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A
well-defined pathological condition—a disease—
is often seen as a static phenomenon. In reality,
diseases are dynamic, changing, even evolving, and
exhibiting different stages over time.

The same toxins, antigens, metabolic waste
products, and other negative stimuli that we can characterize as
homotoxins may produce different symptoms in the some organ-
ism at different stages of the evolution of the disease. In the
homotoxicological view, the homotoxins are the real cause of the
disease, disturbing normal cell fîjnction and causing deregula-
tion of homeostasis.

THE TERM HOMOTOXIN
The concept of a homotoxin derives from the homotoxicologi-

cal paradigm. The term homotoxin denotes a substance that has a
disruptive effect on an organism as a whole. Generally speaking,
we differentiate between exogenous and endogenous homotoxins.

As Paracelsus said, in addition to the nature of the sub-
stance in question, the dosage is the deciding factor. The physical
condition of the patient also plays a decisive role, as does the
extent to which the same intoxication is repeated (and possibly
causes a cumulative effect).

Exogenous homotoxins are toxins that are toxic before
entering the body (eg. bacteria, viruses, and heav>' metals).

Endogenous homotoxins are substances that are produced
by the body itself during metabohc processes and that are not
metabolized properly and or excreted. They become toxic in the
body itself (eg, CO2, lactate, and calcium oxalate deposits).

after the a uto regulating system (ARS) has reacted to the threat.
This means that illness is not the presence of symptoms as
such, because these should only be seen as proof of ongoing
defense activity.

As long as clinical symptoms are only viewed as a threat to
the quality of life of the patient and the entire treatment is geared
to the removal of these symptoms, the results will be superficial
and the patient's long-term health is actually being compromised.

A biotherapeutic regulatory treatment considers the caus-
ative homotoxins and, by stimulating the body's own ARSs. will
affect the actual causes of the illness. Biotherapy is always a regu-
latory therapy and never a suppression therapy.

Diseases are the expression of biologically purposeful
defense mechanisms against endogenic and exogenic homotox-
ins or the expression of the organism's efforts to compensate for
toxic damage it has sustained.

THE HOMOTOXICOLOGICAL DEFINITION OF DISEASE
From a homotoxicological viewpoint, illness is caused by

the body's reaction to the presence of disruptive homotoxins.
The recognized clinical symptoms of illness are what surface

The following will take a closer look at this definition and
interpret the individual terms in the phrase "expression of bio-
logically purposeful defense mechanisms."

Expression: What we see is not what we get. The symptoms
are only the result of a defense activity of the organism against
disruptive influences. Causal treatment means that we will have
to do something about the disrupting homotoxins, which can be
done by the regulation of the defense activity. Mere suppression
of the symptoms is comparable with pushing an iceberg under
the water, hoping that it will never reappear. If the pushing stops,
the iceberg reappears. This phenomenon explains recurrence in
classical medicine.

Another comparison can be made. Disease symptoms are
only an expression of something deeper, just as the words a per-
son uses are only an expression of his or her thoughts.
Suppression of words, a ban on speaking, can never change the
cause of talking, which is in the mind of the speaker. Treatment
of the mind, as in psychotherapy, will automatically result in dif-
ferent expressions. Treatment of the mind is more effective in the
long-term because it is a causal treatment. In the same way, the
suppression of fever in viral infections will seem to be effective in
the short-term. In the long-term, it will only increase the prolifer-
ation of the virus because fever has a microbicidal effect.

Biologically: Bios means "life" and logos means "word" or
"study"; thus, biological means "in accordance with life."

Puqjoseful: The concept implied by this term is extremely
important in the homotoxicological defmition of disease. It
means that the reaction of the defense system will be in propor-
tion to the need to reach the target, which is the elimination of
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homotoxîns. Every regulatory aspect that homotoxicology is
encompasses is incorporated in this concept of purposefijlness.
For example, autoimmune diseases are an inappropriate reaction
of the defense system, as is hay fever. The reaction of the defense
system is not in appropriate relationship to the danger posed by
the aggressor (dust or the pollen).

