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This author does not believe tha AIDS is caused by HIV, a mere immune cdl passenger virus, if indeed a
humen immuno-virus exists and is present & dl and is not a mere likdy artefact, even in cases of test
confirmed, but likdy fdse seropogtivity, atributable rather to crossreecting antibodies in response to
multiple organisms in a compromised cdlular and resultantly hyper-activated humord immune response.
AIDS is caused by dl chronic multiple opportunigic macro- and/or micro-organism  infections, where
immune sysems ae aready compromised by socio-economic, behaviourd or environmentd reated... @)
nutritiond defidency, andlor b) foreign proten factor and/or ¢) chemicdly induced..." oxidative stress'.
Accordingly, correction of these factors and gppropriate reduction of the hosted organisms can reverse AIDS.

The corrdated scientific information in this report is not to be condrued to conditute medica advice, nor the
active promotion of any subgtance or device for any medicind purposes. It represents the author’s research
over severd years in the fidd of free radicds which are a the cdlular bass of dl pathologies, and even the
aging process itsdf. Arisng from this fact, is the logica concusion that free radicd scavengersquenchers, ie
antioxidantsreducing agents, are criticd to hedth, espeddly conddering that the primary immune response
utilizes oxidetion as its defendve mechaniam agang pathogens and mdignant cdis If a normdly congtituent
dietary subgance is deficent and its optima provison in basc form as provided by naure is able to reverse
any pathologica condition, then that subgtance cannot be deemed to be medicind, but rather nutritiond.
Medicines are synthessed subgtances or even naturd products, which are not a normd pat of a naurd
(early) human diet. This is the entire focus of this paper, coupled with the fundamenta behavioura changes
necessty to remove any other precipitating factors and accommodate the innate naturd spontaneous hedling
response. The focus of this paper is“hedth optimisation” as an dternative to dlopathic and neturd medicine,

Immune function is highly dependent on nutritiond datus because the large mass and high rate of cdlular
turnover of the immune sysem make it a mgor user of nutrients. Furthermore, nutrient requirements may be
increesed during and chronic infections, induding HIV. Resarch has found lower concentrations of
magnesum beginning early in the course of HIV infection, with ggnificant univariste assoaaions between
CDA4(+) T-lymphocytes and plasma magnesum, choline and zinc concentrations, which factors together
explaned 43% of vaiability in CD4(+) cdl counts. Compromised nutritiona and anti-oxidant status begin
ealy in HIV infection and may contribute to disease progresson. (Bogden J, e d, Am J Clin Nutr, 72(3):
809, 2000) Severd other key nutrients, in particular, trace dements (Cu, Zn, Mn, Se) will be detailed herein.



Nutritional deficiencies are the primary cause of AIDS in the Third World, coupled with parastes (foreign
proten) as a result of unhygienic conditions and spedific susceptibility due to manutrition. Nutritiond
defidendes ae dso common in the Frg World. Univerdly, foregn protein factors indude receptive and
semen, hemophiliac Factor VIl and other blood products (irrepective of the presence of hypothetical HIV),
multiple behaviord and environmenta microorganism  exposures, macro-paradtic  infections and  dso
vacanations. Pharmacologicd factors, primarily, but not limited to the Frs World, include recregtiond and
medicd drugs induding ey anttretrovird drugs, amyl nitrate vasodilators, vaccines and inoculaions, nor:
deroidd  anti-inflammeatories, analgesics,  antibiotics,  corticosteroids, progesterones and  estrogens,  anti-
depressants, and seddtives. Severd environmenta contaminants may aso lead to seriousimmune damage.

Benzine exposure can lead to myeotoxicity, expressed as leukopenia, pancytopenia, anemia, agpladic or
hypoplastic bone marrow, lymphocytopenia, granulocytopenia and thrombocytopenia, the resultant immuno-
suppresson leading to increesed susceptibility to tuberculoss and pneumonia, which are the most common
causes of death in AIDS. The introduction of lead-free petrol will lead to increased environmentd exposure
to benzine which is usad as a replacement lubricant for lead and which if used contrary to desgn, without a
functiond cataytic converter, as is now commonplace because of a chegper price differentid, will build up,
in paticular in our cities Some other chemicas of concern are the ubiquitous PCB's (T-he per/T-suppressor
baance), PBB's (decreased peripherd T-cdls), TCDD's (thymic epithdid cytotoxicity and thymic arophy),
ashestos (reduced T-cdl proliferation and drculaion), mercury (depressed lymphocyte responses to T-cdl
mitogens) and pedticides, dl the mgor dasses of which latter negatively impact on T- lymphocyte mediated
cdlular immunity and are progressively being implicated as a conveniently neglected far more serious and
more direct cause of immuno-deficiency in AIDS than HIV, which isavery lucrative modern scgpegoat.

Hundreds of eminent and wdl-credentided progressve scientids and academics, understanding AIDS as a
multi-factorial  condition, have quedioned and compeently sdentificdly citidsed the HIV-AIDS
hypothess, including three Nobd lauregtes, Wadter Gilbert, Barbara McKlintock and Kay Mullis and
(restricted to a few "professors’ of the following disciplinesinditutions by way of illudration): Addy,
dinicd microbiology, Universty Sa & Tech, Kumad, Ghana, Bradford, biology, Kansas Univ; Canton,
medicd ethics Griffith Univ, Audrdia; Duesberg, molecular / cdl biology, Univ Cdif, Berkdey, Geshekter,
African Higory, Cdif Sate Univ; Griffin, virology, Royd Med School, London; Johnson, law, Univ Cdif.
Beakdey; Lomen, biophyscd chemidry, Free Univ Amdedam; Peapadimitriou, pathology, Univ W.
Audrdia Pgpadopulos Eleopulos, biophyscs, Univ W Audrdia; Pinching, immunology, S. Batholomew’s
Hogpitd, London; Root Berngein, physology, Michigan, State Univ; Rubin, molecular biology, Univ Cdlif
Berkdey; Stewart, public hedth, Univ Glasgow; and Thomas, biochemitry, Harvard Universty.

This dterndtive, more conddent paradigm is rgoidy ganing sdentific ground internaiondly amongst
progressive free-thinking sdentists, with two core groups forming, the Berkdey Group, led by Professor
Peter Duesberg, and the Perth Group, led by Professor Eleni Papadopulos-Eleopulos. Some key papers
arguing agang HIV-AIDS are  (Duesberg P, Science, 241: 1988), (Duesberg P, Natl Acad Sci, USA, 86:
755, 1989 & 88. 1575, 1991), (PapadopulosEleopulos E, e d, Res Immunoal, 143, 1992), (Duesberg P,
Pharmacol & Therap, 55: 201, 1992), (AIDS: Virus or Drug Induced? Contemporary Issues in Genetics and
Evolution, Vol 5, Edited by Peter Duesberg, Kluwer Acad Publ, 1996), (Shdlenberger F, Med Hypothess,
50(1): 67, 1998), (Duesberg P, Genetica, 104: 85, 1998), (Papadopulos Eleopulos E, e d, Current Med Res



Opinion, Vol 15: Suppl, 1999). Medicd palitics however, biased towards the germ theory (rather then the
milieu in which they ae predigposad to proliferate), mitegaes drongly agang the far publication of
dterndive sdentific algumentsto the HIV thesis, despite their high merits.

Since HIV is currently gill widdy held to be the caustive agent of AIDS and HIV is conddered to be a
retrovirus, most chemotherapeutic gpproaches have been anti-retrovird, with the molecular targets usudly
being reverse transcriptase inhibitors and associated protease inhibitors, dnce both are essentid for retrovird
replication and hence assumed pathogeness The HIV-AIDS hypothess is however seadily eroding under
the sheer weight of wdl-argued contradictory evidence. Vaious dideoxynucleosde andogs and only the
triphosphordaed form of the highly toxic AZT, have demondraed inhibition of assumed pro-vird DNA
gynthess by HIV assocated reverse transoriptase, yet have faled to prevent AIDS progresson via
(erroneoudy) pogtulated HIV-induced cytopathogenicity. AIDS science as practiced by the medicd
edeblishment is in fact not stence a dl, jus a predominant theory which has too many finencidly and
legdly vested interests to undergo the vigorous evolution which usudly accompanies true objective stience.

