just
to wash away detritus and toxins; it is not just a cleaner, nor a simple solvent. When our body dissociates the water
molecule, cells are able to get their energy from Hydrogen (Hydrogen is the energy carrier that Nature uses the most).
Water is our main source of energy. If our body couldn’t acquire energy from water, we would need to eat between 50 -
170 kg (110 - 374 [bs) daily. In any system, when a generalized failure occurs, we must suspect energy first. Parkinson
and Alzheimer’s Disease are examples of a generalized failure. That explains why it is not uncommon that patients im-
prove dramatically with pharmacological stimulation of the human photosynthesis process. Recall that the brain needs
energy not only to grow or to perform its functions, but also to preserve its form and shape. The best energy for human
cells is Hydrogen.
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1. Introduction poral-lobe structures, are important pathological features
of Alzheimer’s disease, however, they are not specific.
Loss of neurons and white matter, congophilic (amyloid)
angiopathy, inflammation, and oxidative damage are also
present, but are not pathognomonic of AD. Af peptides
are natural products of metabolism consisting of 36 to 43
amino acids. Therefore it seems that the sequence of
normal metabolism does occur but with alterations diffi-

cult to assign to the relationship activity-structure of the

Many molecular changes have been detected in Alz-
heimer’s disease, but the overarching theme that emerges
from the data is that an accumulation of misfolded pro-
teins in the aging brain results in oxidative and inflam-
matory impairment, like the damage that occurs in other
tissues, such as the eye, skin, liver, etc., which in turn
leads to energy failure and synaptic dysfunction®. How-

ever, in light of our new knowledge and discoveries, we
can say that glucose is not a source of energy, rather, it is
just a source of biomass, therefore, the energy failure
happens first, and alterations to the biomass, happen
secondly.

Cerebral plagques laden with g-amyloid peptide (Ap)
and dystrophic neurites in neocortical terminal fields, as
well as prominent neurofibrillary tangles in medial tem
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molecules themselves, because their presence is normal
at certain levels.

An imbalance between production and clearance, and
aggregation of peptides, causes Af to accumulate, and
this imbalance more than the final excess of byproducts,
may be the initiating factor in Alzheimer’s disease. From
our point of view, the imbalance is a result of the low
levels of energy available. On the other hand, Ag spon-
taneously self-aggregates into multiple coexisting physi-
cal forms, a common behavior in many molecules in Na-
ture.
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2. Amyloid g

2.1. Alzheimer’s Disease Is an Energy, and Not a
Biomass Troble

In brain-slice preparations, dimers and trimers of Ag are
toxic to synapses [1]. The severity of the cognitive defect
in Alzheimer’s disease correlates with levels of oli-
gomers in the brain, not the total Ag burden [2]. Neu-
ronal activation rapidly increases AS secretion at the
synapse, a process tied to the normal release of vesicles
containing neurotransmitters. Physiologic levels of syn-
aptic A may dampen excitatory transmission and pre-
vent neuronal hyperactivity [3]. Therefore, molecular
changes described in the literature concerning AD are
based in compounds that are not strange to the tissue, the
main difference between normal and ill tissue is the amount
present, we could say; in general terms, the changes in
biomass composition observed in the brain of patients
with AD are not really significant, therefore Alzheimer’s
Disease is not a biomass problem, it is an energy prob-
lem.

Increased oxidative stress, the impaired protein-fold-
ing function of the endoplasmic reticulum, and deficient
proteasome-mediated and autophagic-mediated clearance
of damaged proteins—all of which are also associated
with aging—accelerate the accumulation of amyloid and
tau proteins in Alzheimer’s disease [4]. Therefore, a gen-
eralized failure of the cell is evident, and in any system,
with a similar behavior, we must think of energy first.

2.2. Energy and Eukaryotic Cell

The main source of energy of the eukaryotic cell is water,
not ATP. The profound misconception that food, glucose
or ATP are the main source of energy has its basis in the
lack of knowledge of the hitherto unknown capacity of
melanin to split the water molecule [5]. Until today, the
fact that human tissues have the capability to take hy-
drogen from water—the energy carrier by excellence in
the whole Universe—arising from the splitting of water,
as plants do, was totally unknown before our work.

It was unthinkable that an expensive chemical reaction,
from the energetic point of view, such as water dissocia-
tion, that requires 2000°C in the laboratory to take place,
might occur at room temperature in our body. The sole
possibility seemed berserk. However, our studies re-
searching the three main causes of blindness allowed us
to detect the hitherto unknown fact that melanin is the
“human chlorophyll”. This amazing compound absorbs
photonic energy and transforms it into chemical energy.

