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Myalgic encephalomyelitis: international consensus criteria (abbreviated)
Carruthers, Bruce M., et al. "Myalgic encephalomyelitis: international consensus criteria." 
Journal of internal medicine 270.4 (2011): 327-338.

A. Post-exertional neuroimmune exhaustion 

B. Neurological impairments 
• Neurocognitive impairments: difficulty processing information, slowed thought, impaired concentration, 

confusion, disorientation, cognitive overload, difficulty with making decisions, slowed speech, acquired or 
exertional dyslexia

• Pain
• Sleep disturbance
• Neurosensory, perceptual and motor disturbances

C. Immune, gastro‐intestinal and genito-urinary Impairments 

D. Energy production/transportation impairments (at least one symptom)
• Cardiovascular:e.g. inability to tolerate an upright position, postural orthostatic tachycardia 

syndrome, palpitations with or without cardiac arrhythmias
• Respiratory:e.g. air hunger
• Loss of thermostatic stability: subnormal body temperature, marked diurnal fluctuations; 

sweating episodes, recurrent feelings of feverishness with or without low grade fever, cold 
extremities
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The field is wide open: there is no known single cause of ME nor an agreed-upon lab test 

Open Medicine Foundation® 2016

ME/CFS and related chronic complex diseases

Myalgic Encephalomyelitis or Chronic Fatigue Syndrome (ME/CFS) is a life-altering and complex multi-system 
disease that can present as an array of different symptoms that may change over time and differ from patient 
to patient. The most common symptoms of ME/CFS are post-exertional malaise, unrefreshing sleep, profound 
fatigue, cognitive impairment, orthostatic intolerance, and pain.

The cause of ME/CFS is currently unknown, but a combination of genetic and environmental factors appear to 
be relevant. There are also no diagnostic tests or FDA approved treatments available.

Not only do symptoms vary in type but also in severity, ranging from mild to severe. An estimated 1 in 4 
patients are housebound or bedbound and many of the most severely affected need to be fed by tube.

Currently, there is no laboratory diagnostic test. Due to a symptom set that overlaps with several other 
diseases, clinical assessment and symptoms and the exclusion of other diseases are necessary for accurate 
diagnosis.

The current lack of knowledge about the disease is purely a reflection of the lack of research funding.
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"Advances in understanding the pathophysiology of chronic fatigue 
syndrome." Jama 322.6 (2019): 499-500;  Komaroff, Anthony L. 

When does an illness become a disease? When the underlying 
biological abnormalities that cause the symptoms and signs of the 
illness are clarified.

The illness now called myalgic encephalomyelitis/chronic fatigue 
syndrome (ME/CFS) was first described in the mid-1980s. At that time, 
nothing was known about its underlying biology. Indeed, because many 
standard laboratory test results were normal, some clinicians explained 
to patients that “there is nothing wrong.” 

There was, of course, an alternative explanation: the standard 
laboratory tests might not have been the right tests to identify the 
underlying abnormalities.
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No Laboratory tests? Some disagree…

Jonsjö, Martin A., et al. "The role of low-grade inflammation in ME/CFS (Myalgic
Encephalomyelitis/Chronic Fatigue Syndrome)-associations with symptoms." 
Psychoneuroendocrinology 113 (2020): 104578.

Abstract

Background

Patients with Myalgic Encephalomyelitis/Chronic Fatigue Syndrome (ME/CFS) often present with a 
range of flu-like symptoms resembling sickness behavior as well as widespread pain and 
concentration deficits. The aim of this study was to explore the association between inflammatory 
markers previously shown to be related to fatigue severity in ME/CFS and common ME/CFS 
symptoms post-exertional fatigue, impaired cognitive processing, musculoskeletal pain and recurrent 
flu-like symptoms, and the moderating effect of sex on these associations.

Results and conclusions

Only β-NGF was associated with the fatigue severity measure. However, higher levels of CCL11, 
CXCL10, IL-7, TNF-α and TGF-β-1 were significantly associated with higher levels of impaired cognitive 
processing and musculoskeletal pain, and sex was a significant moderator for CXCL10, IL-7 and TGF-β-
1. 

Future studies should investigate the relationship between inflammatory markers and key symptoms 
in ME/CFS in a longitudinal design in order to explore if and for whom low-grade inflammation may 
contribute to illness development.
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Hardcastle, Sharni Lee, et al. "Serum immune proteins in moderate and severe chronic 
fatigue syndrome/myalgic encephalomyelitis patients." International Journal of Medical 
Sciences 12.10 (2015): 764.

ABSTRACT

Immunological dysregulation is present in Chronic Fatigue Syndrome/Myalgic Encephalomyelitis 
(CFS/ME), with recent studies also highlighting the importance of examining symptom severity. This 
research addressed this relationship between CFS/ME severity subgroups, assessing serum 
immunoglobulins and serum cytokines in severe and moderate CFS/ME patients. Participants 
included healthy controls (n= 22), moderately (n = 22) and severely (n=19) affected CFS/ME patients. 
The 1994 Fukuda Criteria defined CFS/ME and severity scales confirmed mobile and housebound 
CFS/ME patients as moderate and severe respectively. IL-1β was significantly reduced in severe 
compared with moderate CFS/ME patients. IL-6 was significantly decreased in moderate CFS/ME 
patients compared with healthy controls and severe CFS/ME patients. RANTES was significantly 
increased in moderate CFS/ME patients compared to severe CFS/ME patients. Serum IL-7 and IL-8 
were significantly higher in the severe CFS/ME group compared with healthy controls and moderate 
CFS/ME patients. IFN-γ was significantly increased in severe CFS/ME patients compared with 
moderately affected patients. This was the first study to show cytokine variation in moderate and 
severe CFS/ME patients, with significant differences shown between CFS/ME symptom severity 
groups. This research suggests that distinguishing severity subgroups in CFS/ME research settings 
may allow for a more stringent analysis of the heterogeneous and otherwise inconsistent illness.
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Currently there is no agreed-upon pharmacological treatment for ME!

Clin Ther. 2016 Jun;38(6):1263-1271.e9. doi: 10.1016/j.clinthera.2016.04.038. Epub 2016 May 24.
A Systematic Review of Drug Therapies for Chronic Fatigue Syndrome/Myalgic Encephalomyelitis.
Collatz A1, Johnston SC2, Staines DR2, Marshall-Gradisnik SM2.

Abstract

PURPOSE: The pathogenesis of chronic fatigue syndrome or myalgic encephalomyelitis (CFS/ME) is complex and remains 
poorly understood. Evidence regarding the use of drug therapies in CFS/ME is currently limited and conflicting. The aim of 
this systematic review was to examine the existing evidence on the efficacy of drug therapies and determine whether any 
can be recommended for patients with CFS/ME.

METHODS: MEDLINE, EMBASE, and PubMed databases were searched from the start of their records to March 2016 to 
identify relevant studies. Randomized controlled trials focusing solely on drug therapy to alleviate and/or eliminate chronic
fatigue symptoms were included in the review. Any trials that considered graded exercise therapy, cognitive behavior 
therapy, adaptive pacing, or any other nonpharmaceutical treatment plans were excluded. The inclusion criteria were 
examined to ensure that study participants met specific CFS/ME diagnostic criteria. Study size, intervention, and end point 
outcome domains were summarized.

FINDINGS: A total of 1039 studies were identified with the search terms; 26 studies met all the criteria and were considered 
suitable for review. Three different diagnostic criteria were identified: the Holmes criteria, International Consensus Criteria,
and the Fukuda criteria. Primary outcomes were identified as fatigue, pain, mood, neurocognitive dysfunction and sleep 
quality, symptom severity, functional status, and well-being or overall health status. Twenty pharmaceutical classes were 
trialed. Ten medications were shown to be slightly to moderately effective in their respective study groups (P < 0.05).

IMPLICATIONS: These findings indicate that no universal pharmaceutical treatment can be recommended. The unknown 
etiology of CFS/ME, and complications arising from its heterogeneous nature, contributes to the lack of clear evidence for 
pharmaceutical interventions. However, patients report using a large number and variety of medications. This finding 
highlights the need for trials with clearly defined CFS/ME cohorts. Trials based on more specific criteria such as the 
International Consensus Criteria are recommended to identify specific subgroups of patients in whom treatments may be 
beneficial.
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The theories of ME can be classified into 4 categories:

• Mitochondrial dysfunction theory (primary or secondary to infection, 
toxic insult or nutritional/light deficiency)

• Infectious theory (viruses, bacteria, retroviruses, prions, mold, 
parasites)

• Environmental toxin theory (mostly related to mitochondria)

• Autoimmune theory (Does Intestinal Dysbiosis Drive Autoimmunity in 
ME/CFS?) “The emerging role of autoimmunity in myalgic encephalomyelitis/chronic fatigue 
syndrome (ME/CFS)” Morris G1, Berk M, Galecki P, Maes M.
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What happened to the patient before developing ME?

• Exposure and body burden of toxins (glyphosate and other agro-chemicals, 
PBDEs, aluminum, cadmium, mercury)

• Infectious insults: chron. tonsillitis, mononucleosis, chicken pox (VZ)/shingles, 
flu, parasites (travel), herpes I and II, Lyme disease

• Dental work: titanium implants, root fillings (gutta percha +mercury), amalgam 
fillings, incompatible restoration materials (Bisphenol A, plastics, bonding 
materials), jaw bone infections, NICO lesions

• Vaccines

• Breast implants

• Physical or psychological trauma

• Genetic disadvantage (not prepared to live in toxic times)
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ME and Mitochondria
Booth, Norman E., Sarah Myhill, and John McLaren-Howard. "Mitochondrial dysfunction and the 
pathophysiology of myalgic encephalomyelitis/chronic fatigue syndrome (ME/CFS)." International journal of 
clinical and experimental medicine 5.3 (2012): 208.

Abstract

The objectives of this study are to test the hypothesis that the fatigue and accompanying symptoms of 
Chronic Myalgic Encephalomyelitis/Fatigue Syndrome are in part due to defects in energy provision at the 
cellular level, and to understand the pathophysiology of the defects so that effective medical intervention can 
be implemented. We performed an audit of 138 patients (ages 18-65) diagnosed with ME/CFS and attending 
a private practice. The patients and 53 normal, healthy controls had the ATP Profile test carried out on 
neutrophils from a 3-ml venous blood sample. This test yields 6 numerical factors that describe the availability 
of ATP and the efficiency of oxidative phosphorylation in mitochondria. Other biomedical measurements, 
including the concentration of cell-free DNA in plasma, were made. The results of the audit are compared 
with the controls and a previous cohort of 61 patients. 

We find that all patients tested have measureable mitochondrial dysfunction which correlates with the 
severity of the illness. 

The patients divide into two main groups differentiated by how cellular metabolism attempts to compensate 
for the dysfunction. Comparisons with exercise studies suggest that the dysfunction in neutrophils also occurs 
in other cells. This is confirmed by the cell-free DNA measurements which indicate levels of tissue damage up 
to 3.5 times the normal reference range. The major immediate causes of the dysfunction are lack of essential 
substrates and partial blocking of the translocator protein sites in mitochondria. The ATP Profile is a valuable 
diagnostic tool for the clinical management of ME/CFS.
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WiFi: Electromagnetic radiation targets our mitochondria and leads to leakage of peroxinitrite –
the presumed biological cause of  chronic fatigue

• Burlaka, Anatoly, et al. "Changes in mitochondrial functioning with electromagnetic radiation of ultra high 
frequency as revealed by electron paramagnetic resonance methods." International journal of radiation 
biology 90.5 (2014): 357-362. 

• Pall, M. L. (2013). Electromagnetic fields act via activation of voltage‐gated calcium channels to produce 
beneficial or adverse effects. Journal of cellular and molecular medicine, 17(8), 958-965. From the text: 
exposure to WiFi leads to leakage of peroxinitrite from the mitochondria

• Pall, Martin L. "Elevated peroxynitrite as the cause of chronic fatigue syndrome: Other inducers and 
mechanisms of symptom generation." Journal of Chronic Fatigue Syndrome7.4 (2000): 45-58.

