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An error can never become true however many times you repeat it. 

The truth can never be wrong, even if no one ever hears about it. 

Mahatma Gandhi 

For the past 10 years or so it has been the accepted wisdom that the human immuno-deficiency virus, HIV, 

causes AIDS. It supposedly occurs in many body fluids, and its transmission especially in semen and blood to a 

new host, triggers a slow but inexorable progression to AIDS and ultimately death. To infect another cell, HIV 

must at some stage in its life cycle exist as a separate and identifiable entity. 

What has been ignored and kept from public awareness is, that there has never been a workable HIV test and 

that the definition of 'positive' has always changed according to the views of different organisations dealing with 

it, changed also according to the kind of tests used and changed from laboratory to laboratory performing the 

tests: 

".. Its techniques have not been standardised, and the magnitude and consequences of interlaboratory variations 

have not been measured. Its results require interpretation, and the criteria for this interpretation vary not only 

from laboratory to laboratory but also from month to month .."(1) 

The dispute over who discovered HIV (2), was a distraction from the question of whether the virus actually 

exists at all. The public was impressed that if a President and a Prime Minister (3) had to meet to resolve 

attribution, then the thing they were negotiating about must be real. 

In 1993 a research group from Perth, Australia succeeded in publishing a paper on the HIV test.(4) Since then 

anybody could have read for him or herself that no AIDS test could ever work, because HIV has never been 

isolated nor even shown to exist. Since AIDS research and the media have largely ignored any critique of 

HIV=AIDS, especially the essential question of whether HIV really does exist, it is time to call again for a 

reappraisal of the whole HIV/AIDS hypothesis. In going back to the origins of HIV virology and telling the HIV 

story, a view will be presented which will make clear that HIV itself, the very object of this Manhattan Project 

of modern medicine, AIDS research, does not exist.(5) 

A little virology 

Viruses are essentially just packages of genetic information enclosed in a coat which consists of proteins. They 

can reproduce themselves only by infecting a suitable host cell and appropriating the chemical machinery they 

find there. The proteins making up the viruses are characteristic for each species of virus. Apart from enveloping 

and transporting the genetic information intact, the composition of proteins for a given virus results in a specific 

shape for the virus particle. 

This much is generally known. Less well-known is the existence of other particles which look like viruses but 

aren't, and are nonchalantly referred to as "virus-like" particles. Such particles are far from rare, found, for 

example, always in placentas, and very frequently in the artificial environment of laboratory cell cultures. They 

have served to muddy the waters considerably as far as AIDS research is concerned, because particles just like 

these have been called HIV. To date, none of these has been characterised and shown to exist as an entity which 

one may justifiably call a virus. 

One root of the belief in the AIDS virus 



In classical theory DNA encodes the genetic material of heredity, which is then transcribed into messenger RNA 

which in turn specifies the assembly of amino-acids to construct the proteins of all living beings. In 1970 an 

enzyme (biological catalyst) was discovered in extracts of certain cells which was capable of converting a 

molecule of RNA into DNA. This was a revolutionary discovery, because it overturned a fundamental tenet of 

molecular genetics, namely, that the flow of information was strictly one-way and never reversed. It had hitherto 

always been thought that DNA was transcribed (converted) into messenger RNA and that the reverse process 

from RNA to DNA was impossible. The enzyme responsible became known as reverse transcriptase (6) and a 

lot of new myths arose. 

An error of the past: cancer caused by viruses. 

It was believed that the new enzyme was a marker for a virus, because the cells in which it was detected, and 

which were used to study cancer (7), were thought to have become cancerous through being infected by a virus. 

New to the idea of cancer viruses (8) was that nucleic acid, when in the form of RNA could be converted into 

DNA by the enzyme, thus providing a mechanism for viral nucleic acid to be inserted anywhere in the 

chromosome of the cells.(9) These "new" viruses became known as retroviruses.(10) The insertion of certain 

retroviral genes was thought to trigger cancer. 

The idea that these postulated viruses caused cancer quickly became "hot news" the world over, but did not 

survive investigation (11) and other explanations were sought.(12) The theory did not predict or explain the 

dramatic increase in cancer cases, cancer could not be shown to be transmissible, nor could it suggest any 

remedy in the form of a vaccine.(13) Interestingly, the spread of cancer viruses was blamed on homosexuals, 

prostitutes and black people, just as AIDS came to be 13 years later.(14) 

Whenever and wherever reverse transcriptase activity was detected it was rashly assumed that retroviruses were 

at work. This turned out to be a grave error, because it was later found that the enzyme occurred in all living 

matter, proving that reverse transcriptase activity had nothing to do with retroviruses per se.(15) 

Repetitive elements 

Further research showed that at least 10% of mammalian DNA was composed of repetitive sequences which 

were referred to as "nonsense genes", parts of which, nonetheless, were described as "retroviral genes". They 

exist in their hundreds if not thousands. Some of them can even replicate independently and jump within and 

between chromosomes, and for this reason became known as retrotransposons. 

In the laboratory they can be made to migrate, and when this happens reverse transcriptase is invariably 

detected, which underlines the fact that reverse transcriptase activity has nothing to do with retroviruses as 

such.(16) 

LAV, HTLV-III, HIV and all that 

Because all this was already well known in 1983 it is incomprehensible that Francoise Barre-Sinoussi, a member 

of Montagnier's group, as well as Gallo's group itself in 1984, claimed to have discovered a new virus, when all 

they did was to demonstrate reverse transcriptase activity, and to publish photographs of cellular particles 

without proof that they were viruses. They could neither isolate them nor show that they were responsible for 

creating the observed reverse transcriptase activity nor the tissue abnormalities from which they were 

obtained.(17) They concluded: "the role of the virus in the aetiology of AIDS remains to be determined".(18) 

What makes a virus new? 

The isolation and purification of a real virus is a straightforward matter, because unlike cells, viruses of one 

species are always of the same size and shape, and can be readily separated from other cell components by 

standard techniques. A control experiment is to try an isolation with putative non-infected material in exactly the 

same way as the supposedly infected material. Nothing should be isolated in this case. 

To identify a virus definitively, a first and simple step is to photograph isolated particles of it in an electron 

microscope, and they must look like the viral particles observed in cells, body fluids or cell cultures to 

distinguish them from other cellular particles which look like viruses, but are not. Proteins making up the viral 



coat must then be separated from each other and photographed. This produces a pattern which is characteristic 

of the species of virus. A similar separation and identification procedure must be gone through for the DNA or 

RNA of the virus. Only after the viral proteins and nucleic acid components have been properly identified, is it 

legitimate to speak of a new virus. 

No evidence for the existence of HIV 

Such evidence has up till now never been produced for HIV. No photograph of an isolated HIV particle has ever 

been published nor of any of its proteins or nucleic acids. No control experiments as mentioned above have been 

published to date. What has been shown are photographs of virus-like particles in cell cultures, but none of 

isolated viruses, let alone of a structure within the human body having the shape ascribed to HIV. What the 

whole world has seen are models representing HIV with dish aerials, said to be receptors with which the virus 

attaches itself to cells. 

The existence of HIV is inferred from an antibody test, but how this is supposed to work, when the virus has 

never been shown to exist and obtained free of contaminants, remains a mystery. 

The AIDS Test 

Let us recall that the AIDS test is supposed to detect antibodies produced by the immune system in response to 

infection by the virus. This is routinely done by layering proteins ostensibly from the virus in the wells of a 

plastic rack and adding blood serum to be tested to each. If antibodies are present, they bind to the proteins, and 

when this happens sophisticated staining procedures can make this visible. But, because no proteins which are 

viral and free from contaminants, have ever been obtained, one cannot be sure what the antibodies are that bind 

to the proteins. 

This is the crux of the problem facing all HIV (AIDS) tests. The inability to isolate a viral entity, and to 

characterise its constituent proteins unambiguously means that the evidence for the existence of HIV using 

antibodies is just arguing in a circle. Antibodies that are detected, are due to other causes. 

Why no HIV test is ever able to work 

It is consequently quite illogical to claim that a positive test results from prior contact with the virus.(19) 

Because various ill-characterised proteins are involved, every test kit manufacturer applies his own arbitrary 

criteria, and no two kits ever give the same result. It makes no difference that learned committees set standards 

to decide which tests should be regarded as "positive" and which not, because this merely skirts round the 

problem, namely, to what are antibodies actually being detected in the AIDS test? It is of no help that nowadays 

"second" and "third" generation tests exist using synthetic proteins which give greater consistency and 

comparability, because only by an unscientific stretch of the imagination are they viral proteins! 

Neither fudging the true identity of the proteins, nor advocating two kinds of test - reassuringly but mistakenly 

described as "search" and "confirmatory" tests - resolves this difficulty. 

The ELISA test is used to screen for antibodies, which is "confirmed" by the more specific Western Blot. The 

dilemma cannot be stated more poignantly than by quoting from the leaflet accompanying one such test kit: 

"The test for the existence of antibodies against AIDS-associated virus is not diagnostic for AIDS and AIDS-

like diseases. Negative test results do not exclude the possibility of contact or infection with the AIDS-

associated virus. Positive test results do not prove that someone has an AIDS or pre-AIDS disease status nor that 

he will acquire it".(20) Quite. 

The direct proof of HIV 

Some HIV researchers have tried to circumvent the problem by pointing to something called "direct" evidence 

for the virus. All that this meant, though, was arbitrarily selecting a protein of a certain size which happened to 

coincide with that shown in HIV models. The delusion of such "evidence" was illustrated when the protein later 

turned out to be of human origin! (21) 



How the genetic information of HIV was manufactured through ... 

Despite this deplorable state of affairs the majority of AIDS researchers still cling to the authenticity of HIV, 

because a genetic sequence for it has been published. Moreover, genetic procedures now exist, which, unlike 

antibody tests, attempt to identify the presence of HIV more or less immediately, instead of only weeks later 

when antibodies are formed. The fact that the genetic tests (PCR)(22) do not give the same results as the 

antibody tests is simply ignored. 

Since no virus has been isolated, it follows that no nucleic acid has been isolated from it either. Complicated 

procedures are even so described in the literature, at the end of which something is produced which is called the 

nucleic acid of HIV.(23) 

...a test tube 

HIV and its DNA can allegedly be made by the "bucketful" (24), but under very surprising conditions which, 

inter alia, entail the use of extracts from plants and other oxidising chemicals, which could not possibly exist in 

vivo. Immortalised cell lines devised (and later patented) by the Montagnier and Gallo groups are co-cultured 

with extracts from human cells or the cells themselves. At the end of it all HIV itself is not actually obtained - 

only reverse transcriptase activity is shown to occur - which is taken to imply that the DNA that is found, must 

have been viral in origin. 

The real explanation of what happens is as follows. In the mixture of cell cultures and stressed human cells, 

RNA and reverse transcriptase come to be produced in large amounts, because the cells have been specially 

selected and treated to do this. The RNA is transcribed into DNA by reverse transcriptase, and long pieces of 

DNA are produced which are said to be viral DNA. In fact they are composed of unrelated pieces of expressed 

cellular RNA, transcribed into DNA and linked together by a process of "template switching" (a well-

characterised property of reverse transcriptase).(25) This misleads ordinary researchers into believing that they 

have actually produced viral DNA. 