3. The Cycle of Solis-Herrer

An exhaustively review of melanin is out of the scope of
this work, therefore we will write only about the main
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characteristics of the process. We refer the interested
reader to the works of Dr. Paul Meredith and Dr. Dad-
achova [6].

The reaction in chlorophyll is as follows:

2H20 — 2H2 + Oz
where as in melanin, the reaction is:
2H20 “—> 2H2 + 02

Notice that the reaction in melanin occurs in both di-
rections.

This apparently slight difference between the two is
the hallmark of mammal and human life. It is not about
dissociating ad infinitum, because hydrogen and the en-
ergy that it carries are the basic fuel of the cell. Eu-
karyotic cells use hydrogen in many ways, starting with
the fact that hydrogen is without a doubt the best-known
antioxidant. Hydrogen could even reduce oxygen itself
and form that strange substance that we call water.
Therefore, the main product of the chemical reaction is
hydrogen, the energy carrier by excellence in Nature;
oxygen is toxic at any level.

Furthermore, melanin could increase oxygen concen-
tration in some tissues, by means of water dissociation,
up to 97% but not more, because at that point the reac-
tion changes direction and begins to reform water, and
produces simultaneously with the liquid an orderly flux
of electrons that could be registered with appropriate
instruments as an undulant direct current.

3.1. Mitochondria, the Power House of the
Eukaryotic Cell

In many diseases without a defined or specific anatomic
or histological substrate, such as Alzheimer’s and other
neurodegenerative processes of unknown etiology, it’s
very likely that the ground alteration is a chronic short-
age more than an acute shortage of the supply and there-
after availability of hydrogen from the water dissociation
process. The main and consistent findings should be mi-
tochondrial alterations, because hydrogen is the precise
compound that drives ATP synthase, and when hydrogen
supply is not adequate, then the main function of ATP
synthase (synthesis of ATP) is impaired. Pioneering bio-
chemical studies have long forged the concept that the
mitochondria are the energy powerhouse of the cell.
These studies, combined with the unique evolutionary
origin of the mitochondria, led the way to decades of
research focusing on the organelle as an essential, yet
independent, functional component of the cell [7]. How-
ever, mitochondria are organelles that function within an
integrated reticulum that is continually remodeled by
both fusion and fission events; therefore like any other
cell component they require energy. So, where is this
energy for the mitochondria coming from?
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3.2. The Answer

Water dissociation is the answer. We could infer that the
way the human photosystem releases energy is com-
pletely adequate with many diverse goals. The energy
spreads out continuously and symmetrically in all direc-
tions through the cytoplasm, night and day. Furthermore,
water splitting is not the source of energy for the mito-
chondria alone, rather every organelle inside any eu-
karyotic cell needs energy to stay in good function, shape
and therefore performance (Figure 1).

In regards to the relationship between water dissocia-
tion and ATP formation we have that the hydrogen re-
leased by the Human Photosynthesis process it is not
solely or exclusively used by the Mitochondria in the
Oxidative Phosphorilation process, a set of biochemical
reactions not yet well understood. In fact, one of these
main reactions, known as Mitchell’s Chemo-osmotic
Theory, remains a theory decades away from being pos-
tulated. Rather, the cell uses hydrogen in many metabolic
pathways. To cite an example, hydrogen is, without doubt,
the best antioxidant.

The heterogeneity of pathways that could initiate and
drive Alzheimer’s disease has shown that there is no sin-
gle linear chain of events, therefore it is a generalized
failure, so we must think of a failure in energy first, an
impaired water splitting process, and not suspect ATP,
blood or glucose metabolic pathway. To complicate mat-
ters, some changes are not pathologic but reactionary or
protective.

3.3. The Brain

Anatomically, the brain is a good example to sustain our
finding that the main source of energy is water, not ATP,
blood or glucose.

3.4. Aging-Related Process and Human
Photosynthesis

It remains possible that many of these mechanisms, in-
cluding the amyloid hypothesis, are minor or wrong, and
that some critical aging-related process is the disease
trigger (Ref. [1]). Human Photosynthesis could explain
this aging-related process, because the capability of the
human body begins to decline in the mid-twenties. We
lose our capacity to perform the photosynthesis function
at its peak during adulthood (which is less than that of
embryonic period) at an approximate rate of 10% with
each decade of life after the mid-twenties, and when we
reach our fifties it goes into free fall.

The potential risk factor for sporadic Alzheimer’s dis-
ease, general anesthesia, promotes tau insolubility and
A oligomerization [9,10], and that is congruent with our
findings because the water dissociation capacity in the
human body is very sensitive to agents with an elevated

Copyright © 2011 SciRes.

