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The significance of HIV infection in the onset of AIDS is still controversial. The
currently prevailing opinion in medical circles is that AIDS can be defined as an acquired
immunodeficiency disease which is caused by HIV viruses. On the other hand, a

considerable number of experts play down the role of these viruses and consider the main
caus€ of AIDS to be immunosuppressant risk factors in the patients' lifestyle [1]. Since
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The prevention of AIDS by preventing HIV infection has had little influence on the
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the body. In view of the above, AIDS prevenlion must take the followingform in high-
risk individuals at risk of AIDS: reduction of the infectious, toxic and psychic stress
mechartisms, and a balanced diet with additional use of antioxidant
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there is still no effective means of treating AIDS, preventive measures are of primary
interest. To date, priority has been given to the prevention of HIV infection. With
reference to the 9th International AIDS Conference held in Berlin in 1993, G.G. Frösner
described the results achieved as follows: "The dilemma of HIV prevention is becoming
ever more apparent; ephemeral successes of prevention programmes in certain regional
groups have so far had little effect on the course of the epidemic at the national and
international levels" [2].
In view of the growing need to ascribe greater importance to the prophylaxis of the
pathoiogical condition AIDS, clarification of the pathogenetic mechanisms of the disease
is the first priority. The prevailing opinion in medical circles still supports the view that
HIV viruses cause direct destruction of CD4 lymphocyes, and thus progressive
suppression of specific immune mechanisms. When this thesis was first put forward, the
many data concerning neuroqndocrine influences on immune reactions, acquired by
H. Selye since the introduction of the stress concept, was totally disregarded. AIDS
research thus became a branch of virology. Since no success regarding the prevention
and treatment of AIDS is in prospect using this approach following a decade of highly "

intensive virological research, in our opinion the time has come to look at AIDS from the
viewpoint of the classical pathophysiology of immune reactions.

Acquired immunodeficiency states as physiological components of all stress
reactions

The core of the stress concept first expounded by H. Selye in 1936 states that the body
presents an integrated resprcnse to the many somatic and psychical stresses [3], activation
of the neuroendocrine stress axis hypothalamus, pituitary and adrenal playing a central
role. The increased release of catecholamines and glucocorticoids from the adrenals
causes the metabolism to be concentrated on supplying rapidly avaiiable energy sources,
in particular glucose. The glucocorticoids limit the inflammatory reactions, thus raising
the susceptibility to infection. They lower the lymphocyte and eosinophil counts and
reduce the weight of the thymus, and are at the centre of suppression of specific
lymphoplasma-cell immune reactions.

Since the fundamental research conducted by H. Selye, great progress has been achieved
in understanding the pathophysiological phenomenon of stress and, in particular,
inflammatory reactions. We have learned that the systemic inflammatory phenomena
exhibit a biphasic course around the homeostatic mid-point. During ergotropic acute-
phase reactions, the specific lymphoplasma-cell immune reactions are suppressed. During
the trophotropic counter-reaction, in parallel with the subsidence of the acute-phase
reaction the specific lymphoplasma-cell immune reactions are returned to the
homeostatic norrn. Fig. I is a graphical representation of the biphasic phenomenon in
systemic inflammatory reactions based on a slide used by W.R. Hess during a lecture
given in 1942.

The most pronounced example of this phenomenon is sepsis following multiple trauma,
burns and major surgery [a]. In the first instance, the too-rapid release of excessive
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quantities of inflammation mediators causes adult respiratory distress syndrome (ARDS),
followed by multiple organ failure (MOF). If the patient suryives, this stage is followed
by sepsis caused by the total failure of the specific lymphoplasma-cell immune reactions.
This sepsis is due to often innocuous nosocomial bacteria, and frequently takes a fatal
course.