It is said that this linear DNA is the free or the non-integrated form of HIV, which furthermore is said to be a 

unique feature of HIV, because a lot of detectable free linear DNA has not been suggested in any other models 

of retroviruses. 

...and a selecting process 

The resulting pieces of DNA too, are necessarily both shorter and longer than the "correct" length of HIV. 

Pieces corresponding to the "correct" length of HIV must be selected for size, because otherwise the purported 

DNA preparation would be a mixture of various lengths, which would violate a cardinal rule of virology that all 

nucleic acid of a particular virus be identical in size. 

...and a detecting process 

Having artificially prepared DNA pieces of uniform length, they are still not ready for presentation, because 

they consist of a mixture of all kinds of RNA fragments transcribed into DNA and thus cannot be shown to 

represent unique viral DNA. Accordingly, the mixture is subjected to a kind of lock-and-key detection process 

called hybridisation, whereby pieces of DNA are detected which complement more or less a probe of that which 

it is desired to be shown to have been prepared. 

...and choosing a desired probe 

Since no DNA from HIV existed to hybridise with the prepared DNA, Gallo and Montagnier simply used 

stretches of DNA from what they said was specific to HTLV-I, a retrovirus Gallo had earlier claimed to have 

discovered, and which they deemed suitable for this purpose. The DNA detected in this way was replicated and 

certain stretches of it cloned and declared to be the DNA of HTLV-III (later to be called HIV). 

To summarise, the purpose of the exercise is to grow HIV, but it actually produces a mixture of different lengths 

of DNA, contrary to theory which says they should all be identical, and no virus at all. It is then claimed that the 



"correct" DNA has been prepared by finding certain strands in this heterogeneous mix by hybridising them with 

an HTLV-I DNA probe whose sequence is known and defined to be similar to HIV. However, non-hybridising 

strands of DNA should not be there at all, and the fact that they are, proves that a complete rag-bag of DNA has 

been prepared, without any indication of what it is made up of. 

It follows that "HIV" DNA must just be a laboratory artefact constructed to a preconceived idea of what 

retroviral DNA should be, and this assessment does not even raise the question why no virus can be obtained, 

whatever the experimental conditions. 

Gallo and Montagnier's cloned HIV DNA 

One cannot help asking why no-one had not long ago spotted the flaw in the techniques employed by the Gallo 

and Montagnier groups. After defining some segments of DNA to be "HIV"-specific, every researcher in the 

field worked exclusively with short, cloned sequences (never the whole strand) on the reasonable assumption 

that the original characterisation had been correctly performed. From the isolation and identification procedure 

described above, it follows that the resultant sequences vary widely from one preparation to the next, which 

sequence analysts misinterpreted as the legendary capacity of HIV to mutate. A computer simulated 

phylogenetic tree was constructed, which established precisely what its designer sought to prove.(26) 

Some history 

(I) Perhaps one reason for this calamitous state of affairs is that HTLV-III was presented to the world as the 

cause of AIDS at a historic press conference on April 23, 1984 (a patent for an antibody test was applied for on 

the same day!), instead of making the evidence for it available beforehand, as correct science demands. The 

undue haste may be explained by the fact that both the National Cancer Institute and the Centers for Disease 

Control (CDC) had actually one day earlier in a lengthy front page article in The New York Times on April 22 

come out in favour of the French claim for priority.(27) 

(II) Even so, one must admire Gallo's audacity, because using the same technique he claimed in 1975 to have 

discovered the first human retrovirus (HL23), but which turned out to be nothing more than pieces of DNA from 

three different sources of contamination.(28) Nowadays, even an undergraduate would know that if you added 

DNA to a cell culture, part of the DNA would be incorporated into the cells without any virus being involved. 

What does the AIDS test actually test for? 

Since "HIV" has been shown to be a laboratory artefact it must be assumed that, when not just cross-reacting 

with other known antibodies, the "AIDS" test detects antibodies against proteins produced in the procedure 

itself. They must be of human origin because the cells used originated from leukaemic patients. Test positivity, 

logically, results from immunological contact with them. However, since positivity actually correlates with 

otherwise unrelated factors such as rheumatism and sun bathing, no specificity can be ascribed to the test.(29) 

Whether antibody positivity really correlates with disease as is commonly supposed, remains to be determined 

by a critical re-evaluation of the data. Condoms, therefore, serve only to protect against venereal diseases and as 

contraceptives, and worse lull the user into a false sense of security by ignoring real dangers he may be exposing 

himself to. 

Re-direction of AIDS research 

AIDS research is therefore back at square one and not at Basic Science as suggested elsewhere.(30) The main 

players have since 1993 begun to slink off, arguing that the virus having mutated so much is now no longer 

detectable. AIDS has therefore to be explained "in the absence of further whole virus".(31) Apart from the 

shortcomings of the antibody test, other misconceptions such as T-cell counting exist, which mean that the 

whole concept of AIDS needs to be completely revised.(32) It must be shown that there is any point in renaming 

a collection of known diseases as AIDS, just because someone is positive in the antibody or genetic (PCR) tests. 

Leaving HIV out of the picture explains why the epidemiological projections, which years ago had forecast a 

world-wide epidemic, have been a complete failure. Africa in 1986 was held up as a dire warning of what would 

befall the Western world. There, AIDS was diagnosed by a combination of clinical conditions (33) such as 

chronic fevers, diarrhoeas, coughs and weight loss, all symptoms of the diseases of poverty, without testing for 



HIV antibodies.(34) It should hardly come as a surprise that an entirely different definition produced a different 

outcome. 

Finally, the effect of a positive test result on mental and physical health needs to be considered and 

investigated.(35) 

Anti-virals 

Whatever happens, the use of AZT and other "anti-virals" which are supposed to target HIV replication, but 

actually kill cells indiscriminately (and ultimately the whole body), must be stopped immediately. It is 

especially distressing to note that AZT and its analogues preferentially attack those cells which divide most 

rapidly, namely, cells in the intestines causing diarrhoea and malabsorption of food, and in bone marrow, 

ironically, the primary production site for cells of the immune system.(36) 

The people who need enlightenment 

The most important and delicate task is to convince HIV positives that their test result is not a death sentence, to 

be generally supportive of them, to assuage their anxiety, and to help them understand that with appropriate 

treatment of any specific disease, they have a good chance to retain or regain their health. The large number of 

long-term positives, whose condition cannot be explained by conventional AIDS theory, as well as the 

phenomenon of sero-reversion (return to negative test status), provide eloquent testimony to this. HIV/AIDS 

researchers and health officials are herewith called upon to debate the whole subject of HIV/AIDS openly and 

humanely, and to recognise the mistake that immune deficiency was acquired by an infectious agent. 

The future 

To be able to live a fuller life we have first to regain and then retain autonomy over our bodies and health from 

self-appointed experts, who have dispossessed us of it.(37) 

If we refuse to learn from what has happened in AIDS research and related medical policies, then worse is on 

the way, some of it is, indeed, here already.(38) The genetics agenda begun in the 1860's (39) and a primitive 

genetic determinism have become established through the availability of genetic sequences and the ability to 

manipulate them easily, which are, in fact, pure fantasy.(40) Furthermore, all models of genetics and associated 

technologies, e.g. genome therapy, are based on a one-dimensional, static model of genetics which is a crass 

oversimplification, not defensible even when Mendel first proposed it.(41) * 

 

Health as a Virtue (Ivan Illich): 

Health designates a process of adaptation. It is not the result of instinct, but of an autonomous yet culturally 

shaped reaction to socially created reality. It designates the ability to adapt to changing environments, to 

growing up and to ageing, to healing when damaged, to suffering, and to the peaceful expectation of death. 

Health embraces the future as well, and therefore includes anguish and the inner resources to live with it. 

Health designates a process by which each person is responsible, but only in part responsible to others. To be 

responsible may mean two things. A man is responsible for what he has done, and responsible to another person 

or group. Only when he feels subjectively responsible or answerable to another person will the consequences of 

his failure be not criticism, censure, or punishment but regret, remorse, and true repentance. The consequent 

states of grief and distress are marks of recovery and healing, and are phenomenologically something entirely 

different from guilt feelings. Health is a task, and as such is not comparable to the physiological balance of 

beasts. Success in this personal task is in large part the result of the self-awareness, self-discipline, and inner 

resources by which each person regulates his own daily rhythm and actions, his diet, and his sexual activity. 

Knowledge encompassing desirable activities, competent performance, the commitment to enhance health in 

others - these are all learned from the example of peers or elders. These personal activities are shaped and 

conditioned by the culture in which the individual grows up: patterns of work and leisure, of celebration and 

sleep, of production and preparation of food and drink, of family relations and politics. Long-tested health 

patterns that fit a geographic area and a certain technical situation depend to a large extent on long-lasting 



political autonomy. They depend on the spread of responsibility for health habits and for the socio-biological 

environment. That is, they depend on the dynamic stability of a culture. The level of public health corresponds 

to the degree to which the means and responsibility for coping with illness are distributed among the total 

population. This ability to cope can be enhanced but never replaced by medical intervention or by the hygienic 

characterisitcs of the environment. That society which can reduce professional intervention to the minimum will 

provide the best conditions for health. The greater the potential for autonomous adaptation to self, to others, and 

to the environment, the less management of adaptation will be needed or tolerated. 

A world of optimal and widespread health is obviously a world of minimal and only occasional medical 

intervention. Healthy people are those who live in healthy homes on a healthy diet in an environment equally fit 

for birth, growth, work, healing, and dying; they are sustained by a culture that enhances the conscious 

acceptance of limits to population, of ageing, of incomplete recovery and ever-imminent death. Healthy people 

need minimal bureaucratic interference to mate, give birth, share the human condition, and die. Man's 

consciously lived fragility, individuality, and relatedness make the experience of pain, of sickness, and of death 

an integral part of his life. The ability to cope with this trio autonomously is fundamental to his health. As he 

becomes dependent on the management of his intimacy, he renounces his autonomy and his health must decline. 

The true miracle of modern medicine is diabolical. It consists in making not only individuals but whole 

populations survive on inhumanly low levels of personal health. Medical nemesis is the negative feedback of a 

social organization that set out to improve and equalize the opportunity for each man to cope in autonomy and 

ended by destroying it. 
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AIDS: DEATH BY PRESCRIPTION 

By Heinrich Kremer, Stefan Lanka & Alfred Hässig 

Continuum, July/Aug. 1996 

 

Protease inhibitors and antiviral drugs with mitochondrial toxicity: AIDS treatment with consecutive death. 

The advertising drums are beaten hard all over the world today. The same doctors are calling for obedient 

candidates for their experiments and holding out the same promise of a cure who have poisoned countless AIDS 



patients by administering the DNA blocker AZT for the past ten years in an attempt to hunt down the phantom 

HI virus. 

The same doctors are now trying to conjure up a substance from the test tube under the magic name of 'protease 

inhibitor' and to market it as having a limitless cure potential, although nobody in fact knows what long-term 

reactions this molecule, which has never been tested on man, may cause in the living organism. 