Defense mechanism: Part of a system that will react accord-
ing to defined rules. The regulatory aspect is important: blockage
of these regulatory mechanisms compromises the system and
there is a risk of chronic involvement.'

THE DISEASE EVOLUTION TABLE AS A PRACTICAL
INSTRUMENT IN DAILY PRACTICE

The disease evolution table (DET) is a two-dimensional
graphic representation of the progression or regression of illnesses
in six successive phases in response to how the body's defense sys-
tem reacts to the presence of homotoxins (exogenous and/or
endogenous) (Figure 1). Along the horizontal axis are the phases of
diseases in order of severity. The horizontal axis also represents
how the body deals with the homotoxins present. On the vertical
axis are represented the dilierent tissues/organs according to their
embryological origin. In principle, each presenting clinical condi-
tion or disease state can be classified within this six-phase DET.

In consulting the DET, it is important to remember that the
body will activate its natural defense mechanisms at three major
pathophysiological levels or phases (humoral, matrix, or cellular)
in an attempt to inactivate or detoxify and eliminate the homo-
toxins at each level. Each of these major pathophysiological phas-
es is fiirther subdivided into two other phases. If not successfijl at
the first stage, the body will attempt again in the next phase. The
illnesses will become more serious, and the attempts to treat
them will become increasingly difficult as the phases progress
toward the last phases on the right of the table.

The DET is a very useful conceptual and practical means for
cUnically evaluating and following the natural tendency or evolu-
tion of the biological disease processes in the patient. To be able
to classify the current status or stage of a patient in such a table
and to be able to follow the patient's clinical history, it is neces-
sary to become familiar with the interpretation of each axis in
the DET. Depending on the patient's location on the DET, specif-
ic antihomotoxic therapeutic strategies will need to be instituted
to induce positive curative changes.

Thus, not only does the table categorize the stage and sever-
¡i\' of pathological processes, it also becomes the basis for deter-
mining or planning the best therapeutic approach to ameliorate
the patient's health status.

The Embryonic Differentiation of Tissues (DET Vertical Axis)
Tissues are classified vertically according to their develop-

ment from the three embryonic layers (ectodermal, endoder-
mal, mesodermal).

The Six Phases of Disease Evolution (DET Horizontal Axis)
The horizontal axis of the DET shows six successive phases in

which diseases may occur. Patients do not have to pass through all
the phases individually and successively to reach a phase at the right
side of the table. The patient's history may .show a zigzag pattern, or
some phases may be skipped and will not occur at all in the history.

In fact, the six successive phases refer to the characteristics of
the relationship between the organism and the presence of homo-
toxins and how the organism reacts to their disturbing presence
(with regulation or compensation mechanisms). Initially, we see
how the body reacts to intoxication as a trial for regulation and
repair of homeostasis. Further on, we see what the intoxication
does to the body, pushing it to compensation strategies.

The Humoral Phases

The humoral phases on the DET comprise the excretion
phase and the inflammation phase, which are related by their
"humoral" characteristics. Both phases are characterized by the
final excretion of homotoxins, via direct excretion pathways or a
complex process of inflammation. Excretion and inflammation
are both strategies of regulation.

Excretion Phase. The excretion phase covers all the hypersé-
crétions (endocrine) and hyperexcretions of the body in different
organs and tissues. Because those secretions and excretions are
increased compared with the normal standards in the population,
they may be seen as a first stage of disease. Ofcour.se, the presence
of homotoxins is a dormant danger and elimination and detoxifi-
cation are needed. However, under normal conditions, detoxify-
ing organs and excretion systems will eliminate them without
manifestation of any significant clinical signs and symptoms
because this is merely an amplification of a physiological process.

In this case, although there is a certain level of intoxication,
in the normal course of living, the body deals with it almost pas-
sively without causing any significant clinical manifestations typ-
ical of defensive reactions. Thus, the elimination of toxins occurs
as a normal increased excretion process, and the patient has no
other clinical complaints.