Pathosenesis of AIDS

According to our pathogenetic model published in 1993, in AIDS a multicausal
multiplicity of infectious, toxic, psychic and nutritive stress mechanisms cause

inflammatory acute-phase reactions, with chronic activation of mononuclear
phagocytes [5]. These activafed macrophages secrete an increased quantity of pro-
inflammatory cytokines such as IL-i, IL-6, TNF- ct, etc. These in turn cause stress-

induced suppression olspecific lymphoplasma-cell immune mechanisms. The increased.
activity of macrophages impairs their ability to immobilise intracellular opportunistic
pathogens, including HIV viruses. These break out and cause infectious inllammation
throughout the body. An important factor in this phenomenon is the inability of the
activated macrophages to revert to their homeostatic basal activity in good time. The
systemic iron overloading of macrophages observed in AIDS patients is believed to play
a central role here as a source of radically determined cell damage. The increased release
of the cytokines mentioned above also causes persistent hypercortisolism, which is

believed to be crucially involved in suppression of specific immune reactions.

This presentation of the pathogenesis of AIDS presented here is supported by more
recent studies, which show the principal reservoir of HIV viruses to be in the
macrophages, particularly the dendritic cells in the germinal centres [6]. It has

furthermore been shown that in healthy HIV carriers the viruses remain confined to these
cells, whereas in AIDS patients they are lound throughout the body [7]. The observation
that in AIDS the HIV viruses are always associated with other viruses which similarly
infect CDa lymphocytes, for example human herpesvirus 6, shows that HIV viruses are

rightly assigned to the group of opporrunistic micro-organisms which are successfully
kept in check by the healthy organism [8].

From the above it follows that, in high-risk individuals at risk of AIDS, prevention must
be carried out as follows: reduction of the infectious, toxic and psychic stress

mechanisms, and a balanced diet with additional use of antioxidant food supplements.

Our view of the pathogenesis of AIDS is in agreement with those of Eleni
Papadopoulos-Eleopulos [9] and H.C. Greenspan [0], both of whom regard an excess

of pro-oxidant radicals to be a main cause of the onset of AIDS in immunosuppressed
high-risk individuals.

Evidence of the preventive effect of dietary constituents with
antioxidant action
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A first important indication that dietary differences could inlluence the outbreak of AIDS
among HIV carriers is given by the W.H.O. "Current global situation of the HIV/AIDS
pandemic (Global AIDS Programme)" dated 4 January 1994. As the table below shows,
there are large regional differences in the incidence of AIDS reiative to the number of
those infected with HIV.

Region 
r

Recorded
AfDS cases

between 1979
and 1993

Estimated
number of

flIY carriers
Proportion

o,,/o

Low incidence of AIDS:

South and South-East Asia

l{oderate incidence of
AIDS'

North Africa and the
Middle East

East Asia and the Pacific

Latin America and the
Caribbean

Hieh incidence of AIDS:

Australasia

Western Europe

North America

3,728

2,214

i, 190

88,088

4,67 |

100,083

347,890

2,000,000

75,000

25,000

1,500,000

25,000

500,000

1,000,000

0.19

3.0

4.8

5.9

l9

70

35

The figures for Africa have been omitted because here the detection of HIV antibodies is
not a pre-requisite for the diagnosis of AIDS

In seeking the causes of these large differences in the incidence of AIDS among HIV
carriers, the following conclusions can be drawn: The high incidence of the disease in
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North America and Western Europe is clearly primarily a manifestation of
immunosuppressant risk factors in the lifestyle of HlV-infected AIDS sufferers. Since it
began in the early 1980s, the AIDS epidemic in these two regions has mainly affected
homosexuals and young male drug addicts. The unusually low incidence of the disease in
South and South-East Asia is probably a manifestation of the small number of
immunosuppressant risk factors in the lifestyle of HIV carriers in this region. There is
also reason to suppose that the antioxidant-rich Asiatic diet could play a supplementary
role in the prevention of disease in HIV carriers.