The victims and perpetrators have only recently come to realise that AZT (also known as Zidovudine or 

Retrovir) has, in countless cases, brought about the inevitable and slow asphyxiation of the patient's body cells, 

which are in particular need of oxygen and hence the equally inevitable death by poisoning of those persons 

who are stigmatised as HIV-positive or diagnosed as suffering from AIDS and who trust their doctors. Despite 

that realisation, new test candidates are already being sought who will be voluntarily prepared, through fear of 

death suggested by the medical profession, not only to swallow AZT in combination with allied toxic 

substances, but in addition to take an inhibitor which has an incalculable impact on cell metabolism. 

A guarantee of success is secured in advance, as with AZT, because any fatal 'secondary effects' of the mixture 

are described as an outcome of the phantom HIV infection. These are the selfsame laboratory doctors and 

clinical practitioners who for years abused the confidence of anxious AIDS patients with the assertion that AZT 

would reliably, and with total certainty, prevent the proliferation of their 'phantom' HIV. 

In reality the substance AZT is absorbed by a primary route through the DNA gamma-polymerase into the 

energy centre of all body cells, the mitochondria. Without the activity of the mitochondria as former bacteria, no 

body cell can produce the necessary energy from oxygen and make it available for the whole cell metabolism in 

the bound state in adenosine triphosphate (ATP). 

The doctors who prescribe AZT have, however, denied this established fact and wrongly diagnosed the fatal 

consequences of AZT medication as the sequels of AIDS following a prior "HIV infection". For example, 

clinical manifestations such as the wasting syndrome, HIV encephalopathy, cardiomyopathy, atrophy of the 

skeletal muscular system and opportunistic infections of all kinds affecting the patients are declared to be tragic 

consequences of AIDS. 

AZT manifestly also damages the mitochondria of the same microbes (protozoa and fungi) which have become 

adjusted to the cellular metabolism of the body in the course of evolution without being normally pathogenic. In 

the case of serious damage to their energy production they may, however, undergo mutation into aggressive 

pathogens and may, known as opportunistic infections. The true opportunists therefore are the AIDS doctors 

who prescribe AZT. They have sought to drive out devils with Beelzebub! 

And by doing so they demonstrate their ignorance of fundamental biological processes in the human organism. 

But the dogmatic AIDS doctors have invented new tricks. Although, despite all the assertion to the contrary, no 

scientist has ever demonstrably produced a genome of the imaginary HIV which would be capable of causing 

infection they announce that they have traced minute fragments of the genetic material of HIV in RNA form and 

enriched these fragments; now they claim to be able to determine the precise quantity of HIV in the individual 

patient's blood serum. lt remains a secret of the AIDS doctors to explain how they are able to identify the part as 

a whole, without ever having seen the whole. By the same token, researchers could conclude from the sight of a 

footprint on the banks of Loch Ness that the monster of the same name really does exist. 

But they go on to develop a destructive logic on the basis of such arbitrary definitions. As the doctors claim on 

the pars pro toto principle that they can quantitatively determine the active amount of the HI virus in the 

individual stigmatised patient, they now prescribe "appropriate" quantities of AZT and similar toxic substances 

as a cocktail for the patient. A sufferer who is purported to have many fragments of the messenger substances of 

the genetic material of the HIV phantom in his or her blood serum, is described as an unfavourable case and 

receives the poison cocktail in correspondingly high doses; sooner or later the patient will be unable to escape 

his or her predicted fate because of the fatal toxic effects of the "medication", especially as. depending on the 

individual patient's reaction, the poison cocktails are varied and supplemented by protease inhibitors. 

The purported "viral load" hides nothing but the measurement of particular messenger substances (RNA) in the 

blood plasma of selected patients. Sequences which resemble those that are defined as HIV-specific are then 



demonstrated. But it must be realised that such messenger substances occur in thousands of different variations, 

reflecting perfectly normal biochemical processes in the body, thousands of which take place simultaneously 

and in coordinated fashion in the metabolic interplay. Fluctuations, i.e. the increased or reduced occurrence of 

the sequences, are perfectly normal in this complex interplay of thousands of simultaneous metabolic processes. 

In the case of persons with a heightened cellular metabolism, e.g. persons under celldestructive medication 

(AZT, ddI etc.) and those suffering from multiple infections, these molecules may sometimes occur with a 

higher degree of probability, precisely because of the metabolic acceleration. The isolated presentation of 

measurements of a particular kind of sequence, which remains in any case totally impossible to quantify, is 

therefore clinically irrelevant in the absence of comparison with other molecules of this kind. There are also no 

comparative values which would enable any significance whatever to be attributed to these relative 

measurements. 

Proteases are in fact protein enzymes which split protein molecules into the length required in each particular 

case by the metabolism. They are naturally rendered inactive within and outside the body cells by special 

inhibiting molecules until they are recovered by complex interactions between many different molecules. The 

body constantly produces such protease inhibitors, e.g. heparin and the heparinoids. The HIV hunters now claim 

to have produced protease inhibitors in the test tube which will specifically only inhibit those proteases that are 

said to be responsible for the proliferation of the hypothetical HIV. They want to measure the success of these 

protease inhibitors by a quantified reduction of the arbitrarily defined viral load (see above) and the relative 

increase of the T-helper cells. 

ln other words, one fiction (virus blocking) is legitimated by another (viruslcquantification) The temporary 

increase of T-helper cells is brought about by the partial displacement of cells of this type from the bone marrow 

and other compartments into the bloodstream through temporary inhibition of the catabolic metabolism, which 

predominates in "HIV positive" patients. 

However, in reality it is to be feared that sooner or later the unphysiological intervention in the complex 

interplay of body cell growth factors through artificial protease inhibitors will disturb equally vital functions of 

the basic tissue and cells, together with their mitochondrial energy centres, as is already the case when AZT and 

allied nucleoside-analogues are administered. However, as no animal model is available for preliminary clinical 

testing, the "HIV-positive" patients and "AIDS-sufferers" who go in fear of death must put their life on the line. 

Every test subject should therefore be aware that treatment with cocktails of AZT and allied toxic substances 

plus protease inhibitors may be equivalent to joining a suicide squad with a time fuse. 

Finally, attention is drawn to the healthy organism where proteases and antiproteases are in equilibrium. 

Heparinoids at the cell surface are the normal antiproteases. An imbalance can be corrected by oral 

administration of heparinoids in the form of extracts of cartilage (chondroitinsulfate) and agar extracted from 

seaweeds. We suggest that anti-"HIV"-positive individuals take advantage of this simple and cheap possibility 

to correct a possible deficiency of antiproteases. * 

Dr. Heinrich Kremer M.D. was medical director of the Specialist Clinic for Juvenile and Young Adult Drug 

Offenders for five German counties, including Berlin, Bremen, and Hamburg. With the German virologist Dr. 

Stefan Lanka he initiated the Research Group for Investigative Medicine and Journalism, reg!med. 

Immunologist Prof. Alfred Hässig, Professor Emeritus at the University of Bern, is a former Director of the 

Swiss Red Cross Transfusion Sevice, and former President of the Board of Trustees of the International Society 

of Blood Transfusion. With colleagues he formed the Study Group for Nutrition and Immunity. 

HIV PICTURES; WHAT THEY REALLY SHOW 

By Stefan Lanka 

It has been long known that what "AIDS" researchers have presented as photos of "HIV" show normal cellular 

particles in use for export/import and other tasks. As those particles are designed, in contrast to viruses, for 

cellular use only, they are very unstable when removed from their context, and not able to be isolated and 

photographed in an isolated state. Genuine viruses are so stable that it is easy, in order to prove successful 

isolation, to photograph them directly as three dimensional particles in the electron microscope (EM) without 

prior chemical fixation. In contrast, the cellular-transport and other particles are so unstable (excluding cell 

organelles like Mitochondria, the energy producing sites which are able to be isolated in a stable form) they can 

only be photographed in a chemically fixed state, in cells, tissues or in supernatants. As these particles are not 



isolated and therefore are together with other materials the chemically fixed and resin-embedded cells, tissues or 

liquids - the mixed material has to be cut in very thin sections (ultrathin sections) to be able to see anything - it's 

not possible in the electron microscope to look through thicker sections. Of course existing viruses can be 

photographed in ultrathin sections too but, and this is the point, in their isolated form. All that have been shown 

to us "HIV" are ultrathin sections of cellular particles (1, 2). 

  EM photo of very small particles in ultrathin cell-

line section. The particles are claimed to be HIV, but 

are cellular and not viral particles (they are normally 

refered to as 'virus-like particles', 'microvesicles' and 

'microsomes'). The debris on the lower part of the 

photo indicates that the particles are not purified or 

isolated. These photos are always published without 

any evidence that the particles are of viral origin. 

  Computer enhanched EM photo of a cell surrounded 

by small particles. The blue/grey stained particles, 

which are claimed to be HIV particles attacking or 

(depending on the publication) leaving a white blot cell, 

are artefacts of the staining and/or fixation process and 

at best may be cellular particles entering or leaving the 

cell (in a well known process called endo-/ or 

exocytosis). These kind of nice photographs, made by Lennart Nilsson, have been published without any 

evidence that the particles have a viral origin. 

 

 

 

 

 

 

 

 



   HIV researchers believe the AIDS virus looks 

like this; like a bomb or water (blood) mine. This 

model is based on the detection of cellular 

particles in cell lines under very special 

conditions. Such particles never have been 

isolated or somehow else demonstrated to exist as 

a virus or be of viral origin. This is nothing but a 

modell based on a collection of proteins of 

various size (no other characterization!) which by 

antibody detection (known as HIV- or AIDS-test) 

have been chosen to be said to represent parts of 

HIV according to the ill-minded and false concept 

of retroviruses and how they should look like. 

 

 

 

 

 Go here for some info on some recently published HIV photographs. 

 Here you will find a paper by Lanka. 
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RETHINKING HIV 

Collective Fallacy 

By Stefan Lanka 

Continuum Sept./Oct. 1996 

 

It is a dire example of how a distinguished scholar who has contributed much to the advancement of science, 

now impedes further progress by his stubborn adherence to a dogma of his own creation. If he did not feel 

himself obliged to repeat things, that are untrue just because they were once said, they would have become quite 

different people. 

- Johann Wolfgang von Goethe, Maximen und Reflexionen, Texstelle 586. 

 

Readers will be aware that there have been a number of claims for, and responses to, Continuum's offer of a 

reward for "The missing Virus." These have ranged from requests for clarification as to the type of proof 

http://www.virusmyth.com/aids/award.htm#photos
http://www.virusmyth.com/aids/data/slartefact.htm


required, through dismissive comments that the proof sought was an irrelevance, to an outright claim to the prize 

by Professor Peter Duesberg. Readers will recall that the point of the whole exercise was consistent with my 

article explaining that HIV does not actually exist, as opposed to the more frequently asked question whether 

HIV is responsible for AIDS or not. 

The distinguished Australians led by Dr Eleopulos-Papadopolus have already provided a detailed reply to the 

Duesberg claim, so I shall endeavour to explain how the erroneous concept of retroviruses brought about the 

present situation. 