• NeuroToxicology
Volume 51, December 2015, Pages 158–165
Low intensity microwave radiation induced oxidative stress, inflammatory response and DNA damage in 
rat brain
Kanu Megha et al

The ANK solution for the ME patient to recover requires complete protection from EMF 

• external: no WiFi, sleep sanctuary, protective clothing, no cell phone, consider “building biology home”

• internal: RayWave from KiScience – 2-3 pipettes 3 times/day
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Pereira, Aline G., et al. "Low-concentration exposure to glyphosate-based herbicide modulates 
the complexes of the mitochondrial respiratory chain and induces mitochondrial 
hyperpolarization in the Danio rerio brain." Chemosphere 209 (2018): 353-362.

Glyphosate (N-phosphonomethyl-glycine) (GLY)

is the active ingredient of the most used herbicides in the world. GLY is 
applied in formulated products known as glyphosate-based herbicides 
(GBH), which could induce effects that are not predicted by toxicity 
assays with pure GLY. This herbicide is classified as organophosphorus 
compound, which is known to induce neurotoxic effects. Although this 
compound is classified as non-neurotoxic by regulatory agencies, acute 
exposure to GBH causes neurological symptoms in humans. However, 
there is no consensus in relation to neurotoxic effects of GBH. Thus, the 
aim of this study was to investigate the neurotoxic effects of the GBH in 
the zebrafish Danio rerio, focusing on acute toxicity, the activity and 
transcript levels of mitochondrial respiratory chain complexes, 
mitochondrial membrane potential, reactive species (RS) formation, and 
behavioral repertoire. Adult zebrafish were exposed in vivo to three 
concentrations of GBH Scout®, which contained GLY in formulation (fGLY) 
(0.065, 1.0 and 10.0 mg L−1 fGLY) for 7 d, and an in vitro assay was 
performed using also pure GLY. Our results show that GBH induced in 
zebrafish brain a decrease in cell viability, inhibited mitochondrial 
complex enzymatic activity, modulated gene expression related to 
mitochondrial complexes, induced an increase in RS production, 
promoted hyperpolarization of mitochondrial membrane, and induced 
behavioral impairments. Together, our data contributes to the knowledge 
of the neurotoxic effects of GBH. Mitochondrial dysfunction has been 
recognized as a relevant cellular response that should not be 
disregarded. 

Moreover, this study pointed to the mitochondria as an important 
target of Glyphosate based herbicides (GBH)
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Agrochemicals 
and heavy 
metals:
Our 
Mitochondria 
are toxic and 
dying

• Ommati, Mohammad Mehdi, et al. "Carnosine and histidine 
supplementation blunt lead-induced reproductive toxicity 
through antioxidative and mitochondria-dependent 
mechanisms." Biological trace element research 187.1 
(2019): 151-162.

• Devi, C. B., et al. "Developmental lead exposure alters 
mitochondrial monoamine oxidase and synaptosomal
catecholamine levels in rat brain." International journal of 
developmental neuroscience 23.4 (2005): 375-381.

• Liu, Jun, et al. "Mitochondria defects are involved in lead-
acetate-induced adult hematopoietic stem cell decline." 
Toxicology letters 235.1 (2015): 37-44.

• Gobe, Glenda, and Denis Crane. "Mitochondria, reactive oxygen 
species and cadmium toxicity in the kidney." Toxicology letters
198.1 (2010): 49-55.

• Lim, Soo, et al. "Persistent organic pollutants, mitochondrial 
dysfunction, and metabolic syndrome." Annals of the New York 
Academy of Sciences 1201.1 (2010): 166-176

• Iglesias-González, Javier, et al. "Effects of aluminium on rat brain 
mitochondria bioenergetics: an in vitro and in vivo study." 
Molecular neurobiology 54.1 (2017): 563-570..
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This is the mouth of a mom with ME/CFIDS, MCS, insomnia and short term memory loss. She 
gave birth to her first child, Daniel, who was later diagnosed as „autistic“. He became 
neurotypical with a mercury/tin focused detox programme.
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Mercury outgases from the „silver“fillings for at least 50 years. Up to 80 % end up in the 
CNS with a half life of over 30 years (in a healthy person)
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Carratù, Maria Rosaria, and Anna Signorile. "Methyl mercury injury to CNS: mitochondria 
at the core of the matter." J Toxicol 1.1 (2015): 555551.

Abstract: Methyl-mercury (MeHg) is one of the most hazardous environmental pollutants of great concern 
to public health and regulatory agencies because of its primary toxicity to the human central nervous 
system. The major source of MeHg exposure to the general population is through consumption of 
contaminated fish and other food products. MeHg, absorbed from the gastrointestinal tract, is easily 
transported across the blood-brain barrier (BBB). Cysteine-facilitated transport of MeHg into the brain has 
been demonstrated, and in particular a neutral amino acid transport system capable of mediating MeHg-
cysteine uptake has been identified in astrocytes where MeHg accumulation induces cell swelling and 
inhibition of glutamate uptake. Elevation of glutamate levels in the extracellular space may, in turn, trigger 
or accelerate processes of excitotoxic neuro degeneration. The rising of extracellular glutamate levels is 
responsible for the sustained activation of glutamate receptors, hence enhancing Na+ influx and Ca2+ 
release from intracellular organelles that may trigger a biochemical cascade which promotes the reactive 
oxygen species (ROS) production. In this scenario, mitochondria may play a crucial role, as these organelles 
act as a buffer against cytosolic calcium and mediate ROS formation in cells. Herein, we summarize studies 
providing insights into the molecular and cellular mechanisms involved in MeHg-induced neuro 
degeneration with particular focus on the role of astrocytes and mitochondria. 

Indeed, mitochondria may be supposed to lie at the crossroads of a network of events (microtubule 
disorganization, Ca2+ dyshomeostasis, ROS generation) leading to neuro degeneration, although it is 
difficult to establish the upstream mechanisms and downstream effectors in this cascade
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This study by M.Vimy DDS should have ended 
the last amalgam war
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SH
S-Hg, S-Ag, S-Au, 
S-Ni, S-TiHg, Ag, Au, Ni, Ti

Own cells

Does not stimulate the 

immune system

Changed cells

Stimulates the immune system

→ Allergy
→ Autoimmunity

Zzz… 007… With
license to kill!

Metals bind to sulfur (SH) groups and change their 
configuration. Such cells are recognized by immune 
system as “foreign” and are attacked
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Macrophages cannot handle metals and act 
as transporters of metal ions throughout 
the body

Titanium
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CAVITAT®-Ultrasound-Diagnostics
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Rantes is an indicator for the illness-causing biotoxin production 
in the cavitation and indicator for retroviral activity – plausible causes of ME

International Journal of General Medicine 2013:6 277–290

RANTES and fibroblast growth factor-2 in jawbone cavitations: triggers 
for systemic disease?  Johann Lechner, Volker von Baehr

Abstract: Regulated upon activation, normal T-cell expressed, and secreted (RANTES) and 
fibroblast growth factor (FGF)-2 were found at high levels in the JCs tested. Other cytokines 
could not be detected at excessive levels. 

Discussion: The study confirms that JC is able to produce inflammatory messengers, primarily 
RANTES, and, secondarily, FGF-2. Both are implicated in many serious illnesses. The excessive 
levels of RANTES/FGF-2 in JC patients with amyotrophic lateral sclerosis, multiple sclerosis, 
rheumatoid arthritis, and breast cancer are compared to levels published in medical journals. 
Levels detected in JCs are higher than in the serum and cerebrospinal fluid of amyotrophic lateral 
sclerosis and multiple sclerosis patients and four-fold higher than in breast cancer tissue.

Conclusion: This study suggests that JC might serve as a fundamental cause of IDs, through 
RANTES/FGF-2 production. Thus, JC and implicated immune messengers represent an integrative 
aspect of IDs and serve as a possible cause. Removing JCs may be a key to reversing IDs. There is 
a need to raise awareness about JC throughout medicine and dentistry.
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Aluminium

J Inorg Biochem. 2009 Nov;103(11):1571-8. doi: 10.1016/j.jinorgbio.2009.08.005. Epub 2009 Aug 20.

Long-term persistence of vaccine-derived aluminum hydroxide is associated with chronic cognitive 
dysfunction.

Couette M1, Boisse MF, Maison P, Brugieres P, Cesaro P, Chevalier X, Gherardi RK, Bachoud-Levi AC, Authier FJ.

Abstract: Macrophagic myofasciitis (MMF) is an emerging condition, characterized by specific muscle lesions 
assessing long-term persistence of aluminum hydroxide within macrophages at the site of previous 
immunization. Affected patients mainly complain of arthromyalgias, chronic fatigue, and cognitive difficulties. 
We designed a comprehensive battery of neuropsychological tests to prospectively delineate MMF-associated 
cognitive dysfunction (MACD). Compared to control patients with arthritis and chronic pain, MMF patients 
had pronounced and specific cognitive impairment. MACD mainly affected (i) both visual and verbal memory; 
(ii) executive functions, including attention, working memory, and planning; and (iii) left ear extinction at 
dichotic listening test. Cognitive deficits did not correlate with pain, fatigue, depression, or disease duration. 
Pathophysiological mechanisms underlying MACD remain to be determined. In conclusion, long-term 
persistence of vaccine-derived aluminum hydroxide within the body assessed by MMF is associated with 
cognitive dysfunction, not solely due to chronic pain, fatigue and depression.
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Murakami, Keiko, and Masataka Yoshino. "Aluminum decreases the glutathione 
regeneration by the inhibition of NADP‐isocitrate dehydrogenase in mitochondria." 
Journal of cellular biochemistry 93.6 (2004): 1267-1271.

Abstract

Effect of aluminum on the NADPH supply and glutathione regeneration in 
mitochondria was analyzed. Reduced glutathione acted as a principal scavenger of 
reactive oxygen species in mitochondria. Aluminum inhibited the regeneration of 
glutathione from the oxidized form, and the effect was due to the inhibition of 
NADP‐isocitrate dehydrogenase the only enzyme supplying NADPH in mitochondria. 
In cytosol, aluminum inhibited the glutathione regeneration dependent on NADPH 
supply by malic enzyme and NADP‐isocitrate dehydrogenase, but did not affect the 
glucose 6‐phosphate dehydrogenase dependent glutathione formation. Aluminum 
can cause oxidative damage on cellular biological processes by inhibiting glutathione 
regeneration through the inhibition of NADPH supply in mitochondria, but only a 
little inhibitory effect on the glutathione generation in cytosol
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Aluminum adducts blocking life

A Future Without ME/CFS
London, 15th February 2020



Patient J.R, 46 year old. 
Acute onset ME after outdoor exposure to rain, 2 days  after heavy chem-trail activity
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Stratospheric aerosol injection (www.geoengineering.org)
GeoEngineering in Action
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Toxic Fallout from GeoEngineering
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Wir finden bei allen unbehandelten Patienten (100%) 
Aluminium in astronomischer Hoehe
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source:www.geoengineeringwatch.org

Impacts: air sample
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Aluminium

Med Hypotheses. 2009 Feb;72(2):135-9. doi: 10.1016/j.mehy.2008.09.040. Epub 2008 Nov 11.

A role for the body burden of aluminium in vaccine-associated macrophagic myofasciitis and 
chronic fatigue syndrome.

Exley C1, Swarbrick L, Gherardi RK, Authier FJ.

Abstract

Macrophagic myofasciitis and chronic fatigue syndrome are severely disabling conditions which 
may be caused by adverse reactions to aluminium-containing adjuvants in vaccines. While a 
little is known of disease aetiology both conditions are characterised by an aberrant immune 
response, have a number of prominent symptoms in common and are coincident in many 
individuals. Herein, we have described a case of vaccine-associated chronic fatigue syndrome 
and macrophagic myofasciitis in an individual demonstrating aluminium overload. This is the 
first report linking the latter with either of these two conditions and the possibility is 
considered that the coincident aluminium overload contributed significantly to the severity of 
these conditions in this individual. This case has highlighted potential dangers associated with 
aluminium-containing adjuvants and we have elucidated a possible mechanism whereby 
vaccination involving aluminium-containing adjuvants could trigger the cascade of 
immunological events which are associated with autoimmune conditions including chronic 
fatigue syndrome and macrophagic myofasciitis.
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Autoimmun Rev. 2008 Oct;8(1):52-5. doi: 10.1016/j.autrev.2008.07.026. Epub 2008 Aug 24.
Chronic fatigue syndrome with autoantibodies--the result of an augmented adjuvant effect 
of hepatitis-B vaccine and silicone implant.
Nancy AL1, Shoenfeld Y.