Support for this explanation can be found in the finding of C. Bartholomew et al. Il l],
who in Trinidad demonstrated that two equally HlV-infected cohorts of homosexual
black Africans and Indians showed dramatic differences in the incidence of AIDS: all
AIDS cases occurred in blaqk Africans, not a single Indian developed AIDS during the
same observation period. The authors postulate genetic dif;[erences between the two
population groups as the cause of this phenomenon. No consideration was given to
dietary differences. At the International AIDS Conference in 1992, the group of authois
confirmed the frnding of differing susceptibility to AIDS among HlV-positive black
Africans and Indians in Trinidad

During the last few years, particularly in Thailand extensive studies have been conducted
on the epidemiology of HIV infection and AIDS. Thus B.G. Weniger et al. showed that
Thailand was unaffected by a massive AIDS infection until 1988 [12]. In mid-1991 they
estimated the number of HlV-positive individuals in Thailand to be about 300 000 of the
55 million inhabitants. Nevertheless, over the period 1984-1991 only 123 cases of AIDS
and 289 cases of ARC had been reported to the health authorities. According to the
W.H.O. statistics of 4 January 1994, the total number of AIDS cases registered in
Thailand between 1979 and the end of 1993 has risen to 3001. All proponents of the
"HIV-only theory" to whom we have spoken concerning the rareness of AIDS among
HIV carriers in Asia have referred to the inadequate notification system in these
countries and have predicted for the coming years the same increase in the number of
AIDS patients as in the West. However, we would find it rewarding, in accordance with
the concept of regarding AIDS primarily as a radical disease within the framework of
persistent iron overload, to investigate the question of whether the outbreak of AIDS
among HIV carriers can be delayed or even prevented by means of a diet containing
constituents with sufficient antioxidant action.

Further evidence that this could be successful is provided by the findings o[!--d-e Bac in
Rome and P. Schleicher in Munich [1a]. In small groups of ARC patients they
successfully delayed the transition to AIDS for years with the use of the side effect-free
po lyphenol-co ntaining Tibetan phytopharmaceutical PADMA 28

Conclusions

In the prevention of AIDS among HiV caniers, the main emphasis should be switched to
conserving the ability of macrophages to immobilise opportunistic pathogens lying
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dormant within them. This means that attempts must be made to prevent the
development of persistent activations of phagocytes with excessive release of free
radicals. Maintaining the pro-oxidant and antioxidant balance is thus central to
preventive measures.

To this end, diagnostic screening lor immunodeficiency on the basis of a reduction in the
CDa-lymphocyte count must be extended to screening for an increase in exocytotic
macrophage activity. Of central importance here is measurement of the serum ferritin
concentration for early detection of iron overload. It is advisable to supplement the iron
status with determination of the neopterin concentration.

In every person at risk there is an individual prior history of stress, frustration and
addiction. This creates the need for individually-tailored medical treatment for each
individual patient. Serial polyclinical treatment, to date with the inevitable prescription of
AZT, is unable to take this fully into account. In our opinion the care of HIV carriers and
ARC and AIDS patients primarily falls within the scopl of total, that is somatic and
emotional, care by the general practitioner.

To maintain the pro-oxidant and antioxidant balance it should be borne in mind that
smoking and drinking alcohol have pro-oxidant action. Regarding diet, it is important to
restrict the intake of heme iron in red meat to a minimum. It is also important to activate
the fermentation activities of the large-bowel flora by eating adequate quantities of
soluble dietary fibre. Moreover, attention should be paid to ensuring an adequate intake
of antioxidant polyphenols in the diet by eating sufficient raw vegetables and fruit. The
same also appiies to vitamins, minerals and trace elements. To ensure a diet with
adequate antioxidant activity, it is advisable to guarantee the minimum quantity with
food supplements. Complex preparations such as JEMALT@ are suitable food
supplements for maintaining a minimum quantity of vitamins, minerals and trace
elements. Complex phytopreparations such as PADI\,IA 28@ are suitable for maintaining
an adequate quantity of antioxidant polyphenols; the antioxidant action of this product
has been clinically proven in the indications arteriosclerosis and chronic hepatitis [15].

Last but not least, the widespread view that HIV infection is a death sentence must be
resolutely opposed.

We would like to thank Dr. med. H. Cottier and Prof. Dr. med. E. Läuppi for their
valuable assistance. We are grateful to the Hans Eggenberger Foundation in Zurich,
which supported this research.
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