Duesberg's enormous services to mankind are beyond dispute. It is he who for nearly 10 years now, has 

steadfastly and at great personal cost, been the anchor of sanity and decency in a world driven mad by the 

simple-minded HIV theory. Whether HIV exists and whether it causes AIDS is largely academic: when did you 

last come across a "normal" heterosexual-someone who does not derive his living from perpetuating the panic-

who takes the slightest notice personally of the official story? In practice, Duesberg's claim to our unqualified 

gratitude has been his long standing and unwavering opposition to AZT (and its analogues), whose use always 

ends in death. 

That said, it is unfortunately also true that Duesberg is himself the victim of another collective fallacy (the 

Denkkollektiv of Ludwig Fleck), which he himself helped to formulate and which he is now apparently locked 

into. 

Retroviruses were postulated as being that species of micro-organism which caused reverse transcription to 

occur, which, as a working hypothesis at the time in the early 1970s, was entirely reasonable. The mistake was 

to elevate the hypothesis to a dogma. Early gene detection techniques lent some credence to the existence of an 

entity that could be transmitted from one cell to another, which was unfortunate, because this, too, turned out to 

be wrong. Errors of this kind occur whenever technology makes available for general use a new experimental 

procedure, which propels a whole army of researchers into mass producing experimental data, heedless of what 

the biological significance, if any, of their work might be. Even worse, is the habit of making countless ad 

hoc adjustments to the original theory, which completely distort the original hypothesis. Correct science 

demands that there should be a radical re-think when this happens. If there isn't, as in this case, a fundamentally 

flawed concept goes haywire ending in disaster. Duesberg went along with mainstream AIDS researchers, 

limiting his objections to the relatively minor aspect of whether HIV could cause AIDS or not, whereas he really 

ought to have smelt a rat regarding the whole concept of retroviruses, given his earlier, courageous stance in 

admitting the mistaken role of retroviruses in causing cancer long before anyone else did even though he was 

deeply enmeshed for a long time in that fallacy, too. In my view, he could reasonably have been expected to 

satisfy himself that there was in fact no such an entity as a retrovirus at all. Instead, he has allowed himself to be 

bedazzled by the technical feat of "retrovirologists" who manage to reproduce in a consistent manner certain 

phenomena peculiar to particular biological constituents of cells. In so doing, he allowed himself to be misled 

into believing that this was due to a virus. It is a complete non-sequitur. This lack of intellectual rigour has, in a 

contemporary metaphor, debased molecular biology to a virtual science, leading to the deplorable state of 

having a disease (AIDS) with a virtual definition, due to a virtual pathogen (HIV). Unfortunately for humanity, 

AIDS is not unique in this regard, but represents merely the tip of a much larger iceberg. 

To the astute observer, it should have been apparent as early as 1973 that the working hypothesis of ascribing 

the experimentally observed phenomenon of reverse transcription to retroviruses had become untenable, when it 

became known that reverse transcription was anything but rare; by 1980 at the latest, the hypothesis should have 

been abandoned by everyone. Indeed, the extraordinarily artificial and circumscribed conditions under which 

reverse transcription could be induced in the laboratory should have alerted everyone to the extreme 

improbability of such exclusively laboratory conditions having any bearing whatsoever on naturally occurring 

phenomena. All the more so, as no retrovirus was ever shown to exist-for example, by being able to isolate and 

characterise it, and to demonstrate its transmissibility. These failures (obviously not for want of trying) should 

have sufficed to kill off the whole concept. It may be hard to believe that all maps purporting to represent a 

whole retrovirus, including HIV, are always compilations, many bits and pieces cobbled together by their 

authors to the best of their beliefs. They are collages. No complete retrovirus nor its RNA in its entirety has ever 

been proved to exist either in vivo or in vitro. 

A further difficulty for the hypothesis was that it had never proved possible to show that the experimental 

observations attributed to retroviruses were exogenous to the cells used in experiments, i.e. that they came from 

outside of the cell; indeed, all the evidence pointed to the opposite, i.e. that they were endogenous (inherent) to 



the cells themselves. Part of the evidence was that the so-called retroviral activity could only ever be induced 

experimentally in one type of cell, whereas HIV is supposed to infect many different types of cell in the body. 

The two contentions are clearly incompatible. The whole theory is rendered even more implausible when it is 

remembered that retroviral concentrations are always extremely low, which is why a huge excess of cellular 

material from "patients" is needed to be able to demonstrate any replicating virus at all. This, incidentally, is 

also the basis for the claim that HIV has only a low rate of infectivity: a much more rational explanation is that 

there is no virus there at all. 

History furnishes an unhappy precedent for this form of research. At the turn of the century experiments were 

conducted using highly in-bred laboratory animals. Under strictly circumscribed conditions, these displayed 

higher disease susceptibilities than animals which were not in-bred; the phrase 'highly in-bred' was forgotten 

about, and generalisations about viral infectivity were made which turned out to be wrong, from which medicine 

has not recovered to this day. 

In like manner, experiments are nowadays performed with cell cultures instead of whole animals, for the very 

good reason that they greatly speed up experiments. The disadvantage is that this limits experimentation to just 

one of a few cell lines, which are always cancerous, because only they will grow continuously in the laboratory. 

History is repeating itself: generalisations are made about the behaviour of normal cells on the basis of results 

obtained from highly abnormal cells. 

Such cells can incorporate extraneous pieces of DNA (into their own DNA) when added to growth medium (as 

normal cells can, too, only more slowly). Cells, which have incorporated such DNA, will obviously manifest 

characteristics for which the DNA coded, making it appear that a virus had been at work, when nothing of the 

sort had happened. It is easy to see, therefore, how the bizarre notion of 'infectious' DNA arose, and to conclude 

(wrongly) that a virus, in the conventional use of the word, is involved. The whole argument collapses, however, 

when it can be shown that non-viral DNA can be made to do this too, both in vivo and in vitro. If that DNA 

happens to be DNA arbitrarily defined to be HIV DNA (or part thereof), then clearly the cell, which has 

incorporated the DNA, will behave as if it had been infected by HIV. 

Yet this is the basis of Duesberg's claim. In his retrovirological zeal he does not seem to appreciate that 

'infectious DNA' is a contradiction in terms. For what else is a virus but that? Folded up DNA wrapped in a 

protein coat so that the DNA can be transmitted from one cell to another, is what is normally called a virus. A 

loose strand of DNA could not do this by itself; it would be exposed to enzymic degradation; it would become 

entangled with other components. How would it identify its target; how would it get there; how would it enter it 

without a specific mechanism? 

A man of Duesberg's abilities should need no prompting that replicating (=cloning) something in a test tube and 

then detecting that something (=molecularly cloned DNA), in a place where you have previously put it, is a 

circular argument, and therefore no argument at all. But then, tautologies are an indispensable part of all 

retrovirology, as I was at pains to point out when explaining the fallacy inherent in HIV antibody tests. 

CONCLUSION 

The rules demonstrating the existence of HIV (and retroviruses in general) were never adhered to by those who 

devised them nor were they ever validated. It is now easier to understand why people felt it necessary to enquire 

of this magazine what the rather self-evident term 'isolation' meant: suitable synonyms might be 'pure' and/or 

'free of contaminants.' They clearly had a slight worry at the back of their minds all along that the term was used 

in retrovirology rather as in Alice in Wonderland-"it means what I say it means." 

Until AIDS was invented, retrovirologists were a minority sect who were happy to accept each others' flights of 

fancy without being too critical. They could fiddle around to their hearts' content, safe in the knowledge that 

"retroviruses were the least dangerous of all viruses." Well-meaning and credulous colleagues, as well as 

aspiring virologists, journalists and, through them, laymen were mesmerized by incomprehensible jargon into 

believing that the mass of data on HIV and retroviruses somehow meant something. Each property relating to 

HIV, and retroviruses generally, can be shown to pertain to the cells used in the co-cultivation experiments. At 

no time have there ever been any credible grounds for thinking that these properties and components had 

anything to do with viruses in general, nor with "HIV" in particular. 



NO PARTICLE OF HIV HAS EVER BEEN OBTAINED PURE, FREE OF CONTAMINANTS; NOR 

HAS A COMPLETE PIECE OF HIV RNA (OR THE TRANSCRIBED DNA) EVER BEEN PROVED 

TO EXIST. * 

 

 

LANKA REPLIES TO DUESBERG (II) 

 

The latest reaction of Peter Duesberg (1) to the ascertainment that "HIV" does not exist (2), and to the thorough 

line of argument that all claims about and characteristics ascribed to "HIV" do not withstand specific scientific 

examination (3), raises questions: 

- Why does he so vehemently defend something for which there are not only no proofs but also no necessity, 

and which has pushed millions of people into fear of a retroviral plague transmitted through sex and blood? 

- Why do "HIV"-virologists never subject their "viruses" to the same generally accepted standard techniques of 

molecular biology as all other virologists and biologists do? 

In his latest monograph of 5.11.96 Peter Duesberg introduces a more untenable claim than ever, which neither 

he nor anybody else can substantiate, to suggest again that there is a genetic entity "HlV": he equates cloning, a 

standard technique of multiplying a given genetic sequence, with virus isolation and the existence of "HIV"! 

After the question of the existence of "HIV" was first posed and people began to rethink "HIV" and to 

understand that with the available, exact identification techniques of Genetics, Biochemistry and Virology not a 

single aspect of the existence of "HIV" has been proved, apparently there was a desire quickly to postulate new 

criteria for its existence. That this new line of argument is put by Peter Duesberg, known for his critique of the 

idea of an infectious AIDS yet otherwise one of the godfathers of retrovirology is revealing. 

But the quicksand beneath Duesberg's construct is visible: 

- when instead of referring to the established criteria of structural identification, he now postulates functional 

criteria: "cloning (multiplying) is isolation", though the thing to be cloned has never been identified as part of 

"HIV". No structural criteria with which one can exactly identify genuine biological entities are to be used in the 

case of "HIV" - no analysis of the form and size of an isolated virus, the kind and composition of its proteins 

(e.g. if one wants to use the proteins in an approved antibody-test), its genetic substance (e.g. if one wants to 

carry out the test-tube experiments which Duesberg cites or do viral-load measurements). We are encouraged 

arbitrarily to believe in only the repetition of processes, which ad hoc were ascribed to be viral attributes. 

- when he claims there are at least 19 full-length HIV genomes that 19 molecules of the complete genetic 

substance of "HIV" exist in this world though this has not been shown or claimed in a single scientific 

publication. 

For the purpose of secure identification of a virus, the right means - the means of structural isolation - have to be 

applied before one carries out functional examinations with parts of the virus. For a clear understanding of this 

important argument, the main terms are again briefly explained here: 

A virus is an acellular form of organism, being no more and no less than a piece of genetic substance (according 

to a given species of virus, always of the same length) and a covering surrounding the genetic substance, 

composed mainly of proteins (according to a given species of virus, always of the same form and size). Viruses 

are stable because they have to leave cells or even the organism in order to infect other cells or organisms anew. 

Using centrifugation techniques it is no problem to separate viruses from all contaminating components and in 

doing so to isolate them - then photograph them, then represent their proteins and genetic substance in a direct 

way. 



In the case of "HlV" this has not been done up to today, for "HIV" as a whole or therefore for any of its 

components - its proteins or genetic substance (2, 3). 