Abstract

BACKGROUND: Chronic fatigue syndrome (CFS) that defines by prolonged fatigue and other manifestations, was recently 
integrated into a spectrum of central sensitivity syndromes including several diseases as fibromylagia. CFS etiology is multi-
factorial commonly triggered by infectious agents. Vaccines, induce an immune response similarly to infections, and may 
trigger just like infections autoimmune diseases, CFS and fibromyalgia. Furthermore vaccines contain an adjuvant which 
enhances their immune stimulation.

CASE PRESENTATION: A 56-year-old woman was diagnosed with CFS accompanied by fibromyalgia, demyelination and 
autoantibodies. Her illness begun following the 2nd dose of hepatitis-B vaccine, and was aggravated by the 3rd vaccination. 
She underwent silicone breast implantation 6 years before vaccination with no adverse events. However, between the 2nd 
and 3rd vaccination she suffered a breast injury with local inflammation. Upon explanation of her breast implants silicone 
leak was observed.

DISCUSSION: Vaccines have been reported to precede CFS mainly following exposure to multiple vaccinations (e.g. the Gulf 
war syndrome), or as an adverse response to the vaccine adjuvant (e.g. the macrophagic myofasciitis syndrome). Silicone is 
considered an adjuvant to the immune system, and may induce "the adjuvant disease". Silicone implant, especially silicone 
leak relationship with autoimmunity and CFS has been the focus of considerable debates.

CONCLUSION: Our patient illness started following hepatitis-B vaccine, suggesting that it was caused or accelerated by 
vaccination. In parallel to vaccination our patient suffered from breast injury, which might represent the time of silicone 
leak. The exposure to the adjuvant, silicone, might have augmented her immune response to the vaccine. To the best of 
our knowledge this is the first case of combined adverse effect to vaccine and silicone. Vaccine safety in individuals with 
silicone implants requires further studies.
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Autoimmun Rev. 2019 Jul;18(7):691-705. doi: 10.1016/j.autrev.2019.05.006. Epub 2019 May 4.
Myalgia and chronic fatigue syndrome following immunization: macrophagic myofasciitis and animal 
studies support linkage to aluminum adjuvant persistency and diffusion in the immune system.
Gherardi RK1, Crépeaux G2, Authier FJ3.

Abstract

Myalgic Encephalomyelitis/Chronic Fatigue Syndrome (ME/CFS) is a multifactorial and poorly undersood
disabling disease. We present epidemiological, clinical and experimental evidence that ME/CFS 
constitutes a major type of adverse effect of vaccines, especially those containing poorly degradable 
particulate aluminum adjuvants. Evidence has emerged very slowly due to the multiplicity, lack of 
specificity, delayed onset, and frequent medical underestimation of ME/CFS symptoms. It was supported 
by an epidemiological study comparing vaccinated vs unvaccinated militaries that remained undeployed 
during Gulf War II. Affected patients suffer from cognitive dysfunction affecting attention, memory and 
inter-hemispheric connexions, well correlated to brain perfusion defects and associated with a 
stereotyped and distinctive pattern of cerebral glucose hypometabolism. Deltoid muscle biopsy 
performed to investigate myalgia typically yields macrophagic myofasciitis (MMF), a histological 
biomarker assessing longstanding persistency of aluminum agglomerates within innate immune cells at 
site of previous immunization. MMF is seemingly linked to altered mineral particle detoxification by the 
xeno/autophagy machinery. Comparing toxicology of different forms of aluminum and different types of 
exposure is misleading and inadequate and small animal experiments have turned old dogma upside 
down. Instead of being rapidly solubilized in the extracellular space, injected aluminum particles are 
quickly captured by immune cells and transported to distant organs and the brain where they elicit an 
inflammatory response and exert selective low dose long-term neurotoxicity. Clinical observations and 
experiments in sheep, a large animal like humans, confirmed both systemic diffusion and neurotoxic 
effects of aluminum adjuvants. Post-immunization ME/CFS represents the core manifestation of 
"autoimmune/inflammatory syndrome induced by adjuvants" (ASIA).
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Immunol Res. 2014 Dec;60(2-3):376-83. doi: 10.1007/s12026-014-8604-2.
Chronic fatigue syndrome and fibromyalgia following immunization with the hepatitis B vaccine: 
another angle of the 'autoimmune (auto-inflammatory) syndrome induced by adjuvants' (ASIA).  
Agmon-Levin N1, Zafrir Y, Kivity S, Balofsky A, Amital H, Shoenfeld Y.

Abstract

The objectives of this study were to gather information regarding demographic and clinical characteristics of 
patients diagnosed with either fibromyalgia (FM) or chronic fatigue (CFS) following hepatitis B vaccination 
(HBVv) and furthermore to apply the recently suggested criteria of autoimmune (auto-inflammatory) syndromes 
induced by adjuvants (ASIA), in the aim of identifying common characteristics that may suggest an association 
between fibromyalgia, chronic fatigue and HBV vaccination. Medical records of 19 patients with CFS and/or 
fibromyalgia following HBVv immunization were analyzed. All of which were immunized during 1990-2008 in 
different centers in the USA. All medical records were evaluated for demographics, medical history, the number 
of vaccine doses, as well as immediate and long term post-immunization adverse events and clinical 
manifestations. In addition, available blood tests, imaging results, treatments and outcomes were analyzed. ASIA 
criteria were applied to all patients. The mean age of patients was 28.6 ± 11 years, of which 68.4 % were 
females. 21.05 % had either personal or familial background of autoimmune disease. The mean latency period 
from the last dose of HBVv to onset of symptoms was 38.6 ± 79.4 days, ranging from days to a year. Eight (42.1 
%) patients continued with the immunization program despite experiencing adverse events. Manifestations that 
were commonly reported included neurological manifestations (84.2 %), musculoskeletal (78.9 %), psychiatric 
(63.1 %), fatigue (63.1 %), gastrointestinal complains (58 %) and mucocutaneous manifestations (36.8 %). 
Autoantibodies were detected in 71 % of patients tested. All patients fulfilled the ASIA criteria. This study 
suggests that in some cases CFS and FM can be temporally related to immunization, as part of ASIA syndrome. 
The appearance of adverse event during immunization, the presence of autoimmune susceptibility and higher 
titers of autoantibodies all can be suggested as risk factors. ASIA criteria were fulfilled in all patients eluding 
the plausible link between ASIA and CFS/FM.
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Is ME a man-made problem? Intentional?

Judy Mikovits’s new book - "Plague of Corruption". 

A dreadful fact that found in the superb introduction by Robert Kennedy: 
"Unbeknownst to her, Kent Heckenlively had already independently 
discovered published medical research showing that 

• the first recorded outbreak of ME/CFS 

• was among 198 doctors and nurses at the Los Angeles County Hospital in 
1934-35 

• following their injection with an experimental polio vaccine grown in 
mouse brain tissue."
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Clin Rheumatol. 2019 May;38(5):1271-1276. doi: 10.1007/s10067-019-04447-y. Epub 2019 Jan 31.
Silicone breast implants and depression, fibromyalgia and chronic fatigue syndrome in a 
rheumatology clinic population. Khoo T1, Proudman S2,3, Limaye V2,3.

Abstract

INTRODUCTION: 

Silicone breast implants (SBI) may induce systemic autoimmune disease as part of autoimmune syndrome induced by 
adjuvants (ASIA). This syndrome bears similarities to fibromyalgia and chronic fatigue syndrome (CFS). We sought to 
determine whether there are any associations between SBI and depression, fibromyalgia and CFS in a rheumatology clinic 
population.

METHODS: 

The electronic files of rheumatology clinic patients at the Royal Adelaide Hospital between 2000 and 2017 were searched for 
patients who had received SBI prior to rheumatological diagnosis. Demographics, diagnosis, implant history and whether the 
patient had depression, fibromyalgia or CFS were recorded. Controls were rheumatology clinic patients, half of whom had 
systemic sclerosis (SSc) and the other half had systemic lupus erythematosus (SLE). They were matched to cases 3:1 for age 
(within 2 years) and gender.

RESULTS: 

Thirty patients had received SBI (mean age 47.9, 100% female). Twelve had a diagnosis of depression, 6 of fibromyalgia and 
3 of CFS. Implant rupture was not associated with any of these (p = 1). There was no difference in the incidence of 
depression (p = 1), fibromyalgia (p = 0.76) or CFS (p = 0.3) between cases and SLE controls. When compared with SSc
controls, there were significantly more patients with fibromyalgia and/or CFS in the case group (20.0% of cases vs 2.2% of 
SSc controls, p = 0.01) but no difference in depression (p = 0.12).

CONCLUSION: 

Fibromyalgia and CFS are more common in patients with silicone implants than SSc controls but not SLE controls. 
Prospective study of development of depression, fibromyalgia and CFS in recipients of SBI is required.
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Immunol Res. 2017 Feb;65(1):120-128. doi: 10.1007/s12026-016-8821-y.
Two hundreds cases of ASIA syndrome following silicone implants: a comparative study of 
30 years and a review of current literature.
Colaris MJL1,2, de Boer M1,2, van der Hulst RR1,2, Cohen Tervaert JW3,4

Abstract

In this study, we compared one hundred patients with autoimmune/inflammatory syndrome induced by adjuvants (ASIA) due 
tosilicone implant incompatibility syndrome diagnosed in 2014 in Maastricht, the Netherlands, with one hundred historical 
patients with adjuvant breast disease diagnosed in the Baylor College of Medicine, Houston, USA, between 1985 and 1992. 
Similarities and differences between these two cohorts were identified to determine whether the spectrum of silicone-
related disease changed during the last 30 years. Patients with complaints possibly due to silicone-filled breast implants were 
prospectively examined in the Reinaert Clinic, Maastricht, the Netherlands between January 2014 and October 2014. All 
patients were evaluated for the fulfilment of ASIA criteria. Results were compared to results of the Baylor College cohort and 
18 other reviewed historical cohorts. Clinical manifestations between the Maastricht and Baylor College cohorts were 
comparable. Fatigue was observed in 98 current patients and in 95 historical patients. Arthralgia was observed in 91 versus 
81 historical patients. Myalgia was observed in 54 versus 91 patients. Cognitive impairment was observed in 78 versus 81 
patients, pyrexia was observed in 64 versus 52 patients, sicca complaints in 73 versus 72 patients and severe neurological 
manifestations in 20 versus 32 patients. From the 54 patients who underwent removal of their silicone breast implant, 50 % 
(n = 27) of the patients experienced improvement of complaints after explantation of the implant. Also, in the 18 reviewed 
historical cohorts, similar clinical manifestations were described. Our findings suggest that no major changes were present in 
the observed clinical manifestations between the Maastricht and Baylor College cohorts. Also, despite changes in the 
principal constituents of the silicone implants during the past fifty years, silicone remained an adjuvant that may 'bleed' and 
subsequently may be a chronic stimulus to the immune system resulting in similar clinical manifestations as observed in the 
Maastricht cohort, the Baylor College cohort and 18 other large cohorts of patients. We therefore conclude that silicone-
related disease has not changed during the last 30 years.
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ANK Detox Protocols 

Dental:   remove all metals and root filled teeth, cavitation surgery

Glyphosate 
• peat extract 
• sauna tx
• glycine

Aluminium
• Acilis water (high organic aluminium content with natural co-factors)
• Polmolo tincture (enula, coriander, bardana root, horsetail)
• Homeopathic of the actual vaccine as C 200 ( immune modulation)
• Ionic foot-and handbath

Silicone: 
• Removal of implants ASAP (“Explantation”)
• coriandolo plus (research Dr.Omura, Intnl.J of Acup and Electro-Therapeutics Research)
• Homeopathic silicone C 200

Hep B vaccine: detox mercury
• coriandolo
• chlorella
• “detox support powders”: coconut whey, stevia, pre/probiotics, pleant enzymes/minerals, hemp seed, fennel seed, ca carb, Vit 

D3, clay, malate, glucosamine sulfate, MSM, choline, berries, fruits) 
• curcumin
• NAC
• CaEDTA
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The infectious theory of ME: 

Schematic diagram showing 
various viral pathogens 
potentially associated with 
ME/CFS and possible 
molecular mechanisms 
altered by these pathogens 
that can contribute to 
ME/CFS development



The viral theory of ME (several hundred papers – minimal treatment outcome)

• ME and viruses (EBV etc.): Rasa, Santa, et al. "Chronic viral infections in myalgic encephalomyelitis/chronic fatigue syndrome (ME/CFS)." Journal of 
translational medicine 16.1 (2018): 268.