Vaious seious immuno-suppressive and other debiliteting Sde effects and the gppearance of drug resgant
virus drains are associated with anti-retrovird drugs, further limiting the scope of this approach. Recently, a
US Government dudy edtablished cear carcinogenicity for AZT a redidic dinicd doses, but the shocking
results of this officd study, authored anonymoudy, languishes unpublished behind obscure access codes on
the US Nationd Toxicology Program database. Only a fortuitous persond exchange between the author of
this artide before you and Dr Richard Bdtz, the government scientig who firg synthessed AZT, hes led to
the discovery of this suppressed landmark document, published for the fird time in adract form in
asodaion with this atide  (Toxicology and Cacinogeness Studies of AZT. Nal Toxicol Program Tech
Rep Ser, 1999, (469), 1-357) (Accessthe Gaia Research website for this previoudy unpublished paper)

From a natura hedth perspective, the new anti-AIDS frontier is thet of the free radicd paradigm, comprisng
naturd and benign antimicrobid agents — botenicds, colloidd slver and oxygen — plus attioxidants and
copper, zinc, manganee & sdenium trace minerd-dependent endogenous antioxidant enzyme induction. For
die-hard sceptics, a protocal including HIV remains gopropriate, Snce it can gill serve as a contral for other
parastes, pathogens and opportunisic organisms which ae responsble for the red dinicad diseese
progresson and degth in AIDS. Conversdy, if HIV does in fact play a dSgnificat role in AIDS, the
dternative drategy to be presented here will remain equdly effective, the best of both worlds. Two criticd,
vadly under-consdered, indeed scientifically ignored, if not suppressed phenomenon / mechaniams, because
of the garm theory obsesson with HIV, yet absolutdy essentid to understanding AIDS will be introduced
here, namely “ Sdective Compartmental Dominance’ and “Apoptoss’.

Sdective Compartmental Dominance



SHective Compartmental Dominance (SCD) is a term coined by progressve American physcan, Dr Frank
Shdlenberger MD, to describe a halidic concept of the red causes and immunological phenomenon of
AIDS, which recent dudies involving cdlular mediatled immunity and cytokine modulation can explan
without the need to invoke infectious causation, but rather via functiond characterisics and feedback loops
in the immune sysem. This modd predicts tha even HIV negaive members of the risk groups ae
susceptible to AIDS, assgns no spedid causd role for HIV and suggests a rationd course of non-toxic
thergpy that can potentidly reverse earlier AIDS cases.

The primary diologicd “event” in the devdopment of AIDS is a falure of an adequate cdlular mediated
immune reponse, atributed to the summation of various dinicd and lifedyle factors This results in an
increase in extracdlular antigen, which will in turn activate a humord response, which induces cytokines thet
exat a negaive feedback to the cdlular mediaed response, resulting in even further suppresson of the
cdlula sysem. This crestes a vidous cyce, which results in the progressve deterioration of the cdlular
gydem in the face of a hyper-activatled humord sysem, a hdlmak of AIDS. Progressive loss of cdl-
mediated immunity (CMI) occurs as a consequence of the inhibitory effect of cytokines rdessed when
antibody mediated immunity (AMI) is chronicdly ectivated. SDC explains how HIV seropodtivity may be
nothing more than an excdlent but arbitrary marker for individuas, who for reasons below, are in a date of
chronic AMI activation. The real causes of AlDS according to Shalenberger’s SCD mode are asfollows

Cel __mediated _immunity (CMI) gppressors: Mde-mde sperm  dlergens  Recretiond  drugs
Corticogeroids, Trandudons Hemophiliac blood dotting factor VIII; Hidiocytic & lymphoreticular cancer;
Thymic damage Phamecologicd agents — aneesthetics, antibiotics, antivirds, tranquilisers Manutrition;
Madabsorption; Sickle cdl disease Age, advanced & premature infants, Stress, Heavy metas (esp. Hg, Ni,
Pb); Vird infections.

Antibody mediated AMI_stimulators: Mde-made sperm; Intravenous drugs, Root cands & other occult
infectiors, Blood-dotting factor VIII; Multiple Infections Vaccines Paradtes Mycotoxins Transfusons
Toxic bowel. (Shalenberger F, Med Hypothes's, 50(1): 67, 1998)

Apoptosis (Programmed Cell Death)

Apoptoss, programmed cell degth, as opposad to cdl proliferation, is didinct from degenerative necross In
the blood, lymphocytes are, after neutrophils, the most numerous white blood cells representing from 20% to
45% of dl leucocytes Only a smdl fraction of the 10-12 have rdative pemanence, with under normd
conditions, some 10-9 lymphocytes generated by the bone-marrow and about the same number dying every
day, largdy in the lymphoid tissues The T-lymphocytic lineege is conceived in the bone marow and the T
lymphocytes are differentiated in the thymus where the rest of the development, dl the way to the mature F
lymphocyte, and where they are dimulated to divide repeatedly to proliferate. Each effector T-cdl cdl
aidang from activation is programmed to die by gpoptoss dfter the infection las been warded off. (Jan Klein
and Vadav Horgd, Immunology, Blackwell Science, Oxford, 1997)



Oxidigng agents can induce reversble cdlular changes, induding deeth by gpoptoss. The ultimate outcome
depends on the concentration of the agent, its rate of gpplication, the initid date of the cdls and the cdlular
milieu. Since bath AIDS cultures and patients are exposad to activating agents (dl of which are oxidisng
agents), both apoptosis and the phenomena upon which the presence of HIV is based (vird-like paticles,
antigen/antibody reections), may be the direct result of oxidaive dress and therefore their specificity is
quegtionable. Activation is induced by oxidation. (Pgpadopulos-Eleopulos, E, Med Hypotheses 25: 151,
1988), (Turner V, Med J Audrdia 153: 502, 1990), (Papadopulos Eleopulos E, et d, Med Hypotheses, 39:
22, 1992), (Papadopulos-Eleopulos E, ‘Oxidative Stress, HIV and AIDS, Res Immunol, 143 145, 1992)
This is supported by Montagnier's group's finding that gpoptosis can be inhibited by reducing agents (René
O, e d, Volume 2, VIlith International Conference on AIDS, Amgterdam, 1992). Montagnier agrees with the
Perth group that anti-oxidants should be used for treeiment of AIDS patients (Gougeon M & Montagnier L,
Science; 260: 1269,1993), (Papadopul os-EleopulosE, et d, Genetica, 95: 5, 1995)

A lage body of evidence indicates that AIDS may be the conseguence of a virus-induced antioxidant
defidency and implicates reactive oxygen spedes (ROS) in the pathogeness of HIV and rdaed infection.
The high levd of antigenic add and cytokines activities in AIDS reaults in the production of superoxides
(©2-), hydrogen peroxide (H202) and hydroxyl radicas (OH). HIV-infected T-cdls digplay low leves of
superoxide dismutase, catdase, thioredoxin and glutathione peroxidase, rendering them susceptible to
undergo gpoptosis. Antioxidants may present potentid interest as antivird agents or as adjuvant thergpy in
AIDS. (Edess M, & d, CR Seances Soc Biol Fil 189(3): 376, 1995) Intracdlular oxidaion is an obligate,
ealy component of thymocyte apoptoss Recent findings suggest that intracdlular oxidants are involved in
the induction of gpoptoss, and that this type of cdl degth can be inhibited by various antioxidants (See green
tea, copper, zinc, manganese & selenium). (Bustamante J, Free Radic Biol Med 19(3): 339, 1995)

Apoptosis of thymocytes plays a crucid role in shgping the repertoire of T-cdl receptor specificities during
T-cdl devdlopment in the thymus. Mature CD4+ TFcdls of asymptomatic patients have undergone apoptoss
when dimulated in vitro and this process plays an important role in the regulation of normd T-cdl responses
to antigens in vivo. Heightened susceptibility to gpoptoss might be respongble for loss of CD4+ T-cdls and
helper cdls following HIV infection. (Owen J & d, Ch 18, in ‘Progranmed Cdl Death’, M Lavin and D
Watters, Eds, Harwood Academic Publishers, GmbH, 1995) There is evidence that the CD4+ T lymphocyte
ddetion that is responsble for the devdopment of immunoddidency in paients with HIV infection is
mediated by agpoptoss and tha infection of these lymphocytes by the virus is ‘not’ necessry for the
triggering of their desth. Much of the lymphocyte gpoptoss is a result of defective support by cytokines or an
ingppropriate response to activation. Understanding the process may make it possible to prevent or delay the
devdopment of immunodeficdency without it even being necessary to diminate the virus from the body. (J
Kerr, Forward to ‘ Programmed Cdl Deeth, Harwood Academic Publishers, 1995)

Apoptotic cdl death ggnificantly contributes to the depletion and dysunction of CD4+ lymphocytes in
AIDS, induding cdls uninfected with the HIV. (Atrak D, Oncologigt, 2(2): 121, 1997) In HIV infected
patients, the increese of the concentration of free radicds is rdaed to a depletion of endogenous
antioxidaive enzyme protective sysems consecutive to the activation of lymphocytes and phagocyting cels
and direct or indirect effect of severd pahologic agents. This free radicd excess could impar cdl
membranes and generate gpoptoss, the main cause of lymphocytes CD4+ depletion. (Rabaud C, & d, Amn
Bid Clin (Parig), 55(6): 565, 1997) Apoptosis of Flymphocytes in HIV infected individuas can be linked to
oxidative dress. In view of the diminished oxiddive resgance of HIV-infected individuds, research results



suggest that ROS mediated gpoptoss might contribute to the deletion of lymphocytes and to the pathogenesis
of the disease (Dobmeyer T, et d, Free Radicd Biol Med, 22(5): 775, 1997)