The scientific conclusion is that the existence of ,,HIV,, has so far not been proved; the logical explanation, 

given that all characteristics ascribed to "HIV" are well-known cellular entities and characteristics, is that "HIV" 

never was, and the claim of the existence of "HIV" is not sustainable. 

The idea which led to the claim that HIV exists is based on a decisive false assumption. From 1970 on some 

scientists and much of the public were led to believe that since a certain biochemical function, reverse 

transcription with its then unfamiliar mode of action, did not fit the dominant world picture of genetics, it would 

be explained only through the claim of the existence of a new class of viruses, the retroviruses. The shock of 

reverse transcription was that it is possible to make genetic substance out of messenger substance, which until 

then was believed to be impossible. However, that the detection of reverse transcription is not, as some research 

directions still assume, a sign of certain death, e.g. HIV=AIDS=Death (Gallo, Ho and colleagues), or a reference 

to the "most harmless viruses in the world" (Duesberg) was proved when it was shown that reverse transcription 

reflects a repair mechanism of damage in cellular genetic material - in one revealing experiment, the 

chromosomes of yeast (5). So,tragically, in 1970 the detection of a healing process gave birth to the idea of a 

new class of viruses and eventually "HlV", because astonishingly researchers were not willing to rethink their 

models or listen to what nature has to tell them. The stubbornly held notion that reverse transcription was 

inevitably "retroviral" was first employed in the war against cancer as "cell-multiplying viruses", then as the 

opposite, in the war against (medically induced) AIDS as "cell-killing viruses". 

It is of the greatest importance in this context that "HIV- researchers - when trying to detect the activity of 

reverse transcription which is always the first step in the attempt to identify "retroviral" structures and 

characteristics, instead of using the natural genetic messenger material, the RNA-genome of the virus which 

should be there if the viruses existed - always use, without any explanation why, synthetic messenger-material 

templates (6). Above all it is known that those templates are not specific for the process of reverse transcription 

- that they are efficiently recognised and transcribed by the normal, common, cellular genetic-material-

producing enzymes as well (3). 

The whole idea of "HIV" would collapse if it was possible to bring this fact to public attention. 

It should be clarified: it is very normal that genetic material DNA, natural or artificially multiplied - when put 

onto cells is able to enter those cells, may integrate itself into the cells, chromosomes and eventually may be 

activated to produce its proteins. The idea of vaccination with "naked DNA" (to which I strongly object for 

various reasons) is based on these known mechanisms. To add a DNA clone to cells and later to prove its 

presence and probable activity is nowadays a standard experiment in lectures on biology but in no way a proof 

for the existence of "HIV". 

So one can only guess why molecular biologist Peter Duesberg refers to such a standard experiment as proof of 

the existence of "HlV". As the group around Eleni Eleopulos et al. has shown (3) neither he nor anybody else 

has shown that the genetic pieces of "HIV" used in the transfection experiments he cites (9) were isolated out of 

a virus. Only if researchers were able to multiply from cells exactly that genetic material which previously had 

been isolated from a virus, only then the claim of virus detection would be valid: virus-isolation logically always 

goes first. Or may anybody postulate new viruses, sprinkling his or her genetic material onto cells, detecting this 

material in the cells and claiming a new virus? A repeated artefact remains an artefact. To call such re-detected 

DNA "infectious DNA" is conspicuously misleading. 

When Peter Duesberg refers explicitly! to a publication in which we read, "...tested blood cells of 409 antibody-

positives including 144 AIDS patients and 265 healthy people. ln addition 131 antibody-negatives were tested. 

HlV-specific DNA subsets ... were found in 403 of the 409 antibody-positives, but none of the antibody-

negative people" (10) while these claims and statements are not at all substantiated in the further reading (3), it 

becomes obvious that he simply cannot have correctly read this publication which clearly touches clinical 

aspects, and that he thereby risks grossly violating his scientific ethics. 

And when those ethical gentlemen, Duesberg’s colleagues, "two of the world’s leading retrovirologists Robert 

Gallo and Robin Weiss"’ are invoked - without doubt about their claims either for having "re-isolated only HIV 



from Montagnier’s virus stock" without recognising any further contamination. Peter Duesberg’s pseudo-

rationale needs an explicit comment: 

- If one looked for other "retroviruses’, in Montagnier’s stock, they would be found in great numbers these days. 

The human genome carries thousands of such genes that can be traced back to the action of reverse transcription 

(3) and were named "retroviral elements" by "retrovirologists" in an ad hoc decision (2). 

- In Robert Gallo’s humiliated hunt for a credible new retrovirus, he was not taking care over or notice of 

"grossly contaminating viruses" but instead mixed up together - it actually happened the materials of (10) 

patients, in order to be able to create "HlV" (2). 

- Gallo himself wrote in the very important statement of the 27th September 1983 (after the decisive conference 

in Cold Spring Harbour!): " ...the virus described by Montagnier I have never seen [sic], and I guess that he has 

a mixture out of two. On the other side some of his data are interesting but not at all conclusive ...". 

When Duesberg urges: "As I pointed out in my Missing Virus reward claim in the 

July/August Continuum, infectious HlV DNA has been isolated from infected cells several times by molecular 

cloning", he himself is honest enough to claim that this "infectious HIV DNA" has been isolated not out of 

"AlDS"-patients but from special "infected cells". He conceals that those cells underwent a very particular 

treatment, and had DNA added before (2 3). He cites only literature in which ex-cathedra the same claim as his 

is made without a single reference that the importuned "infectious HIV DNA" was detected in or isolated from a 

virus (3). Predictably, three references - Fisher et al., Barnett et al. and Levy et al. - which Duesberg cites, to 

support his claims reveal that phenomenon typical of AIDS research: in the headline and the abstract of the 

publication things are exactly named and specific claims are made that are wholly unsubstantiated in the further 

text. One has only to read the smallprint of the technical comments (examples are commented on in ref. 3, n.b. 

pages 16-18) to see and understand the misconceptions behind them. When Duesberg lends his reputation and 

charismatic authority to such duplicitous science with its fatal consequences, without any reflection of the 

detailed critique (3) and especially without any analysis in his field of expertise it is very precarious and 

alarming. The explanation for his contrived insistence with highly technical and quasi-exact vocabulary that 

contrary to the complete case of Papadopulos et al. (3), there is somewhere out there a ,"HIV", detectable only 

through cloning because "cloning... is in fact the most rigorous isolation science has to offer for retroviruses", 

may be that though a genuine retrovirus "HIV" has never identified, "retrovirologist" Duesberg can’t or doesn’t 

want to admit it - for reasons that may not be obscure. 

But it is increasingly beyond indulgence that Duesberg piles up claims of 19 complete genomes (complete 

genetic sequences) of "HIV" which it has been possible to artificially multiply in the form of clones, then, to 

build up theories of probability bereft of significance gives the impression that they all have the same length 

when no scientist before him has ever claimed this, ever seen such things or of course ever published such 

claims. ln the only reference he could have meant (4) it’s enough to read the title "Recovery of virtually full-

length HIV-1 provirus of diverse subtypes from primary virus cultures using the polymerase chain reaction", to 

understand that Duesberg wildly appropriates references that seem suitable for his purpose without actually 

knowing them. The cited method, the polymerase chain reaction (PCR), is not able to construct something like a 

viral genome (12). It certainly has to be clarified that concocted and size-selected genetic molecules like "HlV"-

clones can never "represent an almost theoretical isolation" somehow on account of their lengths being in a 

proportion of 1 to 100,000 against the length of the full human genetic material. Such clones result from the 

process of concocting smaller molecules, produced in a test tube using the cellular genetics and cellular 

enzymes, and then, to present a "whole" sequence, uniting the smaller sequences in theory, on paper, or in a 

computer, following a blueprint from the arbitrary rules of retrovirology. 

lt beggars amazement how one may state ex cathedra that "...the high standards of virus isolation... may be 

relevant for crystallographers or chemists... but are not relevant for functional isolation", when it is those 

unspecified "HIV" proteins created in cultured cells when "HIV"-researchers tried to induce reverse 

transcriptase activity that are used in the "AIDS"-test, which is an instrument of sentence over death and life. 

What by God is then relevant in this kind of "science"? "Not relevant for functional isolation"! What for heavens 

sake is meant by "functional"? That the "AlDS"-test works when one believes in its function? 

And it is incomprehensible how "AIDS" expert Prof. Duesberg continues to discuss "AIDS" as if there were an 

autonomous clinical picture which one may call "AlDS". Every concerned person knows by now that "AIDS" 

has a different meaning on every continent, with its different causes. "AIDS" is an inadmissible artificial 



diagnosis: it has been legitimised through the introduction of "HIV" as a constructed cause. The AlDS-myth 

with its exploitation of the fear of an alleged deadly sex-plague has been blindly launched into the realm of 

seemingly scientifically-based biological fact through the pseudo-rational "HIV" detection technique. But the 

two terms according to the rules of construction depend on each other. The clarification of the question whether 

"HIV" exists, with the most secure method of identification available (and this would be only the isolation of 

complete "HI-viruses") is a sine qua non for dismantling the mass-delusional trance called "AIDS". Only then 

may the task of research with the needed temperance and precision, into the causality of the concrete disease 

complexes behind "AIDS", be addressed (14). 

The danger that the "AIDS"-critical movement splits or temporarily weakens over the question whether "HIV" 

exists is therefore secondary, and in any case subordinate to, the right to life of every person. The common 

matter is to secure the human rights of every stigmatised person, not a personal cult. The human rights do 

include free, and in this case essential, access to information. Censorship - and worse, misleading, for political 

or personal reasons, be it ignorance or the "will not to know" - is endangering human lives. lt is urgent. "The one 

who comes too late is punished by life" (general political knowledge). Those who too late or never receive 

essential knowledge may die in the throes of an "AIDS" diagnosis or commit suicide (sad, bad wisdom amongst 

HIV+s and PWAs). That "HIV" has never been identified as secure biological matter is of the greatest 

importance and must immediately be told to every stigmatised person. No HIV - no false diagnosis AIDS - no 

death sentence - no false treatment - no unnecessary suffering - no needless dying, but new chances for people 

who for complex reasons got seriously ill, amongst them being labelled as "AIDS"-cases and "HIV"-positives at 

all, and then falling victim to medical shortsightedness based on laboratory-technical constructs. 

There is no (HI-)Virus. Stupid? * 

Stefan Lanka 

Source: Continuum Feb./March 1997 
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15 YEARS OF AIDS 

The continuous failure in the prevention and treatment of AIDS is rooted in the misinterpretation of an 

inflammatory auto immune process as a lethal, viral venereal disease 

By A. Hässig, H. Kremer, S. Lanka, W-X Liang, K. Stampfli 

May 1998 

 

Summary - The question of the specificity of the anti-HIV antibody test has to be re-evaluated as it was shown 

that the viral enrichment obtained from co-cultivations of patients lymphocytes with fetal cord blood by BARRÉ-

SINOUSSI et al. and leukaemia cells by GALLO et al., exclusively consisted of proteins of the cell types used in 

the cell culture. This precludes a clear separation of presumed retroviral and cellular proteins or extracellular 

matrix proteins. In this context it was shown that the anti-HIV antibody test detects autoimmune antibodies 

directed against cyto-skeletal proteins e.g. the liver cells. Strongly augmented anti-actin autoantibodies is 

considered close to pathognomonic for chronically active hepatitis. The original assumption that "reverse 

transcription" from RNA to DNA is evidence for the existence of retroviruses, was wrong. In fact, "reverse 

transcription" is a vital mechanism for the maintenance the genome. The decrease in numbers of circulating 

CD4 lymphocytes can be explained by a stress-induced hyper-cortisolism. Up to date, direct HIV-mediated 

destruction of CD4 lymphocytes could not be proved. The same is true for measuring of the "viral load". 