Figure 1. Convolutions of the cerebral cortex have been
traditionally explained as a solution to adapt the greatest
amount of neuronal tissue in a limited bone-confined in-
tracranial-space. However, from the point of view of our
new knowledge, the real goal is to keep every inch, every
corner of neuronal tissue in contact with the water of the
ventricles and subarachnoid space. The main source of en-
ergy is the water of the CSF in the ventricles and su-
barachnoid space, not the blood vessels [8].

apparent distribution volume, such as anesthesia agents
and antidepressants.

The axonal-transport deficits are an internal derange-
ment that is probably an effect rather than a cause of
Alzheimer’s Disease; therefore it is not hard to believe
that it could be normalized with an adequate level of
human photosynthesis, or water splitting process, be-
cause the first requirement of any process in our body is
energy, undoubtedly.

The fact that Glucose intolerance and type 2 diabetes
are considered to be risk factors for dementia [11] is con-
sistent with our new knowledge that glucose is only the
main source of biomass, but the usual order of events are
alterations in energy first, and then biomass disorders in
second place.

Iron poisons melanin itself, so elevated levels of this
divalent transition metal are linked with neuro-degen-
eration in several ways [12].

The higher serum glucose levels that are common in
normal aging directly damage hippocampal structures
[13], probably because greater amount of water than
normal is required by the eukaryotic cell to move the
glucose molecule, lessening the availability of water to
produce energy by means of dissociation of the water
molecule.

Something similar happens in the imbalanced expres-
sion of low-density lipoprotein receptor-related proteins
and receptors for advanced glycation end products, pro-
posed by the neurovascular uncoupling hypothesis [14].
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4. Oxidative Stress

Dysfunctional mitochondria release oxidizing free radi-
cals, and in the brain of Alzheimer’s disease patients and
in the normal aging brain, they cause considerable oxida-
tive stress [15]. However, mitochondria cannot be dys-
functional if energy levels are adequate, because after
billions of years of evolution these organelles know very
well what they have to do. Experimental models show
that markers of oxidative damage precede pathological
changes [16]. AB, a potent generator of reactive oxygen
species [17] and reactive nitrogen species [18], is a prime
initiator of this damage, but the best antioxidant, without
question, is the diatomic hydrogen, the main product of
the water dissociation process performed by the Human
Photosystem, composed by Light/Melanin/Water, arran-
ged in order of abundance in Nature.

We can demonstrate that energy from water is a very
important source of hydrogen. The amount of food that
we ingest every day (about 700 g) cannot satisfy our
daily requirements of ATP (11000 calories a minute).
And devices such as this photo-electrochemical self-re-
newable cell, which can light up LEDs during years, day
and night, have demonstrated the flux of electrons. (Fig-
ure 2)

Therapeutic Results

In our clinic we have treated with extraordinary results
several patients with Alzheimer’s Disease (Figure 3 and
4), as well as patients with many other diseases by en-
hancing the Human Photosynthesis process. Because
Human Photosynthesis is the chemical reaction that fully
explains the origin of life, all biochemical processes,
tissues, organs and systems that comprise the human
body have been created after it and are owing to the en-
ergy transduced by the Human Photosystem. The basis of
the treatment is the enhancement of the water splitting
process with pharmacological agents developed by our
team. As we increase the available energy in the cells,
and because it is released symmetrically in all directions,
all intracellular organelles, even the nucleus, as well as
biochemical compounds present in the cytoplasm and
nucleosol, that require energy to be transformed, acti-
vated, or modified benefit in many ways in order to per-
form their function adequately.

5. Conclusions

The discovery that glucose is a source of biomass, and
not a source of energy, is groundbreaking knowledge.
Therefore Alzheimer’s Disease is an energy problem, not
a biomass problem. Any biochemical reaction requires
energy as a first step. Thereafter all changes in atoms,
molecules, cells or tissues also need energy to continue
with all the different subset of reactions, therefore, en

Copyright © 2011 SciRes.

Figure 2. The image shows an LED arrangement energized
with a device that we have developed to demonstrate the
biological event in the test tube [19].

Figure 3. Shows an Alzheimer’s Disease patient on the first
examination, notice the aggressive look on her face.

Figure 4. Same patient five weeks after starting treatment
using Human Photosynthesis enhancer.
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ergy is constantly needed. In other words, energy is re-
quired at the begining, during and after the reaction, i.e.
at all times.

In AD the chronic low levels of water dissociation
mean a chronic shortage of energy that will be mani-
fested several ways along the path of evolution of the
disease. Histological findings are in accordance with a
generalized more than a punctual failure, and in any sys-
tem with this type of alteration we must think of energy
first.
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