Inflammation Phase. Once homotoxins reach the extracellu-
lar and/or intracellular space, the body will begin some form of a
local defense reaction to counter the "intoxication" status. The
appearance of this local "inflammatory" reaction is the reason
why the patient is considered to be in an "inflammation phase."
All acute inflammations are classified within this phase and
should be seen as regulatory cleansing mechanisms.

indeed, this first inflammatory reaction should be seen as a
welcome natural and physiological attempt by the organism to
eliminate the toxins. The activation of phagocytes and the pro-
cess of phagocytosis should be seen as the first reactive step of
detoxification. All of the classic characteristics of inflammation
might be present: swelling, redness, pain, temperature increase,
and loss of fiinction in the affected tissue.

Acute inflammation should thus be seen as a "cleaning" pro-
cess of the matrix as the ultimate goal is to get rid of the homotox-
ins. The cell per se is not yet involved, although the inflammatory
processes can passively damage the cell (eg, when free radicals are
released by "frustrated" or "overzealous" neutrophils). This
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Organ System/TiSMie

1. EPIDERMAL

2. ORODERMAL

3.NEUR0DERMAL
PNSandCNS

4. EYE

5. SYMPATHICODERMAI.

6. MUCODERMAL

1. Respiratory
2. Digestive

3. UrugenJtal

7. ORGANODERMAL
L Exocrine Sexual
2. Exocrine D^estive

3. Respiratory

4. Endocrine

8. CONNECTIVT TISSLIE

9. OSTEODERMAL

10. HEMODERMAL
1. Blood

2. Heart

3. Vauiilar

U.1.YMPH0DERMAL

12. CAVODERMAL

13. NEPHRODERMAL

14. SERODERMAL

15. GERMINODERMAL

16. MUSCULODERMAL

HUMORAL PHASES

Excretion I^iase

Increased sweating, cenimen, sebum, smegma

HypersalJvation, hyperlacrimadon

Increased secretion of
neurotransmitters

Increased adrenaline and
noradrenaline seaetion

Sputum
Increased digestive juices

Increased mucous pnxluclion

Lactorriioea
Increased bile salt secretion, increased gastric

acid secretion

increased thyroid liomiwies, parathyroid
hormones, ihvmic hormones, insulin, gluca-
goii. enteric hormones, cortico suprarenal
hormones, adeno hypohyseal homiones

iiiiTea.setlseiTetinn nl

metailoproteinases. iiirreiise
in glycoprolein formation

Increased cardiac outpul, tachycardia

Increased production of endothelial mediators

Increased lymph production

Increased j o v i a l liquid.
cerebrospinal fluid

Frequent urination

lncrea.sed production of serous ñuid

Male: Increased seminal fíuid

Female: Heavy menstruation

Myal^a

inOanunation Phase

Dermatitis, impetigo, abscess, furuncle, odtLs

externa

Otitis media, pharyngitis, stomatitis, gn^vitis.
apthous ulcération, glossitis, rhinitis (acute).
.sinusitis (acute), laryngitis, dental abscess

Neural^a, neuritis, polyneuritis, meningitLs.
encephalitis, tiigeminal neuralgia (acute)

Conjunctivitis (acute)

Flushes, hypervagotomy.
hypersympathicotonus

Bronchitis (acute), tracheitis
Esophagitis (acute), gastritis (acute),

gastroenteritis (acute), colitis
BartholinitLs, cystitis, urethritis, infections of

the urogenital mucosa

Mastitis
Pancreatitis, sialitis

Acute pulmonaiy abscess, pneumonia

Thyroiditis, ̂  De Quervain's Úiyroiditis

Abscess, reactive inflanuiialory response of the

matrix, tendonitis

Osteomyelitis, chondroiüs

Leukoqtosis neutrophilia. anemia related to
acute infection

Myocarditis, extrasystoles, acute rheumatic frver

lUebitis, arteritis, endothelial inflammation

Tonsilitis, adentitis. adenoidids, iymphai^tis

Arthritis, polyarthritis, synovitis.
acute rheumatic disea.se

N^hritis, ^omeruionephritis. pyelitis

Pleuritis, peritonitis, pericarditis

Prostatitis, epididymitis. orchitis

Ovaritis, adnexitis, metritis, dysmenorrhea

Myositis

MATRIX PHASES

DepoatíaaVhase

Hyperkeratosis. seborrhoic eczema, naevus, skin tags
(soft wart)