Studies suggest that the killing of Mycobacterium tuberculoss in human monocytes in vitro by the addition
of exogenous H202 is dependent on the susceptibility to a peroxide-induced killing pathway
(Laochumroonvorgpong P, e d, Infect Immunol, 65(11): 4850, 1997). Unlike antibecterid defence, when
ROS and thelr derivatives act as biologicad wegpons killing pathogens, the antivird defence is assumed to be
mediated by gpoptoss Cdls activate generdtion of superoxide and hydrogen peroxide by xanthine oxidese
and intracdlular NADPH-oxidase in response to gppesrance of a virus in its cytoplasm. Increese in ROS
levd turns on the process of programmed cdl deeth in the infected cdls Moreover, H202 diffuses into the
adjacent cdls (due to its high membrane permeshility), dso inducing apoptoss (of bysander cdls), o that
the infected cdl and its neighbours (which are the mogt likdy to be infected) are diminated, blocking the
spreading of the vird infection. (Skulachev V, Biochem (Mosc), 63(12): 1438, 1998)

Apoptoss is the ‘main’ cause of CD4+ T-lymphocyte depletion in AIDS. Vaious chemicd and biologicd
agents trigger gpoptods in CD4+ TFedls. Oxidative dress induces gpoptoss and participates in the CD4+ F
cdl gpoptoss obsarved in AIDS pdients, who present low levels of antioxidants (manganese superoxide
dignutase (Mn-SOD), sdenium and glutethione), due to ingpproprigte nutrition. Anti- gpoptotic/antioxidant
drategies should be conddered dongsde antivird drategies for efficient thergpy for AIDS. (Romero-Alvira
D & Roche E, Med Hypothess 51(2): 169, 1998) Common denominators in HIV-pogtive patients are an
increese in oxidative dress and a weekened antioxidant defence sysem (Allad J, Am J Clin Nutr, 67(2):
143, 1998). Improved gooptods inhibition with zinc in HIV+ individuds is documented (Neves |, Clin Exp
Immunol 111(2): 264, 1998). Mn SOD protects T-cdls from cdl death in gpoptoss and peripherd T-cdl
deletion (Hildeman D et d, Immunity, 10(6): 735, 1999).

Apoptoss is rdaed to the ability of the cdl to mantan an gppropriate oxidant-antioxidant baance (Wedi B,
et d, Blood, 94(7): 2365, 1999). It is a mechanism activated as a suicidd event to get rid of excess, damaged,
or infected cdls (Wang E, e d, J Cdl Biochem. S32: 95, 1999). Apoptoss is the fate of most thymocytes
(Yang Y, & Agwdl J J Clin Immund 19(6): 337, 1999). In the thymus, 9598% of dl thymocytes die by
gooptoss (Guevara Petino J, e d, J Immund, 164(4): 1689, 2000). Long-teem attivetion of the immune
gydem, wesker in HIV and reaed infections, dgnificantly contributes to T-cel ddetion and diseese
evolution (Michd P, et d, J Infect Dis, 181(1): 64, 2000). HIV infection is associated with increased cdl
degth by gpoptoss in infected and ‘uninfected cdls (Blanco J, & d Antimicrob Agents Chemother, 44(D):
51, 2000). Antioxidants can prevent gpoptotic cdl deeth, the protective mechaniams being ther scavenging
of oxygen freeradicas (Shen J, et d, Biochem Biophys Acta 1500(2): 217, 2000)

Colloidal Silver & AIDS

Another nonpatentable naturd product in increedngly wide-spread use in AIDS is dectro-caloidd glver,
postivey-charged ultramicroscopic sSiver clugers suspended in weater, as with the bio-calloids of the vitd



fluds of dl living organisms Thee highly moatile microdudters are naturdly microbicidd, are as potent as
the most powerful anti-microbids, yet are sfe to higher life-forms by disabling only the metabolic enzymes
of anagrobic micro-organisms  and  impating disabling dectricd  chages to  virusss  (Thomson,
Comprehendgve Inorganic Chemigry, Pergamon, 1973), (Mentd R, & d, Vopr Virusdl, (6): 731, 1977),
(Myers et d, Review of Medicd Pharmacology, Lange Med Publ, 1978 (Williams D, The Biocompatability
of Slver, 1¢ Intl Confer on Gold and Slver in Medicine, Siver Inditute, Washington, 1989), (Matin &
Bugamante, Physical Pharmacy, Lea & Febiger, 1993), (Severd referencesto follow)

Many researchers are of the opinion that Slver is in fact an essentid eement, not because it is required for
any mammdian enzyme sysem, but conversdy, because snce it is an anti-bacterid, anti-vird, anti fungd
metabolite that dissbles specific enzymes that pathogenic and parastic anaerobic micro-organiams use for
respiration, colloiddl/ionic dlver functions as a sysemic anti-aneerobic microbid and immune sysem
supporter, which may be impared by a Slver deficdency (Drs J Wdlach, DVM ad M Lan MD, Rare Earths
Forbidden Cures, Double Happiness Publishing, 1995). Dr Robet Becker MD, identified a reationship
between low leves of tisue and digary slver and infection, dating that Siver did more then kill diseese-
caugng organigns, since dlver was regpongble for improper functioning of the immune sysem and its
presence promoted and accderated bone and tissue heding by over 50% (Becker R, J Bone Joint Surg,
American Volume, 60: (7), 1978), (R Becker & G Sddon, The Body Electric, Morrow, 1985), (Becker R,
The Effect of Hlectricdly Generated Silver lons on Human Cdls. Proceedings of the 17 Internaiond
Conference on Gold and Siiver in Medicine, Siver Indtitute, Washington, 1939)

Among a number of metd ions teded a the Biochemidry of Upjohn Laboraories, zinc, copper and dlver
were found to be the mogt effective inhibitors of HIV protease (Unknown, Biochemidry, Sept 10, 1991).
Colloidd dlver kills HIV, according to Dayl Tichy, an adminidraor & Brignam Young Universty, who
determined in independent testing a two different labs that colloidd slver killed a variety of pathogens,
including HIV (The Dally Herdd, Provo, Utah, February 13, 1992). Once the virus has invaded a cdl in the
body, the cdl will revert back to the primitive type dructure and use an enzyme as its chemicd lung, which
is promptly crippled by the presence of colloidd slver, the cdl suffocates and dies, thus denying the virus an
opportunity to replicate. Colloidd slver kills not only presat viruses but future forms as wel, because no
meatter how the virus mutates, it cannot change the way human cells respond to inveson and because of its
cadytic nature, colloidd dlver is not affected in the reection, continuing to kill other sngle cdled pathogens
nearby. (The Colloidal Silver Handbook, Siver Education Codition, Utah Slver Inditute, 1995)

Professor E Hendearson @ Temple Universty reported that colloidd sSlver completdy diminated latently
infectious HIV and a lower doses ggnificantly reduced HIV infectivity (Report, Temple Univ, School of
Medicine, Dept of Microbiology and Immunology, Philaddphia, March 20, 1995). Dr M P Farber PhD, of
the Colond Leonard Farber Mild Silver Protein Foundaion for Research and Deveopment, dtes a 1992
Sudy a the Universty Medicd Centre, Geneva, Switzerland, one of the mos prestigious medical research
fadlities in the world, as confirming that colloidd slver kills dl viruses induding HIV, via suffocation.
Eight people recovered fran HIV-AIDS in a scientificdly documented sudy and an additiond seven AIDS
patients recovered as verified by anecdotd reports. (Dr M P Farber PhD, The Micro Silver Bullet: A
Sdentificaly Documented Answer to the Three Largest Epidemicsin the World, Mycalnc, 1997)



Electrochemicd colloidd dlver ions have potent microbicidd effects in water (Metodiev V' & Bozhilova N,
Probl Khig 15: 26, 1990). Research evidences that colloidd slver kills HIV and inhibits its replication and
latent formation. It attacks the HIV and co-factor viruses and then wards off other infectious hedth problems
that the immune sysem has not been able to handle. Research has proven under laboratory conditions thet
colloidd dlver desroys HIV within 34 minutes after coming into contact with it. (Dr Keth Courtney ULC,
Colloidd Silver: The Hidden Truths 1997) Colloidd / ionic Slver solutions exhibit better anti-microbid
effectiveness than conventiond dlver solutions, due to the particulaly potent and dable characteristics of
dectrochemicd Ag+ (Smonetti N, e d, Appl Environ Microbiol, 58(12): 3834, 1992). New technologies
gve technicd indght into the phydcs involved e “completdy non-toxic colloidd dlver ions triggered by
pathogens, fire dectrons, dectrocuting HIV, pahogens and immunity suppresSng moieties,  destroying
them” (US Patent No 5676977, Antelman Technologies Ltd, 14 October 1997).

Severd dudies now drongly suggest thet colloidd siver has a simulaing effect on the immune sysem and
there is condderable evidence that slver works as an antibiotic, thereby renewing interest in eectro-colloida
slver, with companies devdoping new dlver compounds for a wide vaiey of applications, induding
protection agang the spread of the HIV (Dr Hill, Colloidd Slver: A Literaure Review, Clear Lake Press,
1997). Tichy, & Brigham, now a sdentific advisor to company planning dinicd trids of a proprietary ionic
colloidd slver formula, set samples to Dr Lary Ford MD a the Univeraty of California, Los Angdes
Medica Centre for testing. Ford reported that it killed every bacteria, fungus and virus tested, including HIV
(Press Rdease, Invison Internationd, Fort Lauderdde, FL, July 17, 1998).