Shortcomings of the applied method to quantify the "viral load" do not permit definitive conclusions. Possibly, it 

may be taken as an expression of a stress-induced weakening of the cellular immune reactions, in the course of 

which the nucleoside fragments resulting from the current cell turnover are inadequately eliminated. 

Furthermore, the treatment of patients with nucleoside analogues has a toxic effect on both the genome of the 

cell-nucleus and the mitochondria. The latter, therefore, may produce insufficient amounts of ATP, causing 

organ failure and, eventually, death. The synthetic protease inhibitors used these days are associated with 

serious side-effects. Therefore, it seems worthwhile, in these patients, to bring back the catabolic situation due 

to whole body inflammation to homeostasis by administering anabolic phyto-polyphenolic compounds. 

AIDS is the abbrevation for acquired immunodeficiency syndrome. AIDS, as a term for an illness, originated in 

the search by the American Centers of Disease Control for sick homosexual men, also suffering from Kaposi's 

Sarcoma (KS) and/or Pneumocystis carinii pneumonia (PCP). In 1983 BARRÉ-SINOUSSI et al. reported on a 

T-lymphotropic retrovirus which they allegedly isolated from an enlarged lymphnode of a homosexual patient 

(1). In 1984 GALLO et al. reported the alleged isolation of an identical retrovirus from CD4-lymph cells from 

homosexual patients, clinically diagnosed as suffering from AIDS (2). BARRÉ-SINOUSSI et al. co-cultivated 

these patients lymph cells in question with fetal cord blood, and GALLO et al. co-cultivated theirs with 

leukaemia cells. Initially, these laboratory methods must raise doubts as to whether the isolation of a new human 

retrovirus is evident just by these data. GALLO et al. stated that their allegedly isolated retrovirus caused the 

destruction of CD4 lymphocytes in those patients, whose heterogenic illness was taken as an after-effect of the 



CD4-cell destruction and so subsumed as AIDS. Besides, GALLO et al. announced that in due time a vaccine 

would be available for the formation of antibodies against the discovered virus (2). Today, fifteen years later, 

the question still remains open, whether HI retroviruses actually do exist or whether the postulated retroviral 

HIV-antigens as well as the postulated HIV reverse transcription are a matter of human protein molecules 

derived from cells in co-cultured cell cultures used by both BARRÉ-SINOUSSI et al. and GALLO et al.. The 

most extensive investigations in this regard are owed to ELENI PAPADOPULOS-ELEOPULOS and her group 

in Perth, Australia. In 1993 they published a review concluding that there is no evidence for the existence of HI 

viruses (3). In 1994 LANKA demonstrated that all retroviruses, including HIV, are biologically inexistent and 

their phenomenology is based on laboratory artefacts (4-6). ELENI PAPADOPULOS confirmed LANKA’s 

interpretation in a recent comprehensive review (7). 

These fundamental counter-statements to the current HIV-AIDS-theory have been strongly supported in the last 

few years. Upon investigations in order to develop a vaccine against HIV it became apparent, that the 

enrichment of presumed HIV-1 preparations, considered as pure, consist of proteins of the cell types used in the 

cell cultures, which resist a clean separation into presumed retroviral and cellular proteins, i.e. extracellular 

matrix proteins. Above all, these cell proteins, also occur in the inside of extracellular particles, which have been 

misread as it seems as so-called HI virions by the retrovirologists (8-10). These findings were to be expected as 

GALLO et al., when developing the AIDS test, did not investigate the presence of cells own proteins in the 

protein mixture, released during the co-cultivation of patients lymphocytes and leukaemia cells. Upon 

developing the ELISA- and Western Blot tests it should have been imperative to consider proteins released from 

stimulated leukaemia cells, not being mixed with patients lymphocytes, and to differentiate these from the ones, 

released only after addition of patients lymphocytes. 

In view of this it seems to be mandatory to re-evaluate the question of the specificity of the anti-HIV-antibody 

test. 

What is the laboratory finding "anti-HIV-positive" based on? 

In a series of preceding reports we have discussed this question in detail (11-14). We came to the conclusion: 

the laboratory finding "anti-HIV-positive" is primarily the expression of an autoimmune activation of the 

immune system linked to a persistant catabolic state of metabolism. In view of the fact that the diseases grouped 

under the term AIDS are limited to risk groups such as homosexuals, drug addicts and recipients of blood 

products contaminated with parenterally transmitted hepatitis inductors, the question is raised, whether the anti-

HIV test determines autoantibodies directed against cell envelope structures with a specificity to the body's own 

proteins of the host cells. It has been known for over twenty years that chronically active hepatitis (currently 

hepatitis B, hepatitis C and autoimmune hepatitis without evident antiviral antibodies) react by the formation of 

autoimmune antibodies directed against cyto-skeletal proteins of the liver cells. Thus, the raised anti-actin-

autoantibodies are pathognomonic for chronically active hepatitides (15). JOHNSON et al., in 1965,  were the 

first to report on anti-actin-autoantibodies (16). They described autoantibodies directed against smooth muscle 

cells and showed that this had to be considered as characteristic indication of "lupoid hepatitis". In 1973 

GABBIANI et al. demonstrated that autoantibodies directed against smooth muscle cells react with actin-

containing microfilaments (17). Further investigations indicate that autoantibodies with anti-actin specificity are 

to be classified within the big group of autoantibodies against filamentous proteins of smooth muscle fibres. 3 - 

18% of healthy individuals present low titer autoantibodies against cyto-skeletal proteins (18). High titer anti-

actin autoantibodies, on the other hand, are only found in patients suffering from chronically active hepatitis 

and/or biliary cirrhosis (19). In 1994 BERMAS et al. showed that both sera from patients with lupus 

erythematosus and from mice suffering from the same illness react with glycoprotein 120 and peptides of the 

postulated HIV-1 envelope (20). They further proved that control sera of healthy individuals and patients with 

other autoimmune diseases contain small amounts of the same autoantibodies. Last but not least, they showed 

that autoantibodies reacting with glycoprotein 120 do not possess antinuclear specificity. They refrained from 

investigating a specificity against cytoskeletal proteins of these autoantibodies. 

Evidence is given that the anti HIV test does not indicate antibody formation against the postulated retroviruses 

as, during the last decade in Germany, not a single seroconversion has been observed in inprisoned drug addicts. 

All sero-positive drug addicts acquired their anti HIV "positivity" before their imprisonement. In opposition to 

this, seroconversion by hepatitis B inductors was recorded in intravenous drug addicts (21-23). The same was 

also observed in haemophiliacs, i.e. despite continuous substitution with hepatitis-contaminated blood products 

approx. a third of these individuals never become anti-HIV positive. This is characteristic for the individual 

response to autoimmune reactions against cyto-skeletal proteins in the host cells, in which GIRARD and 



SEN?CAL observed a polyreactivity (24). The individual autoimmune reactivity either appears at first contact or 

fails to appear even at multiple contacts. 

We conclude that a positive anti-HIV test does not indicate an antibody formation against "retroviral HIV 

antigens". Low titer "anti HIV" antibodies are common even in healthy individuals. High titer "anti HIV" 

antibodies are pathognomonic in chronically active hepatitis. The anti HIV test does not answer the question 

whether anti HIV antibodies occur or not; the test differentiates between "plenty = positive" and "few = 

negative". 

Rethinking as to "Reverse transcription" 

The error, taking proteins resulting from "HIV" isolation for retroviral proteins, dates back to 1970. The 

paradigm, that DNA codes information and programs relating to all physiological and phenomenological aspects 

of all organisms, resulted in the postulation of the irreversibility of the genetic flow of information for the 

synthesis of proteins - from DNA via messenger substance (RNA) to proteins. This was the crucial genetic 

dogma (25). Despite the proven reversibility in 1970, that from RNA DNA can remerge, this fact was postulated 

as an exception that proves the rule by stating the existence of retroviruses, qualified for this reversibility, 

which, at this time, were only considered as tumour viruses (26, 27). 

With the discovery of this enzymatic activity in all living cells it soon became clear that the evidence of the 

function of "reverse transcription" from DNA into RNA was not a proof for the existence of retroviruses, 

because the genome of all eukaryotic cells is clearly marked by this activity (28, 29). Retrospectively, it seems 

rather astonishing that in 1983 MONTAGNIER and in 1984 GALLO still postulated a new retrovirus despite 

the fact that a new viral entity had never been isolated or described, according to the standard regulations in 

virology. As a matter of fact, the enzyme Reverse Transcriptase from ÒHIVÒ has never been isolated or 

described, but only inferred from functions to its existence, when new formation from DNA into RNA was 

proven by laboratory techniques. 

Since 1985 it has been known that the "Reverse Transcription" plays a decisive role in the maintenance of the 

structure of the genome, by repairing   chromosome fractures and, especially, by limiting the loss of 

chromosomal end components, the telomeres occurring at cell replication (30-33). The respective enzymes for 

this kind of reverse transcription, the telomerases dispose of a type-specific RNA matrix for the formation of the 

repeating telomer units. Somatic human cells, that do not belong to the reproductive path, cannot adapt to the 

shrinking of their telomeres when replicating and so cease the replication at a certain degree of depletion. 

Up to date, the influence of nucleoside analgues on the action of telomeres at replication has obviously not been 

investigated. We could trace only two publications, in 1996, which describe an in vitro investigation of 

nucleoside analogues inhibiting the telomerase activity. In our view, the knowledge, already gained in 1980, on 

the vital physiological function of "reverse transcription", should have lead to a rethinking as to the establishing 

of nucleoside analogues as pharmacological inhibitors of the "Reverse Transcription" of the postulated HI 

viruses and, according to knowledge of that time on the physiological function of the "Reverse Transcription", it 

should have been rejected (34,35). 

What is the decrease of CD4-lymphocytes in AIDS based on? 

The decrease of the circulating CD4-lymphocytes in the blood stream during progressive immune deficiency in 

AIDS has generally been explained by the progressive destruction caused by HI viruses (36). Four years ago 

CARBONARI et al. showed in an in vitro investigation that the apoptosis of the lymphocytes in AIDS patients 

is mainly related to CD8 - T-cells and CD19 B-cells (37). FINKEL et al. then pointed out that apoptosis 

concerns mainly "bystander" cells and spares supposedly infected cells from so-called HIV- and SIV-

lymphnodes (38). These reports remind us of FAUCI's classical publications of the 70's in which he and his 

working group clearly demonstrated that, in persisting hypercortisolism, an increasing number of CD4-cells 

leave the blood stream and can thus activate B-cells in the marrow (39-44). The "migrated" CD4-cells return to 

the blood stream upon dropping to normal values of the cortisol level. 