Nasal polyp, Eustadiian tube catarrh (serous otitis
met^a), dental granuloma

Neuroma, amyloid depcmtion. heavy metal deposition

Pterypum. mouche volante (floaters), iris spots (initial)

Ganglian neuroma

Nasal polyp
Gastric polyps, intestinal polyps, obstipation.

melanosis of the colon
Bladder polyps, uterine polyps

Mammary cysts, breast calcifications
Cholelithiasis, .steatosis hepática, pancreatic calcifica-

tions, pancreatic cysts, liver cysts, Wilson's disease.
salivary gland calcifications

Bronchiectasis, pneumoconiosis

Thyroid q'sts, adrenal cysts, adrenal adenoma, hypophy-
seal adenoma, thymoma, insulinoma, parathyroid
^ n d adenoma, thyroid goiter, adrenal adenomas

LiptJiiia, storage of loxins in the matrix, amyloidosis.
mucoptilj^ccharidosis, periarthritis humeroscapu-
laris calcinosa

Osteophyte formation, bone cysts

Tiirombocytosis. p(%cytania (reactive), hypercoi^ulation

Lefi ventricular hypertrophy, coronary atheroma

Venoas stasis, arterial plaques (atheroma), hemorrhoids

Lymph edema, lymph adenopathy, tonsillar hypertro-
phy, adenoid hypertrophy

Hydrops (articular), gouty tophi, bemaithrosis

Nephrolithiasis, renal cysts, renal sand, orthostatic
albuminuria, hematuria

Pleural effusion

Spermatocele, early b e n ^ prostatic hyperplasia (BPH)

Ovarian cy.sts, uterine polyps, uterine ñbrcñds

Myogelosis, myositis os.sificans
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s TA lus or REGlILA'llON/DEREGn.ATlON DISEASE

1 MATRIX PHASES

1 Impregnatûm Phase

1 Atopic eczema, urticaria, warts, fissura anî, acne rosacea. hirsutism

1 Atopic rhinitis, hay fever, sinusitis (chronic), rhinitis (iatrogenic),
• anosmia, Ménière's syndrome, hypoacusis

I ^ilepsy (petit mal), paresis, öcs, neuritis (toxic), attendon-deficit-
H li)peractivity syndrome (ADHS), Guillain Barré sjTidronie.
I poliomyelitis (acute), tiigeminal neuralgia (chronii;)

1 UveÜtis.a!leipc conjunctivitis, iris spots (chronic), iritis, astigmatism,
I myopia. pre.sl)yopia. keratoconus. pannus. arch (senile)

1 Dysautonomia (including orthostatic hypertension)

1 Bronchitis (asthmatic), chronic tracheids (viral), cystic fibrosis
1 Gastric ulcer, duodenal ulcer, gluten enteropathy (mild), leal^ gut
1 .syndrome, dysbiosis
• Interstitial cystitis

H Mammary libroadenoma, ñbrocystic mastopathy
5r Chronic hepatitis, chronic pancreatitis, viral pancreatitis,
5 (eg, mumps), alcoholic hepatitis, cystic fibrosis

a
z Bronchial a.sthma, cystic fibrosis

% Grave's disease, Hashimoto's disease (first stage), puerperal
4j thyroiditls. Cushlng's syndrome, precocious puberty.
S atlrenal exhaastion

é
s Mixed connective tissue disease (MCTD), Marian's .syndrome,
2 Ehlers-Danlos syndrome, ^hingolipidosis

Osteomalacia, eariy osteoporosis

Fxisinophilia, leukopenia, anemia (including anemia of chronic
disorders), h)percoagiilation