• Manian, Farrin A. "Simultaneous measurement of antibodies to Epstein-Barr virus, human herpesvirus 6, herpes simplex virus types 1 and 2, and 
14 enteroviruses in chronic fatigue syndrome: is there evidence of activation of a nonspecific polyclonal immune response?." Clinical infectious 
diseases 19.3 (1994): 448-453.

• J Med Virol. 2010 Oct;82(10):1684-8. doi: 10.1002/jmv.21873.

• Serological and virological investigation of the role of the herpesviruses EBV, CMV and HHV-6 in post-infective fatigue syndrome. Cameron B1, 
Flamand L, Juwana H, Middeldorp J, Naing Z, Rawlinson W, Ablashi D, Lloyd A.

• Kerr, Jonathan R. "Enterovirus infection (coxsackier) of the stomach in chronic fatigue syndrome/myalgic encephalomyelitis." Journal of clinical 
pathology 61.1 (2008): 1-2.

• Nairn, C., D. N. Galbraith, and G. B. Clements. "Comparison of coxsackie B neutralization and enteroviral PCR in chronic fatigue patients." Journal of 
medical virology 46.4 (1995): 310-313.

• ME and Giardia: Naess, Halvor, et al. "Chronic fatigue syndrome after Giardia enteritis: clinical characteristics, disability and long-term sickness 
absence." BMC gastroenterology 12.1 (2012): 13.

• ME and retroviruses: Rodrigues, Lucas S., et al. "HERV-K and HERV-W transcriptional activity in myalgic encephalomyelitis/chronic fatigue 
syndrome." Autoimmunity Highlights 10.1 (2019): 12.

• De Meirleir, Kenny L., et al. "Plasmacytoid dendritic cells in the duodenum of individuals diagnosed with myalgic encephalomyelitis are uniquely 
immunoreactive to antibodies to human endogenous retroviral proteins." in vivo 27.2 (2013): 177-187.

• Clin Ther. 2019 Apr;41(4):675-698. doi: 10.1016/j.clinthera.2019.02.012. Epub 2019 Mar 23.Epigenetic Components of Myalgic
Encephalomyelitis/Chronic Fatigue Syndrome Uncover Potential Transposable Element Activation. Almenar-Pérez E1, Ovejero T2, Sánchez-Fito T1, 
Espejo JA3, Nathanson L4, Oltra E5.
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RANTES is a marker for retroviral virulence and elevated in ME
Gordon, Cynthia J., et al. "Enhancement of human immunodeficiency virus type 1 infection by the CC-
chemokine RANTES is independent of the mechanism of virus-cell fusion." Journal of virology 73.1 (1999): 
684-694.

ABSTRACT

We have studied the effects of CC-chemokines on human immunodeficiency virus type 1 (HIV-1) 
infection, focusing on the infectivity enhancement caused by RANTES. High RANTES concentrations 
increase the infectivity of HIV-1 isolates that use CXC-chemokine receptor 4 for entry. However, 
RANTES can have a similar enhancing effect on macrophagetropic viruses that enter via CC-
chemokine receptor 5 (CCR5), despite binding to the same receptor as the virus. Furthermore, 
RANTES enhances the infectivity of HIV-1 pseudotyped with the envelope glycoprotein of murine 
leukemia virus or vesicular stomatitis virus, showing that the mechanism of enhancement is 
independent of the route of virus-cell fusion. The enhancing effects of RANTES are not mediated via 
CCR5 or other known chemokine receptors and are not mimicked by MIP-1α or MIP-1β. The N-
terminally modified derivative aminooxypentane RANTES (AOP-RANTES) efficiently inhibits HIV-1 
infection via CCR5 but otherwise mimics RANTES by enhancing viral infectivity. There are two 
mechanisms of enhancement: one apparent when target cells are pretreated with RANTES (or AOP-
RANTES) for several hours, and the other apparent when RANTES (or AOP-RANTES) is added during 
virus-cell absorption. We believe that the first mechanism is related to cellular activation by 
RANTES, whereas the second is an increase in virion attachment to target cells. 

Regulated upon activation, normal T-cell expressed, and secreted (RANTES)
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The gut 
microbiome 

theory of ME

Navaneetharaja, Navena, et al. "A role for the intestinal microbiota and 
virome in myalgic encephalomyelitis/chronic fatigue syndrome 
(ME/CFS)?." Journal of clinical medicine 5.6 (2016): 55.

Abstract

Myalgic encephalomyelitis/chronic fatigue syndrome (ME/CFS) is a 
heterogeneous disorder of significant societal impact that is proposed 
to involve both host and environmentally derived aetiologies that may 
be autoimmune in nature. Immune-related symptoms of at least 
moderate severity persisting for prolonged periods of time are common 
in ME/CFS patients and B cell depletion therapy is of significant 
therapeutic benefit. The origin of these symptoms and whether it is 
infectious or inflammatory in nature is not clear, with seeking evidence 
of acute or chronic virus infections contributing to the induction of 
autoimmune processes in ME/CFS being an area of recent interest. This 
article provides a comprehensive review of the current evidence 
supporting an infectious aetiology for ME/CFS leading us to propose 
the novel concept that the intestinal microbiota and in particular 
members of the virome are a source of the “infectious” trigger of the 
disease. Such an approach has the potential to identify disease 
biomarkers and influence therapeutics, providing much-needed 
approaches in preventing and managing a disease desperately in need 
of confronting. 
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ME and post exercise change in gut microbiota. Treatment: Fecal 
microbiota transplant (FMT)
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Tuuminen, Tamara, et al. "Dampness and mold hypersensitivity syndrome and 
vaccination as risk factors for chronic fatigue syndrome." Autoimmun Rev 5 (2018): 

S 1568-S 9972.
Dampness and Mold Hypersensitivity Syndrome (DMHS) associates with several other 
neglected medical conditions such as the Myalgic Encephalomyelitis/Chronic Fatigue 
Syndrome(ME/CFS)and Multiple Chemical Sensitivity(MCS). In DMHS 5 criteria have been 
proposed: 

1) exposure to dampness microbiota (DM); 
2) recurrent and/or unusual infections; 
3) Sick Building Syndrome (SBS); 
4) development of MCS and 
5) sensitized olfactory scenting. 

We hypothesized that previous exposure to DM could be a risk factor for vaccination to 
trigger disability with/or without neurological sequelae. Therefore we investigated the 
potential combined risks of DMHS and Pandemrix®,Gardasil® or Cervarix® (PGC) to cause 
severe disability. Conditions such as Ehlers-Danlos Syndrome(EDS), ME/CFS, Postural 
Orthostatic Tachycardia Syndrome (POTS), Complex Regional Pain Syndrome (CRPS), 
Pediatric Autoimmune Neuropsychiatric Disorders Associated with Streptococcal Infections 
(PANDAS) and Pediatric Acute-onset Neuropsychiatric Syndrome(PANS) were considered.
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Morris, Gerwyn, et al. "The putative role of viruses, bacteria, and chronic fungal biotoxin 
exposure in the genesis of intractable fatigue accompanied by cognitive and physical 
disability." Molecular neurobiology 53.4 (2016): 2550-2571.
Abstract: Patients who present with severe intractable apparently idiopathic fatigue accompanied by profound physical and 
or cognitive disability present a significant therapeutic challenge. The effect of psychological counseling is limited, with 
significant but very slight improvements in psychometric measures of fatigue and disability but no improvement on scientific 
measures of physical impairment compared to controls. Similarly, exercise regimes either produce significant, but practically
unimportant, benefit or provoke symptom exacerbation. Many such patients are afforded the exclusionary, non-specific 
diagnosis of chronic fatigue syndrome if rudimentary testing fails to discover the cause of their symptoms. More 
sophisticated investigations often reveal the presence of a range of pathogens capable of establishing life-long infections with
sophisticated immune evasion strategies, including Parvoviruses, HHV6, variants of Epstein-Barr, Cytomegalovirus, 
Mycoplasma, and Borrelia burgdorferi. Other patients have a history of chronic fungal or other biotoxin exposure. Herein, 
we explain theepigenetic factors that may render such individuals susceptible to the chronic pathology induced by such 
agents, how such agents induce pathology, and, indeed, how such pathology can persist and even amplify even when 
infections have cleared or when biotoxin exposure has ceased. The presence of active, reactivated, or even latent Herpes 
virus could be a potential source of intractable fatigue accompanied by profound physical and or cognitive disability in some
patients, and the same may be true of persistent Parvovirus B12 and mycoplasma infection. A history of chronic mold 
exposure is a feasible explanation for such symptoms, as is the presence of B. burgdorferi. The complex tropism, life cycles, 
genetic variability, and low titer of many of these pathogens makes their detection in blood a challenge. Examination of 
lymphoid tissue or CSF in such circumstances may be warranted.

ANK Treatment: 
• No WiFi in home (makes mold aggressive)
• use the KiScience propolis vaporizer in the home to neutralize mycotoxins in the air and walls
• Internal treatment: rizol gamma: 10 drops tid
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Does this study prove that ME is an infection?
Eaton-Fitch, Natalie, et al. "A systematic review of natural killer cells profile and cytotoxic 
function in myalgic encephalomyelitis/chronic fatigue syndrome." Systematic reviews 8.1 
(2019): 279.

Abstract/Background: Compromised natural killer (NK) cell cytotoxic function is a well-documented and consistent feature of 
myalgic encephalomyelitis/chronic fatigue syndrome (ME/CFS). Other outcomes evaluated in NK cells of ME/CFS patients, 
however, remain equivocal. The aim of this study was to conduct a systematic review of the literature regarding NK cell 
phenotype, receptor expression, cytokine production and cytotoxicity in ME/CFS patients and determine the appropriateness 
as a model for ME/CFS.

Methods: Medline (EBSCOHost), Scopus, EMBASE and PubMed databases were systematically searched to source relevant 
papers published between 1994 and March 2018. This review included studies examining NK cells’ features in ME/CFS 
patients compared with HC following administration of specific inclusion and exclusion criteria. Secondary outcomes 
included genetic analysis in isolated NK cells or quality of life assessment. Quality assessment was completed using the 
Downs and Black checklist in addition to The Joanna Briggs Institute checklist.

Results: Seventeen eligible publications were included in this review. All studies were observational case control studies. Of 
these, 11 investigated NK cell cytotoxicity, 14 investigated NK cell phenotype and receptor profiles, three examined NK cell 
cytokine production, six investigated NK cell lytic protein levels and four investigated NK cell degranulation. Impaired NK cell
cytotoxicity remained the most consistent immunological report across all publications. Other outcomes investigated differed 
between studies.

Conclusion: A consistent finding among all papers included in this review was impaired NK cell cytotoxicity, suggesting that 
it is a reliable and appropriate cellular model for continued research in ME/CFS patients. Aberrations in NK cell lytic protein 
levels were also reported. Although additional research is recommended, current research provides a foundation for 
subsequent investigations. It is possible that NK cell abnormalities can be used to characterise a subset of ME/CFS due to the 
heterogeneity of both the illness itself and findings between studies investigating specific features of NK function.
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Coyle, P. K., et al. "Borrelia burgdorferi reactivity in patients with severe persistent 
fatigue who are from a region in which Lyme disease is endemic." Clinical infectious 
diseases 18.Supplement_1 (1994): S24-S27.