Hydrogen Peroxide (H202) & AIDS

Hydrogen peroxide is an adjunctive source of oxygen, protecting againg infections without sSgnificant
systemic toxicity (Urschd H, Diseases of the Chest, 51(2): 180, 1967). Interferons, in addition to antivird
action, activate naturd killer cdls and macrophages, and modulate phagocytoss. Activated machophages
produce H202, which is respondble for the geriligng action agang micro-organiams. (Das U, & d, J Free
Radic Biol Med 2(3): 183, 1986) Some researchers believe that AIDS can be trested and even cured in some
cases with hydrogen peroxide, the theory being that HIV and opportunistic pathogens are anaerobic and do
not thrive when exposad to singlet oxygen supplied by the hydrogen peroxide on breskdown to water and
oxygen in a reattion as follows H202 ---> H20 + O-. Snglet oxygen is the active microbicidd agent. It
kills, or severdy inhibits anaerobic organisms (pathogens using carbon dioxide for energy and leaving
oxygen as a by-product). (Ed McCabe, Oxygen Therapies, Energy Publ, 1988)

Dr William Douglas MD, daes that: “No other chemicd comes even dose to hydrogen peroxide in its
importance to life. The cdls of the body thet fight infection, caled granulocytes, produce H202 &s a fird line
of defence agang evay type of invading organiam: paradtes, viruses, bacteria, and yeast. H202 mug be
present for the immune response to function properly”. Dr Douglas conducted an extensve search of the
medica literature and identified severd indigpensable anti-infectious immunological  atributes of - hydrogen
peroxide, induding: @ Stimulating oxidative enzyme sysems via metabolic pathways b) Alteing T-4/T-8
ratio, increasing the T-4 hdper cdls ¢) Simulating monocytes d) Simulating T-hdper cdls € Simulating
ganma - interferon production; and f) Regponghility for immuno-regulaion. (Dr W Douglas, Hydrogen



Peroxide: Medicd Miracle, Second Opinion Publ, 1992) Hydrogen peroxide is confirmed as a potent
activator of T-lymphocyte functions and to Sgnificantly increese T-cdl proliferation when gpplied for short
periods under reducing (antioxidant) conditions (Los M, et d, Eur JImmunol, 25(1): 159, 1995).

Hydrogen peroxide is active agangt a wide range of organiams becteria, bacterid spores, yeeds, fungi and
virusss (Block S, Peroxigen Compounds, in S Block, Ed, Disnfection, Sterilisstion and Presarvation, Lea &
Febiger, 1991), (Heckert R, et d, Appl Environ Microbiol, 63(10): 3916, 1997). HIV is rgpidly inactivated by
exposure to peroxidase and HO2 (Klebanoff S & Kazazi F, J Clin Microbiol, 33(8): 2054, 1995). Hydrogen
peroxide is known to potentite the virucidd effects of copper ions (Sagripanti J, et d (Appl Environ
Microbiol 59: 4374, 1993), induding agang HIV (Sagripanti J & Bonifacino A, Appl Environ Microbiol
62(2): 545, 1996). [Precautionary Note It isimperative to avoid the indiscriminate use of oxidising agents
in the presence of inadequate anti-oxidative cellular defence, since such circumstances may have the
opposite of the intended effect, actually stimulating vira replication, following resultant oxidative stress.]
Ozone inectivates extracdlular HIV & noncytotoxic concentrations and has been proposed as a treatment
for AIDS (Wdls K et d, Blood, 78: 1882, 1991), (Carpendde M & Freeberg J, Antivird Res, 16(199): 281,
1991), (Carpendde M & Giriffis J, Proc 11" Ozone World Congr, 1993), (Shallenberger F, Med Hypothesis,
50(1): 67, 1998). However, when ozone is introduced into the blood, it reacts with red cdls, producing
hydrogen peroxide, of which the presence of pharmacologicd concentrations in the blood is dearly a double-
edged sword, eesly causng as much ham a good (Green S Sdetific Rev Altenaive Medicine,
Spring/Summer, 1998).

CD8+ T-lymphocytes from HIV+ individuds is functiondly defective in the biochemicd indices rdated to
cdl proliferation. In HIV+ but not HIV- individuds conditutively generated hydrogen peroxide levels are
gonificantly lower in CD8+ T-cdls compared with CD4+ T-cdls Importantly, activated effector
CD8+CD28- cdlls show remarkably low H202 levels compared with CD*+CD28+ cdls, and the latter in
HIV+ individuas adso show low levels. Cadase content is lower in CD8+ cdls compared withCD4+ cels
only in HIV+ individuds These results suggest tha CD8+ T-lymphogtes are functiondly defective with
conditutivdly generated levds of H202 and the corresponding scavenger (catdase). Diminished
immunocompetence of HIV+ individuds may be caused, in pat, by this functiond suppresson of
intracdlular H2O2 defect of CD8+ T-cdlls. (Yano S, et d, Free Radic Biol Med 15; 24(2): 349, 1998)

Sonificantly, progressng HIV infection bdow 0.01mM hydrogen peroxide concentrations safdy dedines
with increesng directly adminigered H202 concentrations from 0.05 to 0.1mM, with 5mM, rexulting in
ggnificant HIV suppresson (Ranjbar S & Holmes H, Free Radic Biol Med, 20(4): 573, 1996), (Kurata S, J
Biol Chem, 271(36): 21798, 1996). Appropriaste H202 dignfection guarantees dedruction of HIV and
opportunidic infections, induding lipid and nontlipid viruses (Hecket R, e d, Appl Environ Microbiol
63(10): 3916, 1997), (Roberts C & Antonoplos P, Amer J Infect Control, 26(2): 94, 1998), (Vickery K, e d,
J Hosp Infect, 41(4): 317, 1999). H202 is acknowledged to be highly toxic to bacteria and to viruses,
including HIV (Stephenson J, JAm Med Assoc, 283(14), 12 April 2000).

Colloidal Silver / H202 Synergy & AIDS



A new draegy, bearing phenomend potentid, synergises colloidd slver with hydrogen peroxide and is
accepted as a sdfe drinking water dtendive to toxic chlorine dignfection, by hedth authorities in
Switzerland, Germany, Igad, Audrdia and dsewhere. Trace microbicida hydrogen peroxide and especidly
dlver resdues remaning dter primay virus decontamingtion of drinking waer further sudans criticd
ingability of viruses (Mahnd H, & Schmidt M, Zentrabl Bakteriol Hyg [B] 182(4): 381, 1986), (Thurman
R & Gerba C, CRC Criticd Rev Environ Contr 18(4): 295, 1989), (Moyasar T, et d, Canadian J Microbiol,
Natl Res Council of Canada, 109-116, 1990), (Drinking Water Treatment Chemicd — Siver / Hydrogen
Peroxide, Nationd Hedth and Medicd Ressarch Council (Audrdia)) NHMRC Water Qudity Pand,
10/11/93), (Pedahzur R, et d, - Hedth-rdaed Water Microbiology. Sdect Proc Intl Symp Water Qudlty,
July 1994, Budapest, Hungary, - Water Sci Tech, 31(5-6): 123, 1995), (Pandya M, Chemicd Engineering
World, Vol XXXII, No 10, 1997), (Report on the Laboratory Evduation of a Biocide Intended for Water
Treatment, D Peterson, Water Examination Laboratory, Perth, Audtrdia, March 1998)

The spectrum of pathogenic organisms susceptible to even low concentrations of this combindtion is truly
remarkable: bacteriophages, gramnegative, podtive and spore-bearing bacteria, yeests, fungi, mycoderms
amoeba, meningococa and viruses, induding HIV — (Expert Report on HIV efectiveness of SS-25, Prof Dr
med, Get Froer, Max von Pettenkofer Inditut fur Hygiene und Medizinische Mikrobiologie, Universtat
Munchen, BRD, November 23, 1987), (Pandya M, Chem Eng World, XXXII (10), 1997) and AIDS related
pathogens: M-R  Staphylococcus aureus, Tuberculoss, Hepatitis-B, Herpes, eic  (Expert Opinion on the
Anti-Vird Effect of SS25, Nationd Inditute of Hygiene, Budapest, Hungary, June 1988), (Effect of SS-25
on Mycobacterium Tuberculoss, Microbiologica Laboratory, Zagreb, Crodia, November 1998). HIV
actudly bottoms the lig in terms of resgance to anti-microbids (Mc Donndl G & Russl A, Clin Microbiol
Rev, 12(1): 147, 1999). Medicnes regulaory authorities ironicdly are atempting to ban colloidd glver /
H202 as medicines, in spite of it paradoxicdly being goproved for natiiona drinking supplies dbeit less
effective a time of use, due to problems with the diribution networks and qudity of the bulk water trested.
(See associated definitive rebuttal titled: “ The Colloidal Silver Ban Scam™  http: //mww.gaia.research.co.za)