Angina pwioris. atrial enlargement, arrhythmia cordis, rheumatic
fever atfecting the heart, proiapse of ihe mitral valve. (Barlow's
s\'iidrome). cardiomyopathy

Vasculitis, arteriosclerosis, varicose veins, panartedtis nodosa,
angioma, varicocele

1 [ldurated edema, venereal tymphogranuloma, cat scratch disease

Chronic arthritis. Reiter's syndrome, hydrocephaly. spinal disc
hemiation

Preclinical nephrosis, nephrotic syndrome, chronic hematuria,
Goodpasture's syndrome, autoimmune giomerulonephñüs

I lirunic exsudative pleuritis and serositis, asdtes, chronic
pericarditis

BPH, oligo astheno^rmia

Chronic adnexitis. amenorrhea

.Muscular asthenia, mitochondrial myopathy, autoimmune
dermatomyositis

^^m

CELLULAR PHASES

D^aierati(m Phase

Psoriasis, decubitis ulcération, radiation injury, panphigus vulgaris

Otosclerosis, deafness (transmission), ozaena, atrophie rhinitis, dental car-
ies, paradontosis

Parkinson disease, epilepsy (grand mal), Alzheimer's disease, multiple
sclerosis, aniyotrophic lateral sclerosis, peripheral neural atrophy,
diabetic neuropathy, neurofibromato«s

Glaucoma, cataract, hemianopsia, macular degeneration,
paralytic myddasis

Addison's disease, reflex sympathetic dystrophy ffi5D) or Sudek's
syntironie. Homer's syndrome

Chronic obstructive pulmonary disease (COPD), atrophy of bnmchial mucosa
Crohn's disease, colitis ulcerosa, atrophy ofthe small intestinal villi, gluten

enteropathy (severe)
Alrophy ofthe urogenital mucosa

Breasl atrophy, gynecomastia
Hepatic cirrhosis, hepatic iatrogenic dLiease

Emphysema, chronic pulmonary ^Kcess, interstitial ñbrosis ofthe lung,
fungal balls

! lashimoto's disease (second stage), Riedel's thyrdditis. parathyroid atrophy

Scterodenna, carbohydrate deficient gjitKoprotein syndrome, Peyronie's
disease, progeria, Dupuytren's contracture

Osteoporosis, Paget's disease

Aplastic anemia, thrombocytopenia {including idiopathic thrombocytopen-
ic purpura), pancytopenia, Vaquez's disease

Myocardial iniarct. ventricular arrhythmia, stenoas and insufficiency ofthe

cardiac valves

Peripheral vascular disease, aneurysm, arteritis obliterans

Lymphatic tuberculosis, elephantiasis

Arthrosis, anl^osing s p o n ^ t i s

Nephrosis. chronic glomenilonephritis, tuberculosis ofthe urogenital tract

Plerual, pericardial, and peritoneal tuberculosis, pleural adhesions

Sterility

Infertility, ovarian atrophy

Muscular atrophy, muscular dystrophy

DetMerentiatíon Phase

Squamous cell carcinoma, basal cell
carcinoma, melanoma

LeukofJakia (orodermal). cancer of
the tongue, laryngeal cancer,
nasc^haryngeal cancer, trachea! cancer

Glioma, meningioma, astrocytoma

Retinal cancer, retinoblastoma

Pheochromocytoma, neuiwblastoma

Trachea! cancer, bronchial cancer

Barret's esophagus, esophageal cancer, gastric
cancer, duodenal cancer, rectal cancn

Bladder cancer, cer^âcal carcinoma

Mammary carcinoma
liver cancer, pancreatic cancer

Pulmonary cancer

Thyroid cancer, parathyroid cancer, adrenal
cancer, cardnoid syndrome

.Sarcoma

Osteosarcoma

Leukemia

SaK'oma

An^osarcoma

Lymphoma (Hod^n's. non-Hodgkin's),
lymphosarcoma

Sarcoma, chondrosarcoma

Hypemephroma, Wilms" tumor

Mesothelioma, primarv' peritoneal
carcinoma, primar)' pleural cancer

Prostate cancer, testicular cancer, seminoma,
teratoma

Ovarian cancer, ovarian teratoma

Myosarcoma

COMPENSATION. TENDENCY TO AGGRAVATION. DOUBTFUL PROGNOSIS.



inflammation is hallmarked by normal angiogenesis and mostly
complete tissue restitution.