Abstract

Borrelia burgdorferi is the pathogen that causes Lyme disease. Patients frequently 
experience fatigue and malaise that can persist after antibiotic treatment. This study 
examined serological reactivity to B. burgdorferi in patients with chronic fatigue who were 
from a region in which Lyme disease is endemic. Blood and CSF were collected from patients 
without a history of infection due to B. burgdorferi (n = 12) and patients with persistent 
fatigue after antibiotic treatment of Lyme disease (n = 13). Serum and CSF were examined by 
ELISA for antibodies to B. burgdorferi, and routine studies of CSF were done. In the first 
group, one patient (8%) was seropositive; no patients had detectable antibodies in CSF. In 
the second group, nine patients (69%) were seropositive or borderline seropositive; seven 
(54%) had detectable antibodies in CSF. Unexplained abnormalities in CSF were noted in 42% 
and 31% of patients in each group, respectively. In this study positive serologies for Lyme 
disease were not found at a higher than expected rate for patients from a region of Lyme 
disease endemicity who had idiopathic chronic fatigue. Fatigued patients did show a 
surprisingly high rate of unexplained minor CSF abnormalities suggestive of CNS or 
meningeal dysfunction.
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25 year old woman with POTS and severe fatigue and brain fog (ME)
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Over 90 % of our ME patients test positive for persistent Lyme (with enhanced 
diagnostic tools) and respond dramatically to ART based treatment

Borrelia spirochetes inside the neurons of the frontal cortex (in ME)
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Ajamian, Mary, et al. "Anti-neural antibody response in patients with post-treatment Lyme disease symptoms versus 
those with myalgic encephalomyelitis/chronic fatigue syndrome." Brain, behavior, and immunity 48 (2015): 354.

Post-treatment Lyme disease symptoms (PTLDS) and myalgic encephalomyelitis/chronic fatigue syndrome (ME/CFS) have several clinical features in common, including 
fatigue, musculoskeletal pain, and cognitive difficulties (Gaudino et al., 1997). Immunologic mechanisms have been suspected to play a role in both PTLDS and ME/CFS. 
However, biomarkers for the two conditions are currently lacking, creating a barrier to better understand them. In a previous study published in BBI, we developed a semi-
quantitative immunoblot assay to compare antibody reactivity to neural antigens in a group of PTLDS patients and controls (Chandra et al., 2010). Inclusion/exclusion 
criteria were previously described (Chandra et al., 2010). We found a significantly increased level and frequency of IgG anti-neural antibody reactivity in the PTLDS patients 
(41 of 83; 49.4%) both in comparison to patients who had been treated for Lyme disease previously but did not have residual symptoms (5 of 27; 18.5%) and to healthy 
controls who never had Lyme disease (3 of 20; 15.0%) (p<0.01 for both comparisons). The anti-neural antibody response in the patients with PTLDS was independent of 
serologic positivity for antibodies to Borrelia burgdorferi (the etiologic agent of Lyme disease).

Using the same methodology in a new analysis, we screened plasma samples from 51 ME/CFS patients (36 female; mean [SD] age, 51.2 [11.7] years) and 53 age- and 
gender-matched healthy controls (40 female; mean age, 50.0 [13.6] years), provided by the SolveCFS BioBank (Irlbeck et al., 2014). This study was approved by the 
Institutional Review Board of Columbia University Medical Center. The ME/CFS and control sample sizes in this study provided greater than 90% power, with α<0.05, to 
detect the same frequencies of antibody reactivity previously observed in the PTLDS patients and associated controls (Chandra et al., 2010). ME/CFS patients met the 
Fukuda or the Canadian criteria for this condition (Carruthers, 2007; Fukuda et al., 1994) and lacked histories suggestive of Lyme disease. Screening questionnaires were 
used to evaluate the general health of the unaffected controls and to confirm that that they did not meet ME/CFS case definition criteria. In contrast to the findings of our 
prior study on PTLDS patients (Chandra et al., 2010), we found no significant difference in the prevalence of anti-neural antibody reactivity between ME/CFS patients (4 of 
51; 7.8%) and healthy controls (7 of 53; 13.2%) (p=0.5).

If Lyme and ME patients have the same anti-neural antibody response, could it be that it’s 
the same illness
Patrick, David M., et al. "Lyme disease diagnosed by alternative methods: a phenotype similar to that of chronic 
fatigue syndrome." Clinical Infectious Diseases 61.7 (2015): 1084-1091.

Conclusions. In British Columbia, a setting with low Lyme disease incidence, AD Chronic Lyme Disease patients 
have a similar phenotype to that of CFS patients.

If Lyme and Chronic Fatigue Syndrome share the same phenotype, could it be the same 
illness? 
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The autoimmune/immune theory of ME

• Lorusso, L., Mikhaylova, S. V., Capelli, E., Ferrari, D., Ngonga, G. K., & Ricevuti, G. (2009). 
Immunological aspects of chronic fatigue syndrome. Autoimmunity reviews, 8(4), 287-291.

Abstract:. The current concept is that CFS pathogenesis is a multifactorial condition. Various studies have 
sought evidence for a disturbance in immunity in people with CFS. An alteration in cytokine profile, a 
decreased function of natural killer (NK) cells, a presence of autoantibodies and a reduced responses of 
T cells to mitogens and other specific antigens have been reported. The observed high level of pro-
inflammatory cytokines may explain some of the manifestations such as fatigue and flu-like symptoms
and influence NK activity. Abnormal activation of the T lymphocyte subsets and a decrease in antibody-
dependent cell-mediated cytotoxicity have been described. An increased number of CD8+ cytotoxic T 
lymphocytes and CD38 and HLA-DR activation markers have been reported, and a decrease in CD11b 
expression associated with an increased expression of CD28+ T subsets has been observed. This review 
discusses the immunological aspects of CFS and offers an immunological hypothesis for the disease 
processes.

• Gerrity, Timothy R., et al. "Immunologic aspects of chronic fatigue syndrome." 
Neuroimmunomodulation 11.6 (2004): 351-357.

• Maes, Michael. "Inflammatory and oxidative and nitrosative stress cascades as new drug 
targets in myalgic encephalomyelitis and chronic fatigue syndrome." Inflammation in 
Psychiatry. Vol. 28. Karger Publishers, 2013. 162-174.
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From Theory to Treatment

Because of the lack of funding for ME studies, most articles are 
theoretical and the suggestions formulated rarely work out. 

Most of us practitioners are left to ourselves if we intend to help our 
clients. Many doctors offering help to ME patients have been attacked 
by the power structures governing medicine

Severely ill  ME patients do not make it to the doctor’s office and have 
to be treated by their informed caretakers. This is why I have developed 
treatment strategies that do not require a licensed medical doctor, a 
hospital or visits to a laboratory or imaging center

The lack of care offered to the community of ME patients is a crime 
against humanity that we are witnessing everyday
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Functional Foods in Health & Disease ; Vol 4, No 1 ,23-65 (2014)
Neurodegenerative and Fatiguing Illnesses, Infections and Mitochondrial Dysfunction: Use of 
Natural Supplements to Improve Mitochondrial Function.
Garth L. Nicolson, Robert Settineri, Rita R. Ellithorpe

Abstract

Background: Many chronic diseases and illnesses are associated with one or more chronic infections, dysfunction of 
mitochondria and reduced production of ATP. This results in fatigue and other symptoms that occur in most if not all chronic 
conditions and diseases.

Methods: This is a review of the published literature on chronic infections in neurodegenerative diseases and fatiguing 
illnesses that are also typified by mitochondrial dysfunction. This contribution also reviews the use of natural supplements to
enhance mitochondrial function and reduce the effects of chronic infections to improve overall function in various chronic 
illnesses.

Results: Mitochondrial function can be enhanced by the use of various natural supplements, notably Lipid Replacement 
Therapy (LRT) using glyerolphospholipids and other mitochondrial supplements. In various chronic illnesses that are 
characterized by the presence of chronic infections, such as intracellular bacteria (Mycoplasma, Borrelia, Chlamydia and 
other infections) and viruses, LRT has proven useful in multiple clinical trials. For example, in clinical studies on chronic 
fatigue syndrome, fibromyalgia syndrome and other chronic fatiguing illnesses where a large majority of patients have 
chronic infections, LRT significantly reduced fatigue by 35-43% in different clinical trials and increased mitochondrial 
function. In clinical trials on patients with multiple intracellular bacterial infections and intractable fatigue LRT plus other 
mitochondrial supplements significantly decreased fatigue and improved mood and cognition.

Conclusions: LRT formulations designed to improve mitochondrial function appear to be useful as non-toxic dietary 
supplements for reducing fatigue and restoring mitochondrial and other cellular membrane functions in patients with chronic 
illnesses and multiple chronic infections.

Key words: Neurodegenerative and fatiguing illnesses, infections and mitochondrial dysfunction, ATP, Lipid Replacement 
Therapy (LRT)
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Near complete list of supplements that have been found to help many ME patients
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Nicolson, Garth L., et al. "Clinical uses of Membrane Lipid Replacement supplements in 
restoring membrane function and reducing fatigue in chronic diseases and cancer." Discoveries
4.1 (2016): e54.

ABSTRACT: Membrane Lipid Replacement is the use of functional oral supplements containing cell 
membrane glycerolphospholipids and antioxidants to safely replace damaged membrane lipids that 
accumulate during aging and in various chronic and acute diseases.  Most if not all clinical conditions 
and aging are characterized by membrane phospholipid oxidative damage, resulting in loss of 
membrane and cellular function.  Clinical trials have shown the benefits of Membrane Lipid 
Replacement supplements in replenishing damaged membrane lipids and restoring mitochondrial 
function, resulting in reductions in fatigue in aged subjects and patients with a variety of clinical 
diagnoses.  Recent observations have indicated that Membrane Lipid Replacement can be a useful 
natural supplement strategy in a variety of conditions: chronic fatigue, such as found in many 
diseases and disorders; fatiguing illnesses (fibromyalgia and chronic fatigue syndrome); chronic 
infections (Lyme disease and mycoplasmal infections); cardiovascular diseases; obesity, metabolic 
syndrome and diabetes; neurodegenerative diseases (Alzheimer’s disease); neurobehavioral diseases 
(autism spectrum disorders); fertility diseases; chemical contamination (Gulf War illnesses); and 
cancers (breast, colorectal and other cancers).  Membrane Lipid Replacement provides general 
membrane nutritional support during aging and illness to improve membrane function and overall 
health without risk of adverse effects. 

ANK: we use MicroPhos as the most active nanonized form of Phospholipids. Typically 1-3 
tsp bid, usually as a foundation for a mix with herbs and vitamins
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Nicolson, Garth L., et al. "Clinical uses of Membrane Lipid Replacement supplements in restoring 
membrane function and reducing fatigue in chronic diseases and cancer." Discoveries 4.1 (2016): e54.



Dr.Nicholson’s supplements for ME: ATP Fuel and NTFactor
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BMC Complement Altern Med. 2011 Oct 7;11:87. doi: 10.1186/1472-6882-11-87.
Complementary and alternative medicine for patients with chronic fatigue syndrome: a systematic review.
Alraek T1, Lee MS, Choi TY, Cao H, Liu J.

BACKGROUND: Throughout the world, patients with chronic diseases/illnesses use complementary and 
alternative medicines (CAM). The use of CAM is also substantial among patients with diseases/illnesses of 
unknown aetiology. Chronic fatigue syndrome (CFS), also termed myalgic encephalomyelitis (ME), is no 
exception. Hence, a systematic review of randomised controlled trials of CAM treatments in patients with 
CFS/ME was undertaken to summarise the existing evidence from RCTs of CAM treatments in this patient 
population.

METHODS: Seventeen data sources were searched up to 13th August 2011. All randomised controlled trials 
(RCTs) of any type of CAM therapy used for treating CFS were included, with the exception of acupuncture and 
complex herbal medicines; studies were included regardless of blinding. Controlled clinical trials, uncontrolled 
observational studies, and case studies were excluded.

RESULTS: A total of 26 RCTs, which included 3,273 participants, met our inclusion criteria. The CAM therapy from 
the RCTs included the following: mind-body medicine, distant healing, massage, tuina and tai chi, homeopathy, 
ginseng, and dietary supplementation. Studies of qigong, massage and tuina were demonstrated to have positive 
effects, whereas distant healing failed to do so. Compared with placebo, homeopathy also had insufficient 
evidence of symptom improvement in CFS. Seventeen studies tested supplements for CFS. 