I ndependent developments in South Africa take the colloidal silver / hydrogen peroxide synergy potential
even further, to concurrently address the actual micro-nutritional causes of the breakdown of the cellular
immune response itself. The Gaia protocol involves an affordable kit comprising a hand-sized portable
electro-Colloidal Silver Generator - water steriliser and fortification unit, incorporating both silver as
well as alloy electrodes of copper (Cu), zinc (Zn) and manganese (Mn), specially compounded in the ratio
required by the body’s own cellular immuno-enzymes. Selenium (Se), a non-metallic element unable to be
electro-colloidalised, is best assimilated when processed through a plant by adding as a micronised powder
to sprouting seed soak water to be biologically colloidalised by the seedling, not feasible with the metals,
which are too hard to micronise mechanically. Selenium enriched water, preserved with colloidal silver,
can be used repeatedly as a drench after initial soaking, ensuring continual uptake of the selenium.
Tableted or powdered dietary supplements, whilst better than nothing, are not efficient vehicles, unless
chelated. (For more protocol information, contact the author at ph/fax 044-532-7765/7695 or email
<gaia.research@pixie.co.za> or access th e Gaia Research website at: http://www.gaiaresearch.co.za)

Trace Elements & AIDS



Nutrition is a citicd determinant of immune regponses and manutrition and even over-nutrition and obesity
ae the mog common causss of immunodeficiency worldwide Even rdaivdy moderate defidency of
protein, vitamins A, C, E, B-gpectrum, folae and the abovementioned micronutrients may result in
negatively dtered immune responses. (Chandra R, Amer J Clin Nutr, 66(2): 40S, 1997) Whilg the former
meacro-nutrients are more reedily assured by a hedthy digt, the criticd micro-nutrients (Cu Zn, Mn, Se €tc)
are only avalable to food plants if the soil in which they grow have these in bio-avaldble form, optimised
only in organicdly husbanded oil bearing a divasty of bendfidd organisms and ther by-products
(microbid and humic chelaing acids), needed to colloiddise and chelate the dements (Schatz A, Teaching
Science with Soil, Rodde Press, 1972), (Tompkins P & Bird C, Secrets of the Soil, Arkana, 1992), which
natural process a least doubles the minerd content of such plants (Smith B, JAppl Nutr, 45(1): 35, 1993).

These nutrients are dso dgnificantly decreased in infants with manutrition and infection increases the risk of
deficiency (and visa versa) (Khddi F, et d, Arch Pediar, 2(9): 854:1995). Among the trace dements, copper,
zinc, manganee and sHenium are essatid for the integrity and optimd  functioning of the immune sysem.
Although eaxch dement hes different functions the defidendes manly cause dydunction of the cdl-
mediated immunity, which can be improved by supplementaion. An excess of an dement dso impairs
immunity and a proper baance of dements is essentid for immunocompetence. (Kodama H, Nippo Rinsho,
54(1): 46,1996) The frequent occurrence of anormad nutriture found in AIDS subjects contributes to disease
pathogeness. Magnesum is an essntid nutrient required for many biologicd functions in the body,
induding over 300 ezymes (A Schauss, Mingds Trace Elements & Human Hedth, Life Science Press
1995). Magnesum deficiency may be patidly rdevant to AIDS symptoms of fatigue, lethargy and impaired
mentation. (Skurnick J, et d, JAquir Immune Defic Syndr Hum Retroviral, 12(1): 75, 1996)

Whaever the nutritiond potentid of foods or supplements, thar contribution is non-exident if they do not
pass the test of absorption (R Plke & M Brown, Nutrition: An Integrated Approach, John Wiley and Sons,
1984). Four of the eight essentid minerds known to be absolutdy required in ionic form a the point of
intrdumina absorption are the abovementioned critical anti-infectious antioxidants, namdy Cu, Zn, Mn ad
Se In foods or supplements these specific minerds mug firg be freed from whatever matrix they are bound
up in, a liberating process rdying on somachic hydrochloric acid (Alexander Schauss, PhD, Minerds Trace
Elements & Humen Hedth, Life Sdence Press Tacoma, WA, 1995), which in ill-hedth contributes to
oxygen antagonigdic acidoss and interfere with available colloidd ions. Electro-colloids are able to by-pass
this process snce they are inherently highly ionic. When only dightly soluble solid ionic substances dissolve
in water, they bresk up into individud ions and ae liberaed. Sgnificantly, colloidd/ionic siver (& Cu, Zn
& Mn) ions are rendered reativey insoluble by hydrochloric acid and hence contemporary dietary sources
arerardy able to meet requirements. (Steven Zumdahl, PhD, Chemicd Principles, DC Heath & Co, 1992).

HIV-infected cdls exhibit reduced levels of antioxidant enzymes (Sandsrom P, e d, Free Radicd Biol Med,
24(9): 1485, 1998). Qufficent essentid nutrients such as methionine, cyseine, copper, zinc, manganese and
sdenium are indigpensable for the maintenance of optima immune cdl functions The way in which the right
amount of Cu and Zn ions and cydeine/glutathione (GSH) are made available in the right place a the right
time and in the right form, can prevent an unchecked multiplication of HIV and AIDS pathogens in a more
passve or active way. Zinc and copper ions simulaeinhibitblock in a concentration-dependent way the
intracdlular activation of essentid protein-Splitting enzymes such as HIV proteases. Zinc and copper ions act



a ‘passvé virus inhibitors lons that reman avalade in sufficent amounts via cyseneGSH are effective
naturd inhibitors'combaters of AIDS viruses and prevent the development of chronic virus diseases that can
lead to AIDS. (Sprietsma J, Med Hypotheses, 52(6): 529, 1999)

Beneficid agrobic (oxygen usng) organisms possess antioxidant defence sysems that ded with reactive
oxygen species produced as a consequence of aerobic respiration and immuno-defence. Reective oxygen is
rdated to growth and cdl differentigtion. Low concentrations of reactive oxygen intermediaes may be
beneficda or even indigpensable in processes such as intracdlular messaging and defence againgt anaerobic
(oxygen shunning) pathogenic micro-organiams, but higher amounts of active oxygen may be hamful to
cdls egpeddly those of the immune sysem and even benefida organisms A wide aray of endogenous
enzymatic antioxidant defences exids namdy copper, zinc and manganee dependent superoxide dismutase
(SOD), sdenium dependent glutathione peroxidase (GPX) and copper dependent catdase (CAT). (Mates J,
& SanchezJmenez F, Frontiersin Bioscience, 4: d339, 1999)

Antioxidant Enzymes & AIDS

HIV axd AIDS rdaed infection mediated modification of hogt antioxidant enzymes ae important
components in medigting ongoing infections and the ultimate progresson to severe immunodeficiency,
dtered by the presence of opportunistic pathogens. Advances in understanding have prompted investigetions
into the use of antioxidant thergpy for AIDS. (Miller R & Britigan B, Clin Microbiol Rev, 10(1): 1, 1997)
Smdl devidgions from the physologicd vdues of these attioxidant enzymes, which work synergidicdly
together, may have a dramdic effect on the essentid resstance of cdls to oxidative damege. Uncontrolled
toxic oxygen plays a role in the ageing process as well as in a number of human diseeses and an unbalanced
production of reective oxygen intermediates has edablished its rdaionship with specific pathologies
induding HIV infection and AIDS. When thee sydems are overwhdmed, pathologic conditions, induding
AIDS may result. (Banki K, et d, JBiol Chem 273: 11944, 1998)

It is expected that understanding the contribution of oxidant-antioxidant imbalance to diseases may develop a
new drategy of ‘antioxidant' thergpies (Tekahashi K, e d, Nippon Rinsho, 57(9): 1988, 1999). Cdlular
regulaion and expresson of antioxidant enzymes and ther scavenging of active oxygen intermediates has
been proposed as one of the mechaniam to promote immunity (Mates J, & SanchezJmenez F, Fromtiers in
Biostience, 4: d339, 1999). Dr Nel Graham and colleagues of Johns Hopkins School of Hygiene and Public
Hedth think that a change in minerd levels in the blood may be a better predictor of HIV progresson than
CD4 cdl counts (Discover 11(11): 14, 1990). The functions of the endogenous (internaly produced) trace
element dependent anti-oxidant enzyme systems are briefly summearised asfollows:

Manganese - dependent superoxide dismutase is essatid for the survivd of bendficd aerobic life and the

devdopment of cdlular resgtance to oxygen radicakmediated toxicity. Copper/zinc - dependent intracdlular
uperoxide dismutase plays a mgor role in the firg line of antioxidant dfence by catdysng the dismutation



of superoxide anion radicds to form hydrogen peroxide and molecular oxygen. Copper/Zinc - dependent
extracdlular SOD is found in the interdicid gpaces of tissues and in extracdlular fluids and is amilaly
responsble for the mgority of the antioxidant SOD activity in plasma, lymph, and synovid fluid. Copper -
dependent catdase is one of the mogt efficient enzymes known. It cannot be saturated by H202 a ay
concentration. Catdase reacts with H202 to form wae and molecular oxygen and protects cdls from
hydrogen peroxide generated within them, playing an important role in the acquidtion of tolerance to
oxidative dress in adgptive cdlular responses. (Mates J, & SanchezJmenez F, Frontiers in Biostience, 4:
d339, 1999) An immunologica synopsis of the key endogenous antioxidant enzyme nutrients follows:

Copper

Diets, especidly in Western countries, provide copper below or in the low range of the edimated adequate
daly dietary intake (Sa News, Vol 148, Aug 12, 1995), (Uauy R, & d, Am J Clin Nutr, 67(5): 952S, 1998).
Copper deficiency reaults in increased infection rates due to immune abnormalities, such as reduced cdlular
immune response, reduced activity of white blood cdls and reduced thymus hormone (Elson Haes, M.D,
Saying Hedthy With Nutrition, Cdedid Arts 1992). High fibre diets inhibit especidly copper absorption
(Knudson E, & d, J Trace Elem Med Biol, 10(2): 68, 1996) contributing to suboptima copper satus (Wapnir
R, Am J Clin Nutr, 67(5 Suppl): 1054S, 1998). High iron and zinc intakes dso interfere with copper
absorption, yet none of 40 fortified high fibre breekfast cereds examined were fortified and many
supplements contained iron and zinc, but no copper, or only in poorly absorbed form, with prenatd and
infant formulas actudly faring the worst (Johnson M, et d, Am J Clin Nutr, 67(5 Suppl): 1035S, 1998)

Premature infants have high copper requirements as a result of low peinad dores and infants in generd
conditute a risk group because milk is low in copper (Lonnerdd B, Am J Clin Nutr, 63(5): 821S, 1996). If
diets low in copper are consumed during pregnancy, maternd stores will be depleted (Klevay L & Mederos
D, J Nutr, 126(9 Suppl): 2419S, 1996). Copper is involved in the function of severd enzymes and especidly
for infant growth and devdopment and for host immune defence mechaniams “Acquired’  defidency of
copper is manly a pathology of infants but dso of manourished children. Clinical deficency manifedations
are anemia, neutropenia, dtered phagocytic capacity of neutrophils and as a direct result of these, increased
incidence of infections. (OlivaresM & Uauy R, Am J Clin Nutr, 63(5): 791S, 1996)

Copper is an essntid nutrient having no adverse effects except in rare chronic use and Wilson's disease
(Olivares M, et d, J Pediar Gadtroenterol Nutr, 26(3): 251, 1998), (Barcdoux D, J Toxicol Clin Toxical,
37(2): 217, 1999). When diegtary copper is high and more is absorbed, endogenous excretion increases,
protecting agand excess accumulation of copper in the body (Turnlund J Am J Clin Nutr, 67(5 Suppl):
960S, 1998). Micromolar concentrations of copper can inhibit HIV-1 protease, the enzyme that duplicates the
virus (Karldrom A & Levine R, J Am Med Assoc, 26(9): 1185, 1991) Sarum from individuds with AIDS
have more catalase attivity, which increases progressivdy with advancing HIV infection. Increases in sarum
copper — dependent catdlase activity corrdates with increeses in serum  hydrogen peroxide scavenging
without dtering the bactericidd activity of neutrophils or mononudear cel cytotoxicity in vitro. Increases in



srum cadase activity may reflect andlor compensate for sysemic glutathione and other antioxidant
defidenciesin HIV-infected individuds. (Leff J, et d, Free Radic Biol Med, 13(2): 143, 1992)

Copper, ascorbate and sublethd amounts of hydrogen peroxide are powerfully synergidic in destroying HIV
(WHO AIDS Series 2, World Hedth Organisation, Geneva, 1992). Copper ions inactivate HIV (Sagriparti J
& Lightfoote M, AIDS Res Hum Retroviruses, 12: 333, 1996). Copper inhibits intracdlular HIV, offering
red progpects agang AIDS (Spristsma J, Med Hypotheses, 49(1): 1, 1997). The immune system requires
copper to peform severd functions Interleukin-2 is reduced in copper deficency and is likdy the
mechanism by which T-cdl proliferation is reduced, even in margind defidency. The number of neutrophils
in human peripherd blood is reduced in severe copper deficency and their ability to generate superoxide
anion and kill ingested micro-organiams is reduced in even margind copper deficiency (Hopkins R, Falla M,
JNutr, 127(2): 257, 1997), (Percivd S, Am JClin Nutr, 67(5): 1064S, 1998).

Cupric (copper) chloride inhibits HIV protesse (PR), a pre-requidte for vird replication, representing a
promisng chemothergpy of AIDS, by acting on nonactive-Ste cysteines and suggesting that copper chelates
could be ussful inhibitors of HIV-PR (Karlsrom A, et a, Proc Natl Acad Sci, USA, 88: 5552, 1991; Dettorre
C & Levine R, Arch Biochem Biophys, 313: 71, 1996; Davis D, et d, Biochemigtry, 35: 2482, 1996). Severd
copper compounds were potent inhibitors of this enzyme. An inhibitory effect of 82% and 93% was observed
for 04 micro-M copper chdae and copper chloride respectively. Stoichiometric concentrations of copper
ions inhibited HIV-PR by acting on the cysteine resdue(s) outsde of the active Ste. Cupric chloride has been
shown to inhibit HIV-PR, induding mutant proteese in the presence of ascorbic acid (Davis D, e d, Arch
Biochem Biophys, 322: 127, 1995), leading to postulation that the so-formed copper complexes could fit into
the active Ste of the enzyme and inhibit its activity. (Lebon F, et d, Eur JMed Chem, 33: 733, 1998)

In association with reverse transcriptase inhibitors, protease inhibitors are used for the inhibition of vird
replication. The use of copper complexes is a potentially fruitful approach to the deveopment of a new
family of HIV-PR inhibitors which coud provide future alternatives to multi-drug AIDS treatment.
(Lebon F, e d, J Chem Soc, Perkins Trans, 2 795, 1999) With AZT, as with many nucleosde andogues,
toxicity is a problem. The peptide-like nature and dze of most HIV-PR inhibitors limit ord bicavalability
and hdf-life in humans meking high blood leveds difficult to achieve and sugtan. New copper co-ordination
compounds, having geometry favourdble for the orientation of ther interacting subdtituents within the
protease sub-gtes have inhibited HIV-PR protease in the micro-molar range (Lebon F, et d, Perkin Trans 2:
795, 1999). An additiond target has been identified that affects protease activity, as cupric ions lead to the
inhibition of the HIV protease enzyme. (Lebon F & Ledecq M, Curent Medicind Chemidtry, 7: 455, 2000)

Zinc

Inauffident zinc has multiple effects on the immune sysem, paticulaly proliferaion of T-lymphocytes,
depresson in number and activity of killer cdls, and impared antibody production (Alexander Schauss, PhD,
Trace Elements and Human Hedth, Life Scence Press, 1995). In paticular, zinc confers biologica activity
to the thymic peptide, thymulin, reponsble for cdl-mediated immunity. In degp defidendes, low thymulin
levels are due to reduced peripherd saturaion of thymic hormones by zinc ions (Mocchegiani E, e d, Int J



Immunopharmacol, 17(9): 703, 1995). Zinc is esstid for the biologica activity of thymulin, important in
its zinc-bound form for the maturaion and differentiation of T-cdls and is dso rdevat for the liver
extrathymic T-cdl pathway (Mocchegiani E, & d, Mech Ageing Dev, 106(1-2): 183, 1998).

Functiond defidendies of zinc can change immune functions premaurdy from predominantly cdlular Thl
responses to humora Th2 responses. T-hdper (Thl) cdls produce cytokines such as interleukin-2 and
ganma - interferon, thereby contralling vird infections and other intracdlular pathogens more effectively
than Th2 responses. The shift adversdy influences the course of AIDS. HV does not replicate in Thl cels,
which contain more zinc, because zinc ions are known to inhibit intracdlular HIV replication. Red prospects
are offered by zinc agang AIDS. (Sprietsma J, Med Hypotheses, 49(1): 1, 1997) Zinc regulaes, via the zinc
finger proten molecular dructures the edtivities of virus-combeting Th-1 cdls such as cytotoxic T-cdls
(Sprietsma J, Med Hypothes's, 52(6): 529, 1999).

Manganese

Mangane= can function exet a pro-oxidant antimicrobid effect, inhibited by cdlular protective catdase and
can dsn at as an antioxidant and scavenge superoxide anions and hydrogen peroxide. These findings
uggest that manganese or manganee superoxide dismutase, by increesing the converson of superoxide to
H202, can increese the activity of the antimicrobid sysem rdesssd by dimulated polymorphonudear
leukocytes. (Klebanoff S, et d, J Leukoc Biol 53(6): 666, 1993) The growth of Mycoplasma, an AIDS
related pathogen (Montagnier’s proposed co-factor), is dso inhibited by manganese (Watanabe T, J Clin
Microbiol, 32(5): 1343, 1994). Manganee ds0 inhibits the binding of an AIDS related pathogen
Cryptosporidium  pavum  sporozoite membrane antigens to immune cdls and dso dfects gporozoite
peneration of live immune cdls resliting in a dose-dependent inhibition of paraste devdopment and in
some caes, dimindion of the intestindly derived oocyss (Nesterenko M, & d, Biol Trace Element Res
56(3): 243, 1997).