The Matrix Phases
The matrix phases comprise both the deposition and

impregnation phases because the ECM is central in both.

Deposition Phase. This phase is an expression of the body's
incapacity to eliminate (excrete) homotoxins, when predominant
storage of toxins within the ECM begins to cause disorders of
regulation. It is reached when the body has to temporarily store
(deposit) toxins. This may occur for two reasons: (1) the inflam-
matory process (the previous phase) was not adequately activat-
ed or was blocked or suppressed (eg, by antiinflammatory
drugs); or (2) the excretion mechanisms are hypofunctional or
the toxic load is excessive. Consequently, if inflammation path-
ways are blocked or the amount of homotoxins gets out of hand,
the organism will choose a process of (temporary) storage or
deposition ofthe homotoxins.

Clinically, this phase is a relatively silent process with very
few clinical signs and symptoms; however, it is a quite danger-
ous process. It is only a question of time before the homotoxins
will infiltrate into the cell or from outside the cefl will interfere
with and have many effects on normal cellular functions.

Impregnation Phase. Once the homotoxins begin to
"impregnate" the ECM or infiltrate within the cells, inducing
intracellular effects, diseases of the impregnation phases
appear. Homotoxins practically become part ofthe structural
components ofthe connective tissue and the matrix. Some tox-
ins (eg, viruses) may also directly penetrate cells within the
connective tissues and/or cells ofthe parenchyma. Toxins that
reach this stage will begin to induce functional changes both in
the matrix and in cefls, such as blocking of enzymes or meta-
bolic pathways and compromise ofthe mitochondrial respira-
tory chain. We see less efficient functioning ofthe cell, and the
reactions ofthe organism toward the homotoxins are often not
purposeftil; a minimal load of specific homotoxins produces an
overreaction of the organism's defense mechanisms (eg, asth-
ma, hay fever, migraine, or gastric ulcer). Histologically, some
changes in structural components begin to become evident.
Clinically, signs and symptoms that are indicative of cellular
damage will appear.

A number of diseases classified in this phase will manifest
as low-grade chronic inflammation with episodes of acute exac-
erbation, such as asthma or inflammatory bowel disease.

The impregnation phase can be reached in a very short
time, depending on the characteristics ofthe homotoxins. Most
viruses will attempt to enter a host-cell and proliferate rapidly;
although the organism will try to develop a specific defense
(immunoglobulins) and eliminate the infected cells (T-cell activ-
ity and NK cell-induced elimination), the immediate situation
is an impregnation phase because ofthe intracellular presence
oí the homotoxins (the virus). Sometimes, even if tissues are
fully restored and the lost cells are replaced, the viral condition
remains in the impregnation phase while the virus is present if

the virus is incorporated into the genetic material of the host
cell. In postviral syndromes, this situation can last for a long
time, even years.

The Cellular Phases
In the cellular phases, the cell itself is involved and the dis-

eases are purely cell related. The cellular phases comprise the
degeneration phase and the dedifferentiation phase. These
phases are hallmarked by chronic inflammation, tissue scar-
ring, and also abnormal angiogenesis, which is seen in degener-
ative diseases such as osteoarthritis as well as in cancerous
processes. The organism will try to compensate the damage
that occurs in certain tissues. Regulation mechanisms fail.