Most of the supplements failed to show beneficial effects for CFS, with the exception of NADH and magnesium.

CONCLUSIONS: The results of our systematic review provide limited evidence for the effectiveness of CAM 
therapy in relieving symptoms of CFS. However, we are not able to draw firm conclusions concerning CAM 
therapy for CFS due to the limited number of RCTs for each therapy, the small sample size of each study and the 
high risk of bias in these trials. Further rigorous RCTs that focus on promising CAM therapies are warranted.

ANK: use Magnesium malate to bowel tolerance (600-3000 mg)
A Future Without ME/CFS
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Forsyth, Linda M., Birkmayer, GD, et al. "Therapeutic effects of oral NADH on the symptoms of patients with 
chronic fatigue syndrome." Annals of Allergy, Asthma & Immunology 82.2 (1999): 185-191.

BACKGROUND: Chronic fatigue syndrome (CFS) is a disorder of unknown etiology, consisting of prolonged, 
debilitating fatigue, and a multitude of symptoms including neurocognitive dysfunction, flu-like symptoms, 
myalgia, weakness, arthralgia, low-grade fever, sore throat, headache, sleep disturbances, and swelling and 
tenderness of lymph nodes. No effective treatment for CFS is known.

OBJECTIVE: The purpose of the study was to evaluate the efficacy of the reduced form of nicotinamide adenine 
dinucleotide (NADH) i.e., ENADA the stabilized oral absorbable form, in a randomized, double-blind, placebo-
controlled crossover study in patients with CFS. Nicotinamide adenine dinucleotide is known to trigger energy 
production through ATP generation which may form the basis of its potential effects.

METHODS: Twenty-six eligible patients who fulfilled the Center for Disease Control and Prevention criteria for 
CFS completed the study. Medical history, physical examination, laboratory studies, and questionnaire were 
obtained at baseline, 4, 8, and 12 weeks. Subjects were randomly assigned to receive either 10 mg of NADH or 
placebo for a 4-week period. Following a 4-week washout period, subjects were crossed to the alternate 
regimen for a final 4-week period.

RESULTS: No severe adverse effects were observed related to the study drug. Within this cohort of 26 patients, 
8 of 26 (31%) responded favorably to NADH in contrast to 2 of 26 (8%) to placebo. Based upon these 
encouraging results we have decided to conduct an open-label study in a larger cohort of patients.

CONCLUSION: Collectively, the results of this pilot study indicate that NADH may be a valuable adjunctive 
therapy in the management of the chronic fatigue syndrome and suggest that further clinical trials 
be performed to establish its efficacy in this clinically perplexing disorder.

Source of NADH/Birkmeyer: Amazon.com  Use 30-50 mg tid in severe cases to get results



Int J Mol Sci. 2019 Feb 11;20(3). pii: E765. doi: 10.3390/ijms20030765. 
Mitochondrial Dysfunction in Skeletal Muscle of a Fibromyalgia Model: The Potential Benefits of 
Melatonin. 
Favero G1, Bonomini F2,3, Franco C4, Rezzani R5,6. 

Fibromyalgia syndrome (FMS) is considered a musculoskeletal disorder associated to other symptoms including 
chronic pain. 

Since the hypothesis of FMS etiogenesis is consistent with mitochondrial dysfunction and oxidative stress, we 
evaluated the pathophysiological correlation among these factors studying some proteins involved in the 
mitochondrial homeostasis. We focused our attention on the roles of peroxisome proliferator activated 
receptor gamma coactivator-1alpha (PGC-1α), mitofusin2 (Mfn2), and coenzyme Q10 (CoQ10) in reserpine-
induced myalgic (RIM) rats that manifest fibromyalgia-like chronic pain symptoms. First, we underlined that 
RIM rats are a good model for studying the pathophysiology of FMS and moreover, we found that PGC-1α, 
Mfn2, and CoQ10 are involved in FMS. In fact, their expressions were reduced in gastrocnemius muscle 
determining an incorrect mitochondrial homeostasis. Today, none of the currently available drugs are fully 
effective against the symptoms of this disease and they, often, induce several adverse events; hence, many 
scientists have taken on the challenge of searching for non-pharmacological treatments. Another goal of this 
study was therefore the evaluation of the potential benefits of melatonin, an endogenous indoleamine having 
several functions including its potent capacity to induce antioxidant enzymes and to determine the protective 
or reparative mechanisms in the cells. 

We observed that melatonin supplementation significantly preserved all the studied 
parameters, counteracting oxidative stress in RIM rats and confirming that this indoleamine 
should be taken in consideration for improving health and/or counteract mitochondrial 
related diseases. 
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Eur J Neurol. 2006 Jan;13(1):55-60.
Influence of melatonin on fatigue severity in patients with chronic fatigue syndrome and late 
melatonin secretion.
van Heukelom RO1, Prins JB, Smits MG, Bleijenberg G.

Abstract

The effect of melatonin, a chronobiotic drug, was explored in 29 patients with chronic fatigue 
syndrome (CFS) and Dim Light Melatonin onset (DLMO) later than 21.30 hours, reflective of delayed 
circadian rhythmicity. The patients took 5 mg of melatonin orally, 5 h before DLMO during 3 months. 
Their responses to the checklist individual strength (CIS), a reliable questionnaire measuring the 
severity of personally experienced fatigue, were assessed twice with a 6-week interval immediately 
before the treatment and once after 3 months treatment. In the pre-treatment period the fatigue 
sub-score improved significantly. After treatment, the total CIS score and the sub-scores for fatigue, 
concentration, motivation and activity improved significantly. The sub-score fatigue normalized in two 
of the 29 patients in the pre-treatment period and in eight of 27 patients during treatment. This 
change was significant. In the patients with DLMO later than 22.00 hours (n=21) the total CIS score 
and the sub-scores for fatigue, concentration and activity improved significantly more than in the 
patients (n=8) with DLMO earlier than 22.00 hours.

Melatonin may be an effective treatment for patients with CFS and late DLMO, especially in those 
with DLMO later than 22.00 hours.

PMID: 16420393

ANK: we use KiScience propolis tincture to naturally increase melatonin in ME patients. 
Where melatonin is available we often use suppositories in high doses (100-400 mg at 
bedtime)
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Pharmacological Research; Volume 148, October 2019, 104450
Review

Myalgic encephalomyelitis/chronic fatigue syndrome: From pathophysiological insights to novel 
therapeutic opportunities
GerwynMorrisaBasant K.PuribAdam J.WalkeraMichaelMaesaAndre F.CarvalhoefKenWaldercCatherineMazzaaMichaelBerkacdgh

https://doi.org/10.1016/j.phrs.2019.104450Get rights and content

Myalgic encephalomyelitis (ME) or chronic fatigue syndrome (CFS) is a common and 
disabling condition with a paucity of effective and evidence-based therapies, reflecting 
a major unmet need. Cognitive behavioural therapy and graded exercise are of modest 
benefit for only some ME/CFS patients, and many sufferers report aggravation of 
symptoms of fatigue with exercise. The presence of a multiplicity of pathophysiological 
abnormalities in at least the subgroup of people with ME/CFS diagnosed with the 
current international consensus “Fukuda” criteria, points to numerous potential 
therapeutic targets. Such abnormalities include extensive data showing that at least a 
subgroup has a pro-inflammatory state, increased oxidative and nitrosative stress, 
disruption of gut mucosal barriers and mitochondrial dysfunction together with 
dysregulated bioenergetics. In this paper, these pathways are summarised, and data 
regarding promising therapeutic options that target these pathways are highlighted; 
they include coenzyme Q10, melatonin, curcumin, molecular hydrogen and N-
acetylcysteine. These data are promising yet preliminary, suggesting hopeful avenues 
to address this major unmet burden of illness.
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Bjørklund, Geir, et al. "Chronic fatigue syndrome (CFS): Suggestions for a nutritional 
treatment in the therapeutic approach." Biomedicine & Pharmacotherapy 109 
(2019): 1000-1007.

Abstract

Chronic fatigue syndrome (CFS) is known as a multi-systemic and complex illness, 
which induces fatigue and long-term disability in educational, occupational, social, 
or personal activities. The diagnosis of this disease is difficult, due to lacking a 
proper and suited diagnostic laboratory test, besides to its multifaceted symptoms. 
Numerous factors, including environmental and immunological issues, and a large 
spectrum of CFS symptoms, have recently been reported. In this review, we focus 
on the nutritional intervention in CFS, discussing the many immunological, 
environmental, and nutritional aspects currently investigated about this disease. 
Changes in immunoglobulin levels, cytokine profiles and B- and T- cell phenotype 
and declined cytotoxicity of natural killer cells, are commonly reported features of 
immune dysregulation in CFS. Also, some nutrient deficiencies (vitamin C, vitamin 
B complex, sodium, magnesium, zinc, folic acid, L-carnitine, L-tryptophan, 
essential fatty acids, and coenzyme Q10) appear to be important in the severity 
and exacerbation of CFS symptoms. This review highlights a far-driven analysis of 
mineral and vitamin deficiencies among CFS patients.
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ANK Solution

• ART testing of mitochondrial supplements ( see 
list above)

• Open the capsules or use available powders: put 
into a suitable blender with Acilis water

• Add 2-4 teaspoons of phospholipids (“microphos”)

• Add herbal remedies that tested

• Add suitable fruit, protein powder, CaEDTA

• Drink over the day
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Intermittend Hyperthermia to improve mitochondrial function

Puri, B. K., C. Ijeh, and J. A. Monro. "Removal of DNA adducts." Medical Hypotheses
127 (2019): 11-14.

Abstract

DNA adducts are associated with a number of diseases, including cancer. Based on a recent report by our 
group, the aim of this study was to test the hypothesis that DNA adducts can be removed by means of one 
or more of the following three intervention programmes: intermittent whole-body hyperthermia; 
detoxification; and cell repair. The number of DNA adducts and total DNA adduct concentrations were 
measured in 104 patients who underwent one or more of the three intervention programmes. DNA adduct 
assessments were carried out on extracted genomic DNA by gas-liquid chromatography, with any DNA 
adducts found being localised using DNA microarrays. The baseline median number of DNA adducts was 2. 
The follow-up median number of adducts was highly significantly lower at 0 (p < 0.000000000000003). The 
mean total DNA adduct concentration at baseline was 9.308 ng/mL, and highly significantly lower at follow-
up at 1.553 ng/mL (p < 0.000000000000006). Of the three intervention programmes, only the intermittent 
whole-body hyperthermia was associated with a significant reduction in DNA adducts. This study offers 
support for the hypothesis that DNA adducts can be removed by intermittent whole-body hyperthermia. The 
intermittent hyperthermia used involved infrared-A (wavelength 700–1400 nm, or, equivalently, a 
frequency of 215–430 THz) being preferentially delivered to the whole body, apart from the head, for up to 
one hour per session, with gradual core body temperature elevation usually occurring during the first 20–
30 min. These results may offer an explanation at the molecular level for other reported clinical benefits of 
intermittent whole-body hyperthermia.
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ME treatment with Folate and B12
Regland, Björn, et al. "Response to vitamin B12 and folic acid in myalgic
encephalomyelitis and fibromyalgia." PLoS One 10.4 (2015).

Abstract: Background Patients with myalgic encephalomyelitis(ME, also called chronicfatigue
syndrome)mayrespond mostfavorably to frequent vitamin B12 injections,in vital combination with oralfolic
acid.However, there is no established algorithm for individualized optimal dosages,and rate of improvement 
may  differ considerably between responders.

Objective To evaluate clinical data from patients with ME,with or without fibromyalgia, who had been on B12 
injections at least once a week for six months and up to several years.

Methods 38 patients were included inacross sectional survey. Based on a validated observer’srating scale,they
were divided into Good(n=15)and Mild(n=23)responders,and the two groups were compared from various 
clinical aspects.

Results: Good responders had used significantly more frequent injections (p<0.03)and higher doses of 
B12(p<0.03) for a longer time(p<0.0005), higher daily amounts of oral folicacid (p<0.003) in good relation with 
the individual MTHFR genotype,more often thyroid hormones(p<0.02), and no strong analgesics at 
all,while70%of Mild responders(p<0.0005) used analgesics such as opioids, duloxetine or pregabalin on a daily 
basis. In addition to ME, the higher number of patients with fibromyalgia among Mild responders was 
bordering on significance(p<0.09). Good responders rated themselves as “verymuch” or “much” 
improved,while Mild responders rated “much” or “minimally” improved.