The mitogenic adtivation of T-lymphocytes from human immunoddfidency virus-podtive subjects involves
perturbation of redox bdance, as indicated by manganese superoxide dismutase (Mn-SOD) adaptive
induction (Fedimonte G, et d, J Infect Dis, 176(3): 655, 1997). HIV infection induces a down-regulaion of
MnSOD transcription in CD4+ lymphocytes. Conversdy, macrophages over-express the MN-SOD gene in
response to infections and vira replication (Raoul H, et d, AIDS Res Hum Retroviruses, 14(5): 427, 1998).
Some nutritionists recommend manganee supplements with AZT (AEGIS HIV/AIDS Database, 1998). Mn-
SOD protects T-cdls from superoxide generation and cdl deeth in apoptosis and peripherd T-cdl ddetion
(Hildeman D et d, Immunity, 10(6): 735, 1999). Manganese protects cdls againg HIV-1 protease-induced
cytotoxicity. HIV-1 protesse may contribute to brain arophy seen in neuro-AlDS patients. Manganese may
be an AIDS neuroprotective cetion in the brain. (Pinkrah J, Howard Hughes Medica Inditute, First Quarter,
2000) Electrocolloidd manganese supplementetion asde, the content of manganese in green tea is 670-1850
micrograngg in the tea lesf and 1.75-6.67 micrograngml in the tea beverage, a high digtary contribution
(Masushima F, & d, Nippon Eiseigaku Zasshi, 48(4): 864, 1993) that in some countries may be the most
important dietary source (Proc Intl Symp Tea Sci, Shizuoka, Jgpan, 1991).



Sdenium

[l mportant Precautionary Note for Colloidal Silver Protocols Hepatic necrosis and ultrastructural
changes of theliver have been induced by silver administration to seleniumdeficient rats (Bunyan J, et al,
Br J Nutr 22(2): 165, 1968). | nvestigators have hypothesised that thistoxicity isrelated to a silver-induced
selenium deficiency that inhibits the synthesis of the seleno-enzyme glutathione peroxidase. In animals
supplemented with selenium, exposures of silver as high as 140 mg/kg/day (100 mg Ag/L drinking water)
were well tolerated. (USEPA Integrated Risk Information System. Silver CASRN 7440-22-4, May 1998)]

Sdenium is required for adtivity of the enzyme glutathione peroxidase, and sdenium deficdency may be
asociaed with myopathy, cardiomyopathy and immune dydfunction induding ord candidess impared
phagocytic function and decreased CD4 TFcdls (Dworkin B, Chem. Biadl. Interact, 91 (2-3), 1994). Due to its
antivird  effects and its importance for dl immunological functions, the adminidration of sdenium is
suggested as a supportive measure in early as wdl as in advanced stages of HIV-induced diseese. Initid
observations on the effects of sdenium supplementation in HIV-infected petients indicate that sdenium
causes symptomatic improvements and possbly dows the course of the dissese An adequate supply of
sdenium and of antioxidant vitamins is dso proposad as a messure to reduce the probability of the placenta
transmisson of HIV in pregnancy. HIV and rdaed pathogen infected petients are under chronic oxidaive
dress. Peturbations to the antioxidant defence sysem, induding changes in levds of sdenium have been
observed to be indicative of oxiddive dress during HIV and rdaed pathogen infection in asymptomatic
patients early in the course of the disease and may contribute to severd aspects of HIV and rdated disease
pathogeness, including vira replication, decreesed immune cdl proliferaion, loss of immune function,
gpoptoss and chronic weight loss. (Pace G & Leaf C, Free Radicd Biol Med, 19(4): 532, 1995)

SHenium is an essantid trace dement in humans and supplementation in the prevention and trestment of
AIDS-related pathology has been conddered (Badmeev V, e d, Altern Ther Hedth Med, 2(4): 59, 1996).
Stages I-11l of HIV-disease ae characterised by dgnificant imparments of antioxidative defences provided
by sdenium dependent glutathione peroxidase (Look M, Eur J Clin Nutr, 51(4): 266, 1997). Sdenium
inhibits the expresson and induction of HIV and reated pathogen replication and supplementation dso
increases the activities of the cdlular antioxidant, glutathione peroxidase, and hence may prove beneficid as
an adjuvant hergpy for AIDS. (Hori K, et d, AIDS Res Hum Retroviruses, 13(15): 1325, 1997) Declining
plasma sdenium levels and decreasad glutathione peroxidase activity in AIDS is of particular concern in the
ligt of sdenium's influence on immune function, vird replication, and surviva. Recent invedtigaions
indicate tha sdenium supplementaion helps to increese the enzymatic defence systems in HIV and reated
pathogen infected patients. (Baum M & Shor-Posner G, Nutr Rev, 56(1Pt 2): S135, 1998)

The primary function of glutethione peroxidese enzymes, which are eficdent extracdlular antioxidants, is
counteracting oxidative atack. In plasma it is directed to extracdlular compatments and is expressed in
tissues in contact with body fluids (Brigdius-Hohe R, Free Radic Biol Med, 27(9-10): 951, 1999) Sdenium
deficiency, one of the most common nutritiond deficendies, is important in AIDS due to its dud function as
a necessay immune modulation nutrient and antioxidant.  Sdenium  defidency is highly  dgnificant in
predicting AIDS-rdated mortdity. HIV and rdaed peahogens themsdves manufecture sdenoproteins
involved in the regulation of vird replication, further depleting margind sdenium leves (Parick L, Altern
Med Rev 4(6): 403, 1999) The effects of HIV-1 infection are exacerbated in individuds who are sdenium



defident (Proc. Natl. Acad. Sci. USA 97(12), 2000) When dl nutrient factors that are associated with
aurvivd ae conddered together, only sdenium defidency is a ggnificant predictor of mortdity. The
profound effect of sdenium on dissese progresson may reflect sdenium's action in antioxidant defense
sysems, aswell as gene regulation. (Baum M, J Acquir Immune Defic Syndr, 25, Suppl 1, 2000)

Sdenium gopears to be a key nutrient in counteracting the devdopment of virulence and inhibiting HIV
progression to AIDS (Rayman M, Lancet, 356(9225), 2000). An important role for sdenium in AIDS has
been proposed. Decreased sdenium levels, as found in persons with HIV infection or AIDS, are senstive
markers of diseese progresson. Sdenium deficency, an independent predictor of mortdity in both HIV-1-
infected adults and children, is an essentid micronutrient thet is associated with an improvement of T cdl
function and reduced gpoptoss in animd modds. In addition, adequate sdenium may enhance resgance to
infections through modulation of interleukin (IL) production and subsequently the Th1/Th2 resgponse
SHenium  supplementation  up-regulaies IL-2 and increases activation, proliferation, differentigtion, and
progranmed cdl desth of T hdper cdls Moreover, sdenium supplementaion may down-regulate the
abnormdly high levds of IL-8 and tumor necrods factor-apha observed in HIV disease, which has been
associated with neurologic damege, Kgpod's sarcoma, wadting syndrome, and increased vird  replication.
Togethe, thexe findings sugget a new mechanism through which sdenium may afect HIV-1 disease
progresson. (Baum M, et d, JInfect Dis Sep, 182 Suppl 1, 2000)

Green Tea & AIDS

Green tea has long been scientificaly established as a near miraculous naturd hedlth prophylactic and
therapeutic substance, partidly because of its powerful antioxidant satus, with an incredible unprecedented
12,000 peer reviewed published scientific paperslisted in a Medline dectronic search as of mid-2000.
Reuters, New Y ork, reported on 12 September 1999 that Dr. L Mitscher, distinguished professor of medicina
chemidry a the University of Kansas, presented findings at the American Chemica Society Nationd

Medting, gating that: " Green tea contains the strongest of dl antioxidants’. Green teg, notably both water

and oil soluble and hest gable, dso actively simulates induction of the body’ s own anti- oxidative enzymes
and is furthermore astorishingly broadly anti-microbid, yet sparing, even encouraging, of beneficia aerobic
intestina organisms (Proc Intl Symp on Tea Sci, Shizuoka, Jgpan, Aug 1991), (Amer Chem Soc Symp Ser
506 / 507, 1992 and 546 / 547, 1994), (Proc Soc Exp Biol Med 220(4): 255, 1999).