Degeneration Phase. The natural defense system is no lon-
ger able to eliminate or excrete toxins from the ceils and/or the
matrix, or the imbedded homotoxins cause disruption ofthe
cell-to-cell communication as well as the matrbc-to-cell commu-
nication. Intracellular structures, including genetic compo-
nents, cellular membranes, and even extracellular groups and
systems of cefls, become increasingly and seriously damaged.
Predominantly cellular damage occurs in this phase. The pro-
gressive intoxication causes complete functional loss ofthe
affected cells until they die. In the long term, we see tissue loss
and limited function ofthe whole affected tissue. By definition,
the degeneration phase is involved in chronic degenerative dis-
eases, most of them irreversible.

Dedifferentiation Phase. The dedifferentiation phase is
involved in all diseases in which abnormal cell proliferation
(tissue growth) is the main characteristic. Cells lose their speci-
ficity and dedifferentiate to totipotent cells (inverted embryo-
logical specificity) that can easily also lose their restraining
controls and begin to migrate to other locations in the body
(métastases). In this phase of complete degeneration, the body
becomes increasingly influenced by endogenous homotoxins
(ie, toxins generated within the body through cellular destruc-
tion). All malignant tumors (cancers) are classified here.

The Regulation/Compensation Division
Between the third (deposition) and fourth (impregna-

tion) phases, there is the so-called regulation/compensation
division (RCD). This is an artificial dividing line that demar-
cates the point that separates the ability of a patient to self-
regulate or merely to compensate for the damage if there is no
external help.

This boundary is very important physiologically, patho-
logically, and clinically—and thus therapeutically—because it
is the separating line between (i) the phases in which simple
excretion of toxins is still possible and tissue restoration is
achieved, and (ii) the impregnation phase, in which simple
excretion is no longer achievable, at least spontaneously, and
the healing and compensation are characterized by destruction
of tissues (fibrosis or metastatic cancer growth).

To the left of the RCD, the tendency of the organism is to
regain homeostasis. Deregulation is corrected, and intoxications
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are purposefully drained and detoxified if possible. To the right
of the RCD. the organism will change its strategy and choose
compensating measures to keep it functioning for as long as
possible. Because regulatory capacities are more or less lost, the
organism seeks compensation for the losses.

Clinically, the prognosis is quite good to the left of the
RCD. Pathological conditions react very well using simple ther-
apy schemes in bioregulatory medicine as ARSs remain intact
and can be influenced. To the right of the RCD, the prognosis is
more dubious, and there is a tendency for aggravation.
Bioregulatory medicine can be very effective, but the therapy
schemes will be more complex because of the need for more pil-
lars of antihomotoxic treatment.

Classification on Ihe Table
Because disease is dynamic, it is useful to classify a patient

on the DET each time the patient is seen in consultation. It is
only then that the evolution of the patient's condition can be
correctly evaluated homotoxicologically. Relocations from left
toward the right and from top toward the bottom on the table
are signs of disease aggravation or disease evolution. The move-
ments in the opposite directions are signs of disease ameliora-
tion or health evolution. Thus, the patient's history is essential
for a good understanding of what evolution is actually taking
place and for determining the correct medications to support
evolution toward a more healthy state (health evolution) or to
counter a negative trend (disease evolution).

Decision Tree for Classification
To classify a patient's current disease on the DET, we look

first at the aftected tissue. The vertical axis gives a classification
of tissue going from more structured to less structured, such as
the mesenchyme. This classification from the top toward the
bottom of the table follows the sequence of embryonic develop-
ment in four poles. Icons on the left of the DET will help recog-
nize the affected tissue in the embryonic layers (ectodermal,
endodermal. and mesodermal).

Secondly, the phase of the disease should be identified.
The main characteristics of each phase should be compared
with the clinical characteristics of the presenting disease. The
main phase characteristics are as follows.

• Excretion phase: Hyperexcretions or hypersécrétions are
present. The excretion and secretion pathways are in
overdrive, excreting or secreting many more substances
than in "normal" conditions (compared to set point val-
ues). However, very few or even no clinical complaints
are present.