Conclusions: Dose-response relationship and long-lasting effects of B12/folic acid support a true positive 
response in the studied group of patients with ME/fibromyalgia. 

ANK: we typically use 5 mg Methyl or Hydroxy B12 twice weekly in ME. Methylated 
folate: some ME clients have responded to high doses: 20-30 mg!

A Future Without ME/CFS
London, 15th February 2020



Valtrex  (in my experience we had only poor results in ME)

Drugs Today (Barc). 2002 Aug;38(8):549-61.

A six-month trial of valacyclovir in the Epstein-Barr virus subset of chronic fatigue syndrome: improvement in left ventricular function.

Lerner AM1, Beqaj SH, Deeter RG, Dworkin HJ, Zervos M, Chang CH, Fitzgerald JT, Goldstein J, O'Neill W.

Abstract

This study was designed to determine safety and efficacy of a 6-month trial of valacyclovir in single-virus Epstein-Barr virus (EBV) persistent 
infection. Phase I of this study used four specific criteria to define a subset of patients with chronic fatigue syndrome (CFS). In the second phase, 
myocardial dynamics were measured by MUGA rest/stress radionuclide ventriculographic (RVG) examinations pre- and posttreatment with 
valacyclovir. In phase I, a trial was performed in 19 consecutive CFS patients with the following diagnostic conditions: patients met criteria for 
diagnosis of CFS; they had had CFS for less than 1 year. They demonstrated repetitively abnormal oscillating T waves (ischemic or flat) at 24-h Holter 
monitoring; and they had elevated serum IgM antibody titers to EBV viral capsid antigen and/or total diffuse early antigen as measured by the 
enzyme-linked immunosorbent assay method. The treatment group comprised 10 CFS patients with no serum antibodies to human 
cytomegalovirus, but the control group (nine CFS patients) had, additionally, high titers of serum antibodies (IgG) to conformational structural 
antigens of human cytomegalovirus. Both the parallel treatment and control CFS groups received valacyclovir 1.0-1.5 gm q.6.h. for 6 months. This 
valacyclovir dose achieved serum acyclovir C(max) of > 7 microm and high antiviral activity versus EBV (IC(50) of 4.4-13.3 m). In phase II, six 
additional CFS patients met the same four criteria as the 19 CFS patients in phase I. They had, however, been ill for a mean of 55.8 months. Thus, 25 
CFS patients comprise this study. The studies were carried out at a single outpatient practice in Birmingham, MI, U.S.A. Before initiating valacyclovir, 
and after 6 months of treatment, clinical and laboratory observations were made. The CFS Energy Index point score (Table I) was used to record 
each CFS patient's functional capacity at baseline and after 1, 3 and 6 months of valacyclovir. Energy Index point scores, as well as EBV and human 
cytomegalovirus serum antibody titers were assessed. In the second phase, left ventricular dynamics were repeated after 6 months of treatment 
with valacyclovir. We concluded that the 16 CFS patients (included in both phases of this study) with EBV-persistent infection (EBV single-virus 
subset) are improved after 6 months of continuous pharmacokinetic dosing with valacyclovir. Nine CFS patients with EBV/human cytomegalovirus 
co-infection did not benefit from 6 months of similar treatment. Valacyclovir is not an effective anti-human cytomegalovirus antiviral drug. 
Unimproved CFS patients with co-infections EBV and human cytomegalovirus may require combined treatment with valacyclovir and another drug 
more active against human cytomegalovirus. This preliminary trial, with a small number of patients, may be critical to an appropriately designed 
larger, double-blind, placebo-controlled trial.
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Valcyte and Rituximab– moderate results, lots of side effects

The Montoya/Stanford papers
J Med Virol. 2012 Dec;84(12):1967-74. doi: 10.1002/jmv.23411.

Response to valganciclovir in chronic fatigue syndrome patients with human herpesvirus 6 and Epstein-Barr virus IgG 
antibody titers. Watt T1, Oberfoell S, Balise R, Lunn MR, Kar AK, Merrihew L, Bhangoo MS, Montoya JG.

J Med Virol. 2012 Dec;84(12):1967-74. doi: 10.1002/jmv.23411.

Response to valganciclovir in chronic fatigue syndrome patients with human herpesvirus 6 and Epstein-Barr virus IgG 
antibody titers. Watt T1, Oberfoell S, Balise R, Lunn MR, Kar AK, Merrihew L, Bhangoo MS, Montoya JG

J Med Virol. 2013 Dec;85(12):2101-9. doi: 10.1002/jmv.23713. Epub 2013 Aug 19.

Randomized clinical trial to evaluate the efficacy and safety of valganciclovir in a subset of patients with chronic 
fatigue syndrome. Montoya JG1, Kogelnik AM, Bhangoo M, Lunn MR, Flamand L, Merrihew LE, Watt T, Kubo JT, Paik J, 
Desai M.

Tx: Valgancyclovir 450 mg tbl: 2 tbl bid for initial phase, then 1 tbl bid for months

Rituximab and  Methotrexate:  disappointing long term results

O. Fluge, I.G. Rekeland, K. Lien, et al.B-lymphocyte depletion in patients with myalgic encephalomyelitis/chronic fatigue 
syndrome: a randomized, double-blind, placebo-controlled trial; Ann Intern Med (2019) 10.7326/M18-1451

The emerging role of autoimmunity in myalgic encephalomyelitis/chronic fatigue syndrome (ME/cfs)”Mol Neurobiol.
2014 Apr;49(2):741-56. doi: 10.1007/s12035-013-8553-0. Epub 2013 Sep 26. Morris G1, Berk M, Galecki P, Maes M.
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Werling, Linda L., Edward C. Lauterbach, and Ursula Calef. "Dextromethorphan as a potential 
neuroprotective agent with unique mechanisms of action." The neurologist 13.5 (2007): 272-293.

Abstract

Background:

Dextromethorphan (DM) is a widely-used antitussive. DM's complex central nervous system (CNS) pharmacology became of interest when it was discovered to be 
neuroprotective due to its low-affinity, uncompetitive N-methyl-d-aspartate (NMDA) receptor antagonism. 

Review Summary:

Mounting preclinical evidence has proven that DM has important neuroprotective properties in various CNS injury models, including focal and global ischemia, seizure, and 
traumatic brain injury paradigms. Many of these protective actions seem functionally related to its inhibitory effects on glutamate-induced neurotoxicity via NMDA 
receptor antagonist, sigma-1 receptor agonist, and voltage-gated calcium channel antagonist actions. DM's protection of dopamine neurons in parkinsonian models may be 
due to inhibition of neurodegenerative inflammatory responses. Clinical findings are limited, with preliminary evidence indicating that DM protects against neuronal 
damage. Negative findings seem to relate to attainment of inadequate DM brain concentrations. Small studies have shown some promise for treatment of perioperative 
brain injury, amyotrophic lateral sclerosis, and symptoms of methotrexate neurotoxicity. DM safety/tolerability trials in stroke, neurosurgery, and amyotrophic lateral 
sclerosis patients demonstrated a favorable safety profile. DM's limited clinical benefit is proposed to be associated with its rapid metabolism to dextrorphan, which 
restricts its central bioavailability and therapeutic utility. Systemic concentrations of DM can be increased via coadministration of low-dose quinidine (Q), which reversibly 
inhibits its first-pass elimination. Potential drug interactions with DM/Q are discussed. 

Conclusions:

Given the compelling preclinical evidence for neuroprotective properties of DM, initial clinical neuroprotective findings, and clinical demonstrations that the DM/Q 
combination is well tolerated, this strategy may hold promise for the treatment of various acute and degenerative neurologic disorders.

Thomas, David M., and Donald M. Kuhn. "MK-801 and dextromethorphan block microglial activation and protect against methamphetamine-induced neurotoxicity." 
Brain research 1050.1-2 (2005): 190-198.

Lisak, Robert P., Liljana Nedelkoska, and Joyce A. Benjamins. "Effects of dextromethorphan on glial cell function: proliferation, maturation, and protection from cytotoxic 
molecules." Glia 62.5 (2014): 751-762.

Source: Alibaba.com

I use DM together with Luteolin (GliLia) and CBD for the management of ME-related pain and immune 
dysregulation. Start with 20 mg bid (High doses would be 60 mg bid)

A Future Without ME/CFS
London, 15th February 2020



Witham, M., Kennedy, G., Belch, J., Hill, A., & Khan, F. (2014). Association between vitamin D 
status and markers of vascular health in patients with chronic fatigue syndrome/myalgic
encephalomyelitis (CFS/ME). International journal of cardiology, 174(1), 139-140. 
https://doi.org/10.1016/j.ijcard.2014.03.145

We found significant correlations 

• between 25(OH)D levels and markers of cardiovascular risk and

• inflammation and oxidative stress in this group of patients with CFS/ME.

• Our results thus extend findings in other populations to patients with CFS/ME, who have recently 
been shown to have impaired vascular function 

• The relationship between impaired vascular function, low 25(OH)D levels and symptoms in 
CFS/ME is likely to be complex. 

• It is possible that microvascular dysfunction might contribute to impaired muscle function in the 
syndrome, but vitamin D is also known to have direct effects on neuromuscular function. 

• Conversely, the low levels of physical activity that are a hallmark of CFS/ME are likely to lead to 
impaired vascular function

ANK: We titrate Vit D3 to high normal levels, sometimes requiring the injection of D3 to 
achieve sufficient levels. Always use Vit K 2 along with it!

A Future Without ME/CFS
London, 15th February 2020
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Placenta

Biol Pharm Bull. 2016 May 1;39(5):674-9. doi: 10.1248/bpb.b15-00623. Epub 2016 Feb 25.
Human Placental Extract as a Subcutaneous Injection Is Effective in Chronic Fatigue Syndrome: 
A Multi-Center, Double-Blind, Randomized, Placebo-Controlled Study.
Park SB1, Kim KN, Sung E, Lee SY, Shin HC.

Abstract

Chronic fatigue (CF) is a common reason for consulting a physician due to affecting quality of life, but 
only a few effective treatments are available. The aim of this study was to examine the effectiveness of 
subcutaneous injection of the human placental extract (HPE) on medically indescribable cases of CF 
and safety in a randomized, double-blind, placebo-controlled clinical trial. A total of 78 subjects with CF 
were randomly assigned to either a HPE group or a placebo group. Subjects in the HPE group were 
treated with HPE three times a week subcutaneously for 6 weeks, whereas those in the placebo group 
with normal saline. Then, the fatigue severity scale (FSS), visual analog scale (VAS) and 
multidimensional fatigue inventory (MFI) were measured in both CF group and chronic fatigue 
syndrome (CFS) and idiopathic chronic fatigue (ICF) subgroup. The FSS, VAS and MFI score at baseline 
were not different between the HPE and placebo group in total subjects with CF. In CFS group, the FSS 
(p=0.0242), VAS (p=0.0009) and MFI (p=0.0159) scores measured at the end of the study period 
decreased more in the HPE group than in the placebo group when compared with those at the 
baseline. There were no significant differences between the HPE group and placebo group in the mean 
change from baseline in FSS, VAS, and MFI in subjects with ICF during the study period. The 
subcutaneous injection of HPE was effective in the improvement of CFS.

Injectable placenta extract is available from Japan (5 ml vials). Treatment: 1 vial once 
to twice weekly i.m or into acupuncture points/neural therapy
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Del Giorno, Rosaria, et al. "Palmitoylethanolamide in fibromyalgia: results from prospective 
and retrospective observational studies." Pain and therapy 4.2 (2015): 169-178.

Abstract: Introduction: Fibromyalgia syndrome (FM) is characterized by persistent pain which is often refractory to common 
analgesic therapies and is particularly disabling. The objective of this study was to evaluate the therapeutic efficacy of 
duloxetine (DLX) + pregabalin (PGB) in patients suffering from FM and the possible added benefit of the lipid signaling 
molecule, palmitoylethanolamide (PEA). PEA is well-documented to exert anti-inflammatory, analgesic, and pain-relieving 
effects at both the preclinical and clinical level.