Green tea components have been reported to be drongly inhibitory or lethd to every opportunigic and
pathogenic virus, mycoplasma, bacteria, yeast and fungus tested to date (Kubo I, ACS Symp Ser 525: 57,
1993), (Hara Y, ACS Symp Ser 547: 34, 1994), (Kono K, et d, J Japanese Assoc Infectious Disease, 68,
2:1518, 1994), (Yan T, & d, FEMS Microbiol Lett, 152(1): 169, 1997). Heding plants have redively high
concentrations of the powerful immune system simulant, organic germanium. Green tea is the richest source
of organic germanium (Chem Pharm Bull, 28: 2687, 1980). Germanium is able to repar and boost immune
reponse, in paticular T-lymphocytes mecrophages and naturd  killer cdls, precisdly the components
compromised in AIDS (Dr Kuzihiko Asa, Miracle Cure Organic Germanium, Jgpan Publ, 1980), (Intl Arch
Allergy, 63, 1980), (J Interferon Res, 4, 1984), (Gan ToKagaku Ryoho, 12, 1985). Green tea is d0 a rich



source of organic minerds and has been determined to dgnificantly increese the zinc, copper,
and magnesum concentrationsin the tota blood (Hamdaoui M, et d, Ann Nutr Metab, 41(3): 196, 1997)

Green teg, like AZT (but without the horrendous toxic effects), is aso a potent natura retrovird reverse
transcriptase inhibitor, incdluding againg HIV (Kakiuchi et d, J Nat Prod, 48: 14, 1985), (Hatano & d, Chem
Pharm Bull, 36; 2286, 1988), (Asanka et d, 4™ Intl Confer Immunopharmacol, Osaka, Jepan, May 1988),
(Ono et d, Biochem Biophys Res Comm, 160, 1989), (Nakane & Ono, Nuc Acids Symp Ser, 21: 115,
1989), (Nakane & Ono, Biochem, 29(11): 2841, 1990), (Chung Kuo | Ko Hsueh Yuan Hsueh, 14(5): 334,
1992), (Moore & Pizza, Biochem J, 288 (Pt 3): 717, 1992), (Tao, Chung Kuo | Ko Hsueh, 14(5): 334,1992),
(Hara, Intl  Symp on Tea S & Human Hedth, Calcutta, India, January 1993), (Nakane et d, 204" Nail
Meseting of the Amer Chem Soc, Washington DC, Amer Chem Soc Symp Ser 547, 1994).

McCarty reported that the long-term efficacy of new combination drug therapies for HIV and rdaed
infections are limited by the tendency of trandfected virus to mutate to drug-resstant forms and argues for the
ue of sfe antimutagenic messures. He gpedificaly dated that sdenium and greentea can suppress
mutagenes's and can be expected to prolong the efficacy of thergpy in HIV infection (Med Hypothess, 48(3):
215, 1997). Dr A Hasdg, Professor of Immunology a the Universty of Bern, Switzerland, in reply to a
query as to his recommendaions for HIV pogtive individuds and those with AIDS, dated that in tregting
immune dysfunction he recommended naturd anti-oxidants like green tea and spices like curry, effective and
of no danger, unlike the inaufficently tesed chemicd RT inhibitors (Continuum, June/duly 1997). Although
unpatentable, the exceptional hedth potentids of green tea to play a Sgnificant immunologica role in AIDS
conditions continue to excite scientists (Mathe G, Biomed Pharmacother, 53(4): 165, 1999).

[Important note for Green Tea use. Not all typesand grades are alike. The“ qualities’ to look for in green
tea for health optimisation are not optimised in most commercial teas, which may have a much lower
polyphenol content, due to breeding lineages to suit other agronomic, taste and aesthetic criteria. These
antioxidants are not optimally induced in irrigation, fertiliser and pesticide pampered commercial crops.
Besides the lack of toxic agrichemical resdues, “peasant grown” plants struggle against harsh
environmental stress, which optimises their synthesis of complex survival chemistry, of which the potent
polyphenol catechins are the most important for health. [Precautionary Note An unappreciated
significant risk relates to the chemical bic-accumulation characteristics of the tea plants themselves,
whereby heavy nitrogen and superphosphate fertilisation, besides pampering the plants, also radically
increases the uptake of aluminium, fluoride and cadmium respectively to potentially toxic levels, of
particular concern given that at such levels, fluoride and cadmium have the potential to poison enzymes.]
(For more information on this topic, read the associated literature or contact the author of this paper)]

This condudes my synopss of the premier (sfe, effective & afordable) naturd anti-AIDS drategies. Key ©
top 140: The premier items are discussed above are bold underlined hereunder and expanded upon below, al
weighted according to the sdentific qudity of the motivations, the remaning bold and undelined items
being my priority and possble adjuvants. e remaining non-bolded items are listed as a research resource of
ubstances bearing varying degrees of potentid in managing AIDS generdly, over and above nutritiond
/digary drategies which should idedly excude dl animd products other than unpasteurised dairy products,
if use of rdiable Bifidobacterium and Lactobacilli probictics ae not feasble to resore hedthy colon



ecology. Foods of choice should be fresh fruits, sdads, vegetables, seeds, nuts and sprouted legumes, dl as
raw as possible, mechanicaly blended/juiced if necessary for optimum biologicd integrity and assmilation.

Seethe“GAIA DIET” for detals re optima nutrition to balance pH, sodium-potassum & oxi-antioxidetion.

All of the mechanisms and draegies outlined here (admittedly by no means exhaudive, just the adosolute
esentids) are goplicable dso to mos other conditions having their geness in damage to / deficits of the
cdlular immune response, induding cancears and dlergies with the exceptions on the following lig beng the
more exatic items, which ae manly antirgrovirds, requiring advanced application knowledge and
professond monitoring, especidly of the toxicologica parameters. Other botanicds will rdlae and apply to
the soedific condition a hand, eg for heart disease and cancer, but will not offer much over and above the
protocol outlined in this report, and may in fact likely be unnecessary if the protocol is srictly adhered to.

THE AIDSTOP 140
(Key two paragraphs back)

Acadanilatica, Acemannan polysacharrides, Achyrodine flaccida, Aesculus chinenss, Agastache rugosa
Alpha-lipoic acid, Alternanthera philoxeroides, Andrographis paniculata, Arctium lappa, Aspaathus
linegris, Astragalus membranaceus, Azadirachtaindicg Bee Propolis, Betulinic add, Bifidobacterium
logum, Boswellia carterii, Brazil nuts, Buxus ssmpervirens (SPV-30), Cdendula officindis, Caophyllum
ceragferum, Caophyllum cordato, Calophyllum lanigerum (calanolide), Carrisyn-rich Aloe verg
Cagtanosper mum australe, Cayenne, Chamaesyce hyssopifdlia, Co-enzyme Q10, Coix lachryma-jobi,
Colloidal minerals, especially Copper, Zinc and Manganese, Colloidal silver, Colostrum, Cordia
gpinescens, Coriolus verscolor, Croton tiglium, Curcumin, Curry spices, Cynomorium songaricum, DHEA,
DMG, DNCB, Echinacese, Elderberry, Epimedium grandiflorm, Eucommia ulmoides, Euphorbia granulata,
Edterized glutathione superoxide dismutases (Cw/Zn or Mn), Eupatorium buniifdlium Flaxseed (complete
lignan ail), Fomitdla supine, Fructo- Oligo- Saccharides (FOS), Gamocheeta smplicaulis, Ganoderma
lucdum, Garlic, Organic Germanium, Ginseng, Glycyrrhizin, Glycyrrhizaurdends, Green tea, Hydrogen
Peroxide, Hypoxis rooperi, Hyptis lantanifolio, Hyssopus officinalis, Inuin, Jatropha curcas, Kelp, Green
tea- Kombucha, L actobadilli acidophilus, cassl & plantarum, L-Arginine L-Carnitine, L-Cysteine, L-
Cydine, L-Glutamire, L-Glutathione, L-Lysine, L-M ethionine, L-Ornithine, L- Threonine, L- Tryphophan,
Lithogpermum erythrorhizon, Lonicerajgponica, Lemon balm (Mdissa officindis), Licorice (Glycyrrhiza
glabra), Matake mushroom Magnesum per oxide, Marilalaxiflora, Maytenus senegdendgs, M entha
piperatavar crigpa, Methyl-Sulfonyl-Methane (MSM), Milk-thistle extract (Slymearin), Momordica
charantia, N-acetyl-cysteine (NAC), Ocimum basilicum cv ‘cnnamon’, Oleandlic adid, Olive leaf extract,
Oregano, Ozone (gtringent antioxidetive enzyme preparaion & extreme caution required), PADMA28,
Papaverine dkdoids, Paprika, Perillafrutescens var crigpaf. viridis Phdlinus rhabarbarinus, Phyllanthus
myrtifdius, Phyllanthus sellowianus Platanic acid, Pomolic acid, Proanthocyaniding, Prundlla vulgaris
subsp asatica, Pumpkin seed ail, Quercetin, Rhizophora mucronata, Rodiolaroses, Rosemary, Savory
(Saturgia Montana), Scutdllaria baicdenss (Baicdin), Selenomethionine, Shitakemushroom Beta
Stogterols & Beta-Steralin glycosdes, Super-Oxygenated Water, Staphage lysate, St Johns wort, Syzigum
daviforum, Tetrapteris macrocarpa, Thiamine disulfide, Tofu, Trametes cubend's, Trichgptum perrottetti,
Trichosanthes kirilowii, Tumeric, Urine, Violayedoenss, Viscum abum, W oten.




The above research has been condensed into a*how to” “Immunological Optimization Protocol”.
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