• Inflammation phase: Acute inflammation is present and
is confirmed clinically (symptoms including pain, swell-
ing, redness, warmth, and loss of function of the affect-
ed tissue). The inflammation phase includes acute
inflammation reactions only, not the chronic ones or
those related to allergies. As already mentioned, the
process is finite, with normal restitution of tissues and

normal angiogenesis. Chronic inflammatory reactions
may lead to cellular damage and are found to the right
of the RCD. Allergies are repetitive inflammation reac-
tions alternating with periods of latency, in which the
patient is free of symptoms, and belong to the impreg-
nation phases, not the inflammation phases.

• Deposition phase: Storage of bodily liquids or substanc-
es from external or metabolic origin is present. The
deposition of homotoxins does not need to show clinical
complaints to be defined as a deposition phase. The fact
of physical deposition is sufficient. Thus, even if polyps,
cysts, and calculi give no complaints at all (at the
moment), they should be classified as deposition phases.

• Impregnation phase; Diseases are in this phase when
the effects of the intoxication are causing intracellular
damage. Clinically, we may see acute exacerbation peaks
of the disease alternating with periods of latency, often
characterized by greater or lesser absence of clinical
complaints. Many diseases, such as hay fever, bronchial
asthma, migraine, gastric ulcer, and angina pectoris, are
impregnation phases. Also, viral infections often begin
with an impregnation phase because the virus infects
the cell intracellularly. The acute inflammation seen in
the evolution of a viral infection should be interpreted
as a health evolution in which the patient evolves from
an impregnation to an acute inflammation phase. The
inflammation is an immediate attempt of the organism
to get rid of the virus.

• Degeneration phase: In this phase, diseases are mainly
characterized by cell death. Most chronic degenerative
diseases are classified here. The healing is through fibro-
sis and there is abnormal angiogenesis.

• Dedifferentiation phase: In diseases in this phase cells
dediñerentiate (ie, they partly lose their specificity and
become totipotent). All tumors are classified here.

Consequences for Therapy
Therapy schemes for a specific disease related to a certain

position on the DET will have to conform to certain standards
in antihomotoxic therapy.

The therapeutic approach differs according to the phase
the patient is in. The types of antihomotoxic medications used
will vary accordingly. To the left of the RCD, drainage and
detoxification combined with immunomodulation are empha-
sized; to the right of the RCD. cell and organ support are added
to the therapy strategy.

The main point regarding the DET is that the farther right
and the farther down the table the patient's condition is. the
more complex is the required antihomotoxic therapy protocol.

DISEASE EVOLUTION
Progression (evolution) of the patient's pathological sta-

tus on the DET toward more serious conditions is too often for
iatrogenic reasons.
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FIGURE 2 Disease evolution: The patient's pathological condition
is worsening.

FIGURE 3 Health evolution: The patient's pathological condition
is improving.

Progression of the patient's signs and symptoms from the
left to the right of the table or from the top to the bottom of the
table, or a combination of both, represents a deteriorating condi-
tion and is called disease evolution (Figure 2). The inhibition or
suppression of natural biological defense mechanisms (eg, by the
indiscriminate use of antiinflammatory drugs) is frequently
responsible for the progressive involvement of the body in other
pathological conditions.

When toxins are inhibited from being excreted, they will not
only impregnate locally but will also easily be transferred to other
tissues, even at great distances from the original focal point:

• In linear progression, the toxins are transferred to other
tissues of similar embryological origin (eg, tonsillitis
[lymphodermal|-»polyarthritis[cavodermali-*nephritis
Inephrodermal]).

• In disordered progression, phases are skipped, and tis-
sues of different embryological origins are entered locally
and/or at a distance.

• Here, the disease tends to evoJve negatively in the ontoge-
netic and phylogenetic sense.

HEALTH EVOLUTION
A regression in the patient's pathological condition with the

relevant signs and symptoms (and actually with the reappear-
ance of old signs and symptoms) from the right to the left of the
table or from the bottom to the top of the table or a combination
of both is an indication of an ameliorating process. This process
is cafled health evolution (Figure 3).

In these cases, the disease tends to evolve positively in the
ontogenetic and phylogenetic sense.
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