At the beginning of 1995 WEI and HO et al. published a report in which they declared, that the extremely fast 

multiplication of HI-1 viruses produces a raised turnover of CD4-lymphocytes (45, 46). Towards the end of 



1996 WOLTHERS et al. showed that the telomere length of CD4-lymphocytes in anti- HIV positive individuals 

remains normal, whereas the one of CD8-cells decreases (47). 

During the latest international congress of leading HIV scientists the long-term criticism of the HIV/AIDS 

theory has been confirmed: despite intense and precise investigations there was no proof of a pathophysiological 

mechanism explaining the different reaction of CD4- and CD8- lymphocytes to the postulated retrovirus HIV 

(48). It was literally stated: "The riddle of CD4 cell loss remains unresolved." Paul Johnson of the Harvard 

Medical School in Boston voiced in a disillusioned way the helplessness of the conventional AIDS scientists: 

"We are still very confused about the mechanism that leads to CD4 depletion; but at least now we are confused 

at a higher level of understanding."  In other words, FAUCI's pioneering work, based in the seventies, on 

experimental traumatology fell into oblivion. CALVANO clearly documented in a review published in 1986 that 

the selective depletion of CD4-lymphocytes is induced by neuroendocrine mechanisms in traumatic conditions 

such as injuries and burns, whereas its proportions depend on the degree of hypercortisolism (49). It remains 

enigmatic why FAUCI, after having joined the AIDS research, never again mentioned his own reports. 

What does the "viral load" measure? 

Immediately, after the publication of WEI's and HO's reports in January 1995 (45,46) in which they put forward 

the hypothesis that HI viruses multiply at raving speed destroying a similar number of CD4 helper cells, 

quantitative tests based on the genetic multiplication method PCR were introduced and so a large number of 

HIV in the blood stream was postulated. It has been well known among HIV scientists that the so-called viral 

load, i.e. the measurement of the "viral load" is no evidence of the entire virus genome or intact viruses (50). 

The "viral load" measures short components of the messenger substance RNA, attributed to the HI viruses. 

Because the HI virus genome per se never could be described it is impossible to designate these RNA fragments 

as viral. Going through the records of the presumed characterisation of HIV it can be inferred that all 

components - proteins and genetic substance - attributed to “HIV”, are of pure cellular origin (3-7). Therefore, 

the results of the "viral load" can only have an indirect significance, such as the measurement of an increase or 

decrease of cellular RNA, as it can be observed as increasing in catabolic conditions of cell disintegration and 

decreasing in anabolic conditions. However, these results cannot be considered as clinically relevant as, besides 

the technical inadequacy, control investigations with both non-positive defined healthy and ill individuals have 

never been published. 

The polymerase chain reaction (PCR) is a technique for a manifold multiplication of short DNA fragments, 

developed by Nobel prize winner for chemistry, Kary Mullis. Upon measuring the "viral load" the RNA 

fragments in the blood stream first have to be converted into DNA and then multiplied as such. The single, 

developing technical steps of this method are prone to failure. The slightest impurity, drugs, such as heparin and 

other substances interfere with a reproducible functioning of the PCR method, especially with quantification 

(53). Kary Mullis, the inventor of this method does not miss any occasion to critizise the application of his 

technology in the context of AIDS (52). Further more, it is concealed that it does not make sense, either 

practically nor theoretically, to initially multiply manifold fragments of genetic structure and then to postulate 

their manifold presence. In case they were actually present in the blood samples it would cause no problem to 

prove their existence by simple, quick and cheap standard methods (51) and, if de facto, viruses did exist in the 

blood stream, scientists certainly would have been successful in making them visible. Hence, up to date, no 

scientist claims this achievement, a fact which has been confirmed under coercive evidence by the German 

Health Ministry in 1996. After the report of a produced "positivity" in the "viral load" during a vaccination test 

with proteins (54) of a previously "negative" defined test person it is now frankly admitted that repeated wrong-

positive results in the viral load are  quite a wellknown phenomenon (55). 

Impairment of energy formation in mitochondria by nucleoside analogues such as AZT (Azidothymidine, 

Zidovudine) 

AIDS patients quite often demonstrate a weakening of their skeletal muscles. Up to 1990 this was considered a 

HI-virus-caused impairment of muscles. In 1990 DALAKAS et al. demonstrated that this kind of muscle disease 

is due to an administration of AZT, weakening the mitochondria within muscle cells. With the excessive release 

of free radicals the mitochondria are affected in their function of forming ATP as key substance in metabolic 

energy (56). HAYAKAWA et al., in 1991, demonstrated important changes in the mitochondrial DNA 

(mtDNA) in the liver of mice after the administration of AZT. The final sentence of this paper reads: "However, 

for AIDS patients it is urgently necessary to develop a remedy substituting this toxic substance AZT" (57). 

These results were confirmed by histochemical methods in the same year by CHARIOT and GHERARDI (58). 



The toxicity of nucleoside analogues in the treatment of viral diseases was thoroughly dealt with in the 

following years and, it was proven that the toxic effect causes multiorganic impairments in heart muscle, brain 

and kidney, as well as in liver and pancreas (59). Further, it was shown that successor drugs of AZT such as ddl 

and ddC cause the same mitochondrial impairment (60). 

Since 1991 it would have been mandatory that not only the pharmaceutical industry but also the registration 

authorities seriously consider these impairments caused by long-term administration of nucleoside analogues 

and provide proof of the incoherence of AIDS patients death with this drug treatment; in general this obligation 

has been avoided and now they face upcoming connected liability questions. 

HIV-proteases inhibitors: A new therapeutic principle in the prevention and treatment of AIDS 

According to the HIV-model long precursor molecules of proteins along the multiplication process, have to be 

cut at certain interfaces in order to create functional HIV proteins upon which, ultimately, new HI viruses form. 

Synthetically produced short protein molecules, reproduced after the interface to be cut from the precursor 

protein but which cannot be cut should, according to the model again, inhibit the natural activity of the HIV 

protease and thus prevent the formation of new HI viruses. As a matter of fact the HIV protease has not been 

isolated, but has been reconstructed by genetic engineering upon which it was observed that this enzyme is very 

similar to the human digestive enzyme, pepsin of the class of the asparate proteases. 

The problem of the model is that the one and the very same HIV protease would have to be cut at completely 

different interfaces in order to form functional proteins and, ultimately, HIV. Practically, this is not conceivable 

and has been explained as: "enzymes do not have a high sequence specificity" although it has been postulated 

that: "a therapeutically applicable inhibitor has to be specific, and should not inhibit human enzymes of this 

class of substance." (61) Considering these explanations of the head of the chemical department of the scientific 

laboratories at BAYER's, it becomes obvious that, theoretically, it is not possible to exactly target the postulated 

HIV protease. Further, it is impossible not to interfere in the cellular processes of integration and disintegration 

of a variety of proteins. The inhibition of the active protease in AIDS per se makes sense. However the 

pharmacological administration of high doses of distinct aromatic substances is a non-physiological measure, 

connected with serious side-effects which excludes their pharmacological use. 

Indeed, up to date, the pharmacological HIV protease inhibitors prove to be connected with side-effects, which 

demand the absolute necessity of their replacements by phyto-therapeutic mixtures. Apart from side-effects such 

as kidney stones, damage of the liver, an increase of diabetic impairment of metabolism, CMV retinitis and 

haemolytic anaemias these protease inhibitors, after a short-term administration, also demonstrate a loss of 

effect on the inflammatory process which was misinterpreted as a result of an acquired resistance by HIV as 

well as an incompatibility with many drugs, especially with the ones of the group of Cytochrom-P450-inhibitors 

and inductors (62). 

Nutritional possibilities in the prevention and treatment of AIDS 

Looking at the formula of structure of the synthetic protease inhibitors, it becomes obvious that these are 

artificially produced aromatic compounds. As we have suggested lately, polyphenols as well as tannins and 

flavonoids are phyto-protective substances against harmful external influences. As aromatic substances, they 

cannot be synthesized by the animal organism. The nutritional supply of a variety of phyto-polyphenols to the 

animal organism has the function of operating as a redox buffer and rebalancing oxidative stress conditions with 

their catabolic alteration of metabolism to the anabolic-catabolic state of equilibrium (63). 

Flavonoids and tannins are effective with respect to: 

 1 Inhibition of lipid peroxidation 

 2 Scavenging of oxygen radicals 

 3 Binding and inactivation of pro-oxidative transition metals such as Fe and Cu 

 4 Binding of proteins including attenuation of their enzymatic activity (protease inhibitors) 



Upon these reductive activities flavonoids and tannins are oxidized themselves; a well known example is the 

reduction of vitamin E by vitamin C or coenzyme Q. These mechanisms are at the beginning of a cascade of 

recycling. This example demonstrates, that the multitude of almost 5000 different flavonoids and tannins is used 

to overcome the oxidative state of the ex-antioxidative molecules at the end of the cascade of recycling, by 

transferring it to a variety of native molecules. 

The stress-induced state of catabolic metabolism in AIDS is in the center of the pathogenesis. The correction of 

the connected whole body inflammations, caused by oxygen radicals and protease activation, is a compelling 

preventive and therapeutic action which urgently demands the use of phyto-therapeutic polyphenol compounds. 

Possibilities and limits of treatment of hepatitis in anti-HIV positive individuals 

A symptomlessness and the stress-induced activation of liver inflammation in healthy individuals are 

characteristic of parenterally transmitted inoculation hepatitis (hepatitis B and C). The classic example for this 

occurrence is posttransfusional hepatitis caused by blood and blood products of clinically healthy blood donors. 

At the occasion of a study, made in the early fifties at the blood transfusion service of the Swiss Red Cross on 

recipients of lyophilized pools of mixed plasma of 50 - 70 healthy blood donors, it was observed that this caused 

serious, sometime even lethal hepatitis in many ill recipients (64-66). 

It is emphasized that in a contaminated organism with parenterally transmitted hepatitis inductors (now called 

hepatitis B and C), the aim of treatment has to be reduced to just reach a normal state of health. The 

administration of virucide, cytotoxic drugs is not able to eliminate these inductors from the organism. 

Proceeding from this knowledge, in Poland, for two decades, BRZOSKO et al. have been collecting data with 

the Tibetan prescription of phyto-therapeutic formula, PADMA 28 (67). They showed that this phenol-rich plant 

compound is able not only to reduce the serum level of hepatitis B antigens in hepatitis B patients but also to 

augment the serum level of hepatitis B antibodies. At the same time an amelioration was observed in these 

patients regarding their clinical condition and the biochemical and histological results from their hepatitis. Based 

on these pioneer results, today, in patients suffering from chronically active hepatitis, the substitution with 

phyto-polyphenolic mixtures has priority over other treatments. 

How does the nucleoside analogues treatment of AIDS patients influence their course of disease? 

After having examined 8 reports on HIV positive long-term non-progressors, who stayed clinically symptomless 

for over 10 years, we realized, that, without exception, they had not been treated with nucleoside analogues (68-

75). We consider this as a confirmation of our above-mentioned caution as to the prophylactic and therapeutic 

administration of these cell toxics, originally developed for treating cancer, in the autoimmune course of disease 

in AIDS. 

Nutritional supply of polyphenolic mixtures as basic treatment of anti-HIV positive individuals and 

AIDS-patients 

As initially showed, a positive anti-HIV test is an indication of an augmented formation of autoantibodies 

against cytoskeletal proteins, i.e. actin. This condition is pathognomonic for chronically active hepatitis. AIDS, 

as serious  immuno-deficiency-syndrome is the expression of a persistant hypercatabolic state of metabolism 

along with a stress-induced whole body inflammation. A successful treatment of such conditions consists of the 

nutritional supply of a sufficient quantitiy of antioxidative and antiproteolytic phyto-phenolic mixtures, 

consisting of flavonoids and tannins. As neither the animal nor the human body are able to synthesize aromatic 

compounds they are fully dependent on a sufficient supply of anabolic effective phyto-polyphenolic mixtures, in 

order to adjust catabolic states of metabolism. These mixtures are present in drugs made of teas and spices. 

Padma 28 proved to be the most effective one. Additionally, it is recommended to balance other possible states 

of deficiency of vital nutritional components such as polyanions and essential fatty acids. 

Completing this review we came across the publication by PADIAN et al. which remarkably emphasizes the 

insignificance of heterosexual intercourse in transmitting "HIV". In this study, extended to 10 years, the authors 

say: "male-to-female transmission was approximately eight times more efficient, than female-to-male 

transmission and male-to-female per contact infectivity was estimated to be 0.0009". 

Obviously, AIDS is not a viral venereal disease, but an inflammatory autoimmune process (76).   
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Treatment recommendations based on the works of Dr. Heinrich Kremer (Hamburg), Prof. Alfred Hässig 

(Berne), Dr. Stefan Lanka (Suttgart), Dr. Eleni Papadopulos-Eleopulos et al. (Perth), Dr. Leonore Herzenberg 

et al. (Stanford University), and Furchgott and Ignarro (avaiable at www.ncbi.nlm.nih.gov) 

The many and varied diseases that can define the AIDS syndrome: fungal infections of the lung, of the mucous 

membranes, the brain, and the gut, and the degenerative changes in the endothelial cells of blood vessels and 

lymphatic vessels (Kaposi Sarcoma), occur because of an ongoing heightened production of gaseous nitricoxide 

and oxygen radicals in immune cells and other cells. Under these conditions CD4 helper cells mature 

predominantly to cells with TH2 cytokine prophile, which migrate to the bone marrow, where they activate 

defences against bacteria by producing antibodies, but only few mature to TH1 cells mesurable in plasma, which 

activate the dedection and destruction of fungus and virus infected cells and of altered cells. If this situation 

persists, a higher quantity of proteins of the cytoskeleton and of mitochondria is released as en effect of 

heightened cell decay. Against these proteins a higher rate of the antibodies are formed. This antibodies and 

antibodies that occure in hepatitis and due to toxic pollution are detected by the HIV-antibody tests. Once a 

certain, arbitrary level is reached, the patient is declared "HIV positive". 

A elevated level of nitricoxide and oxygen radicals comes about as a result of: 

- ongoing contact with antigens (e.g. from repeated or chronic infections, injuries, operations and dirty water). 

- repeated contact of foreign proteins to the plasma (from coagulation proteins in blood preparations and from 

semen liquid in unprotected anal intercourse) 

- contact to toxic substances in food (e.g. aphlatoxines in wet cereals), medicaments and from environment 

pollution, toxic decomposition products from modern chemicals (heavy metals (e.g. carrier substances in 

hepatitis B-vaccines, amalgan fillings) 



- inhalation of nitrites ("poppers") which are stored in cells as NO2. They are released through physical exertion 

on increased exposure to calcium ions. This affects the endothelial cells of blood vessels and lymphatic vessels 

with a small capillary diameter, and leads thereby to degenerative changes (swollen lymph nodes and finally to 

Kaposi Sarcoma). 

- impairment of the mitochondria, the single cell energy suppliers, which synthesize the energy-carrying-

molecule ATP, used for all functions of the organism 

The causes of chronic mitochondrial damage are: 

- damage of the mitochondrial DNA due to antibiotics (e.g. sulpha compounds such as cotrimoxazol, 

TMPSMX) which block the synthetisation of folic acid and purine, and lead thereby to the exhaustion of the 

mitochondrial thiol-pool. Likely effects are caused by heavy metals and by cytostatics like AZT. All this 

substances bind the SH-groups of glutathione and cysteine and impair thereby the activity of mitochondria. 

- reduced glutathione produced resulting from liver damage, e.g. chronic hepatitis (occuring frequently in gay 

men, hemophiliacs and intravenuous drug consumers), excessive alcohol consumption, or through shortage of 

nutritional cysteine, esp. in developing countries. Glutathion molecules reduce oxygen- and nitricoxyde-

molecules, so that ATP production in mitochondria is not disturbed. An ongoing shortage of glutathione means 

that phagozyte poison themselves attacking fungi and virus containing cells by means of NO. 

- reduced oxygen transport in cells because of oxidation (methhaemoglobinaemia) which exceeds the reductive 

capacity of glutathione. This comes about because of the strongly oxidising effect of nitrites (poppers), 

antibiotics (cotrimoxazol, TMPSMX) and insecticides (e.g. Lindan in moistures against crab louse), nucleoside 

analogues (e.g. AZT), heavy metals and chemicals. 

- lack of plant antioxidants which bind to toxic degradation products (oxygen radicals) and thereby reduce 

inflammation and stress reactions. 

On prolonged impairment of mitochondria, they dissolve their symbiosis with the host ("Warburg 

Phenomenon"). Cells then increasingly switch over to producing energy by anaerobic fermentation, which 

results in excess lactic acid production, and the growth of fungi and opportunists, and ultimately to wasting, at 

which point cells obtain essential nutrients directly from the myoproteine. By an heightened activity of reverse 

transcription the cellnucleus then saves its genotype. Continuous activation of macrophages leads in this 

situation to an ongoing release of messanger substances (Inteleukine 2) which trigger the release of stress-

hormones in the adrenal gland. This hormones induce the formation of TH2 CD-4 cells, that activate the 

formation of antibodies in the bone marrow, whereas cellular immune reactions induced by TH1 cells are 

continuously suppressed. 

By means of: 

- A supply of sulphur compounds in sea salt, mineral water and algal products, and of cysteine and methionine 

containing protein mixtures, (Cysteine, N-acetyl-cysteine and arginin, (3-8 gramme daily)also in curd and whey) 

and folic acid (300 miligramme daily) can stimulate glutathione formation in the liver. Glutathione must be 

administered in the mean time intravenously (600 milligramme daily) untill its formation in the liver works 

sufficiently again. 

- Plant antioxidants, e.g. PADMA 28 (2-3 times 2 tabletts daily) or artemisia annua in UWEMBA pastilles 

(available from www.nusag.com) which bind to toxic oxygen decay products, and natural protease inhibitors 

(heparine and heparinoids in agar, algae or cartilage preparations), which activate the body's own anti-proteases 

and bind to cations that attack the cell walls, slow down chronic inflammatory reactions going along with 

increased cell division. 

- Co-enzyme Q10 and NADH and high doses of Vitamin C and E can improve electron transport in the 

respiratory chain of cells. Folic acid (300 milligramme daily), thiols L-carnitin and low doses of selenium, (e.g. 

brewers'yeast), and zinc can support the synthetisation of ATP in mitochondria and the repair of damage to 

mitochondrial DNA. 



- Opportunistic infections (fungy, PCP and others can be treated by omega-3 fatty acids in fishoil (3 tablespoons 

daily) In difficult cases gamma globulin, selective cyclo-oxygenese-2 inhibitors and difluoromethylornithine as 

a polyamine inhibitor can be administrated. The activity of killer cells and neutrophillia can be supported by the 

administration of glutamine (40 grammes daily) and L-Arginin (20-30 grammes daily). 

- DHEAS (200 milligrammes daily) can diminish ongoing stress reactions in the immune system (TH1-TH2-

switch) caused by the release of stresshormones (cortisol) in the adrenal gland. 

- Essential fatty acids in linseed oil, thistle oil, soya oil and omega-3 fatty acid in fish oil mixed with curd, 

which enhighten the uptake of oxygen in cells 

- Carduus marianus or Aloe vera to support the liver and partly fermented beverages that can restore the gut 

flora 

- Ethereal oils, rubbed on to the chest and in the armpits serve to stimulate the immune system through the 

ground substance (matrix) 

- Extract of grape fruit kernels, gargling with honey/vinegar and sulphur containing moistures or Melaleucae 

Alternifolia oil as a local treatment against fungal infection. 

- Targeted stress reduction techniques, e.g. autogenic training, stretching and massages, and refraining from 

excessive physical exercise (using performance-enhancing drugs, e.g. coffee, alcohol, nicotine, amphetamines 

(X-tasy), cocaine, heroin and poppers.) 

- avoiding inflammatory reactions and infections by avoiding injuries and the contact of foreing proteins to the 

plasma (e.g. by protection in anal intercourse). 

- of a nourishment poor in sugar amd acid but rich in roughage and bases, with much high-value carbohydrates 

and potato, plant antioxidants, e.g. vegetables, fruit, herbal and green teas, cold-pressed oils, partly fermented 

dairyproducts, algae, soya beans, and fish but not iron-rich red meat. 

...a flexible resistance in people with AIDS defining illnesses can be restored. 

If limited administration of antibiotics is necessary, this basic therapy has to be continued. The treatment can be 

adapted to the individual illnesses occurring. Progress achieved by these measures to bolster the immune system 

can be monitored by measuring stress hormone profiles, the T4/T8 cell ratio, macrophage activation (neopterine 

test) and cutaneous anergy, the glutathione level in plasma and in T-4 helper cells. 

HIV, which is held to be responsible for causing 30 different AIDS-defining diseases, has never been shown to 

be transmissible nor self-reproducing; it has never been isolated, photographed or otherwise properly 

characterised, as required by the established rules of virology. The original experimental technique of Gallo and 

Montagnier in 1984 on which the HIV-antibody-tests were constructed, involved culturing cells from AIDS 

patients with leucaemic cells and embryonal cells, that show a high activity of reverse transcription. This effect 

of an artificially amplified reverse transcription was then interpreted as signifying the presence a new virus. A 

virus-specific enzyme could not be proved according to the established rules. Synthetic protease inhibitors, 

which are supposed to inhibit the formation of essential viral building blocks, over time, cause malaise, diabetes, 

kidney stones and liver failure in patients given them. After PIs and nucleoside analogues are first given, an 

apparent decline in inflammatory reactions and „virus production“ may be observed, but it then rises again, 

which is attributed to resistance developing. Nucleoside analog drugs, that destroy for a limited time through 

cytostatic effects bacteries and fungy, are only ever 1% incorporated into the cell nucleus, where they should 

work as DNA terminators against HIV. As it has been demonstrated by animal trials since 1990 they cause 

irreversible damage to the mitochondrial DNA and thereby damage to the brain, the bone marrow, the muscles 

and internal organs and a lasting decrease of CD-4 and CD-8 cells causing opportunistic infections 

(cytomegalie, herpes simplex, PCP and hepatitis non-A-non-B) that define the AIDS-syndrome. 
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