Methods: A total of 80 patients were recruited in two steps. The first was a retrospective observational study comprising 45 
patients. This patient group received DLX + PGB for 6 months. The second step was a prospective observational study with 
35 patients. Patients in this cohort began treatment with DLX + PGB at the same dosage as for the retrospective study plus 
micronized PEA (PEA-m®; Epitech Group, Italy) and ultramicronized PEA (PEA-um®; Epitech Group, Italy) for 3 months. 
Positive tender points (TPs), pain evoked, and pain intensity were evaluated at baseline and after 3 and 6 months in both 
studies. Statistical analyses were employed for comparison of data within the two studies and between them.

Results: The retrospective observational study (DLX + PGB), after 3 months of treatment showed a decrease of positive TPs, 
pain evoked, and pain intensity. After 6 months of treatment, these parameters had further improvement. In the 
prospective observational study (DLX + PGB + PEA), PEA introduction after 3 months of therapeutic regimen with DLX + PGB 
provided a significant improvement in pain symptoms, with a further reduction in the number of TPs and significant 
reduction in pain, compared to combined DLX + PGB only (p < 0.0001 for TPs and Visual Analog Scale comparisons). None 
of the patients experienced adverse side effects.

Conclusion: Our study confirms the efficacy of DLX + PGB and demonstrates as well the added benefit and safety of PEA in 
the treatment of pain in patients affected by FM.

I use a product from Italy: GliLia together with Dextromethorphan and CBD 
for pain relief in Fibromyalgia and ME
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Meldonium and Mitochondria
Di Cristo, Francesca, et al. "Meldonium improves Huntington’s disease mitochondrial 
dysfunction by restoring peroxisome proliferator‐activated receptor γ coactivator 1α 
expression." Journal of cellular physiology 234.6 (2019): 9233-9246

Mitochondrial dysfunction seems to play a fundamental role in the pathogenesis of 
neurodegeneration in Huntington’s disease (HD). We assessed possible neuroprotective actions 
of meldonium, a small molecule affecting mitochondrial fuel metabolism, in in vitro and in 
vivo HD models. We found that meldonium was able to prevent cytotoxicity induced by serum 
deprivation, to reduce the accumulation of mutated huntingtin (mHtt) aggregates, and to 
upregulate the expression of peroxisome proliferator‐activated receptor γ coactivator 1α 
(PGC‐1α) in mHTT‐expressing cells. The PGC‐1α increase was accompanied by the increment of 
mitochondrial mass and by the rebalancing of mitochondrial dynamics with a promotion of the 
mitochondrial fusion. Meldonium‐induced PGC‐1α significantly alleviated motor dysfunction and 
prolonged the survival of a transgenic HD Drosophila model in which mHtt expression in the 
nervous system led to progressive motor performance deficits. 

Our study strongly suggests that PGC‐1α, as a master coregulator of mitochondrial biogenesis, 
energy homeostasis, and antioxidant defense, is a potential therapeutic target in HD.

The most constant abnormality observed in the NeuroSPECT investigation is the decreased 
blood supply to the prefrontal brain region. According to published studies, this can be treated 
by Meldonium (Mildronate®,

Source: Ebay. Use 250-500 mg bid (this is a game changer in ME)
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This patient presented with decreased blood supply to the prefrontal brain cortex (Brodmann area 10) and the brainstem (pons 
Varolii) before treatment (orange-yellow colour on NeurosSPECT image, left panel). After 6 weeks of Meldonium treatment the 
blood supply to these regions was significantly increased (red colour, right panel). Remarkably, there also was a shift of the 
blood supply from the cingulate cortex (Brodmann area 31) to the striata area (Brodmann areas 17–18) associated with visual 
functions 

A Future Without ME/CFS
London, 15th February 2020



DCA and ME 
Comhaire, Frank. "Treating patients suffering from myalgic encephalopathy/chronic fatigue syndrome (ME/CFS) with 
sodium dichloroacetate: An open-label, proof-of-principle pilot trial." Medical hypotheses 114 (2018): 45-48.

Abstract

Twenty-two consecutive patients suffering from refractory myalgic encephalitis/chronic fatigue syndrome (ME/CFS) were 
treated with an innovative nutriceutical containing sodium dichloroacetate in a proof-of-principle, pilot, open-label 
prospective cohort trial. Ten patients experienced significant improvement of their health condition with reduction to 
almost half of their score in the fatigue severity scale.

In twelve patients treatment failed to exert any beneficial effect. In the latter patients several other diseases have 
commonly been revealed by extensive biological and imaging investigations. These preliminary findings sustain the 
hypothetical role of mitochondrial hypo-metabolism due to inhibition of the activity of the pyruvate dehydrogenase in the 
pathogenesis of primary ME/CFS, and suggest a possible benefit of nutriceutical treatment by sodium dichloroacetate

A nutriceutical is a composite food supplement containing natural ingredients such as vitamins, minerals, amino acids, and 
plant extracts, which are expected to act in synergism for correcting or preventing functional disorders or diseases, without
causing adverse effects. The initial 10 patients were treated with a nutriceutical consisting of the 400 mg of sodium salt of 
dichloroacetate (DCA) plus 100 mg Vitamin B1. Afterwards the formulation was extended by adding alfa-lipoic acid (ALA), 
acetyl-l-carnitine and the oxidoreductase ubiquinone Q10.

The DCA, that is present in the alga Asparagopsis taxiformis, inhibits the pyruvate dehydrogenase kinase (PDHk) and exerts 
a direct stimulatory effect on the activity of the pyruvate dehydrogenase (PDH), by which mitochondrial function is boosted 
and the production of adenosine triphosphate (ATP) is increased. It also improves immune dysfunction. In the extended 
formula the metabolic effect of DCA is reinforced by ALA, which exerts a insulin-mimetic activity, while is also acts as an 
anti-oxidant and neuroprotective agent. Similarly, vitamin B1 (Thiamine) is a neuro-protective substance that counteracts 
the potential neurotoxic effects that have been observed with high doses of DCA .

ANK: After initiating the treatment of Lyme and retroviruses I combine DCA (20 mg/kg) 
with Meldonium for rapid and excellent improvement of many ME symptoms
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The action of the nutriceutical algae extract DCA
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Guasti, Leonardo, et al. "Minocycline treatment inhibits microglial activation and alters spinal levels of 
endocannabinoids in a rat model of neuropathic pain." Molecular Pain 5 (2009): 1744-8069.

Abstract: Activation of spinal microglia contributes to aberrant pain responses associated with neuropathic pain 
states. Endocannabinoids (ECs) are present in the spinal cord, and inhibit nociceptive processing; levels of ECs 
may be altered by microglia which modulate the turnover of endocannabinoids in vitro. Here, we investigate 
the effect of minocycline, an inhibitor of activated microglia, on levels of the endocannabinoids anandamide 
and 2-arachidonoylglycerol (2-AG), and the related compound N-palmitoylethanolamine (PEA), in neuropathic 
spinal cord. Selective spinal nerve ligation (SNL) in rats resulted in mechanical allodynia and the presence of 
activated microglia in the ipsilateral spinal cord. Chronic daily treatment with minocycline (30 mg/kg, ip for 14 
days) significantly reduced the development of mechanical allodynia at days 5, 10 and 14 post-SNL surgery, 
compared to vehicle-treated SNL rats (P < 0.001). Minocycline treatment also significantly attenuated OX-42 
immunoreactivity, a marker of activated microglia, in the ipsilateral (P < 0.001) and contralateral (P < 0.01) 
spinal cord of SNL rats, compared to vehicle controls. Minocycline treatment significantly (P < 0.01) decreased 
levels of 2-AG and significantly (P < 0.01) increased levels of PEA in the ipsilateral spinal cord of SNL rats, 
compared to the contralateral spinal cord. Thus, activation of microglia affects spinal levels of 
endocannabinoids and related compounds in neuropathic pain states

Also consider pentoxyfilline!

How to reverse chronic glia activation with herbal extracts
Li, F. Q., Wang, T., Pei, Z., Liu, B., & Hong, J. S. (2005). Inhibition of microglial activation by the herbal flavonoid 
baicalein attenuates inflammation-mediated degeneration of dopaminergic neurons. Journal of Neural 
Transmission, 112(3), 331-347.

ANK: KiScience Scutalaria tincture 3 pipettes 3 times/day or Baikalin powder: 1 tsp bid
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How to reverse chronic glia activation with herbal extracts

• Chen, H. Q., Jin, Z. Y., Wang, X. J., Xu, X. M., Deng, L., & Zhao, J. W. (2008). Luteolin protects dopaminergic neurons from 
inflammation-induced injury through inhibition of microglial activation. Neuroscience letters, 448(2), 175-179.

• Shimazawa, M.; Chikamatsu, S.; Morimoto, N.; Mishima, S.; Nagai, H.; Hara, H. Neuroprotection by Brazilian Green 
Propolis against In vitro and In vivo Ischemic Neuronal Damage. Evid. Based Complement. Alternat. Med. 2005, 2, 201–
207. 

• Suk, K.; Lee, H.; Kang, S.S.; Cho, G.J.; Choi, W.S. Flavonoid baicalein attenuates activation-induced cell death of brain 
microglia. J. Pharmacol. Exp. Ther. 2003, 305, 638–645. 

• He, L.F.; Chen, H.J.; Qian, L.H.; Chen, G.Y.; Buzby, J.S. Curcumin protects pre-oligodendrocytes from activated microglia in 
vitro and in vivo. Brain Res. 2010, 1339, 60–69.

• Li, R.; Huang, Y.G.; Fang, D.; Le, W.D. (-)-Epigallocatechin gallate inhibits lipopolysaccharide-induced microglial activation 
and protects against inflammation-mediated dopaminergic neuronal injury. J. Neurosci. Res. 2004, 78, 723–731.

• Japanese Knotweed: the king!
• Bi, X.L.; Yang, J.Y.; Dong, Y.X.; Wang, J.M.; Cui, Y.H.; Ikeshima, T.; Zhao, Y.Q.; Wu, C.F. Resveratrol inhibits nitric oxide and TNF-alpha 

production by lipopolysaccharide-activated microglia. Int. Immunopharmacol. 2005, 5, 185–193.
• Meng, X.L.; Yang, J.Y.; Chen, G.L.; Wang, L.H.; Zhang, L.J.; Wang, S.; Li, J.; Wu, C.F. Effects of resveratrol and its derivatives on 

lipopolysaccharide-induced microglial activation and their structure-activity relationships. Chem. Biol. Interact. 2008, 174, 51–5
• Candelario-Jalil, E.; de Oliveira, A.C.; Graf, S.; Bhatia, H.S.; Hull, M.; Munoz, E.; Fiebich, B.L. Resveratrol potently reduces prostaglandin E2 

production and free radical formation in lipopolysaccharide-activated primary rat microglia. J. Neuroinflammation 2007, 4, 25.
• Lorenz, P.; Roychowdhury, S.; Engelmann, M.; Wolf, G.; Horn, T.F. Oxyresveratrol and resveratrol are potent antioxidants and free radical 

scavengers: effect on nitrosative and oxidative stress derived from microglial cells. Nitric Oxide 2003, 9, 64–76.

ANK: I use Japanes Knotweed tincture, Scutalaria or Baikalin and Propolis together 
with RetroV powder (epigallocatechin etc.) from KiScience to inactivate chronically 
activated microglia in ME
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Major issue in ME: lack of glucose in the frontal cortex

Comhaire, F., and J. P. Deslypere. "News and views in myalgic encephalomyelitis/chronic fatigue 
syndrome (ME/CFS): The role of co-morbidity and novel treatments." Medical hypotheses 134 
(2020): 109444.
Abstract

Though affecting many thousands of patients, myalgic encephalomyelitis/chronic fatigue 
syndrome (ME/CFS) should be considered an orphan disease, since the cause remains 
elusive and no treatment is available that can provide complete cure. There is reasonable 
insight into the pathogenesis of signs and symptoms, and treatments specifically directed to 
immunological, inflammatory and metabolic processes offer relief to an increasing number 
of patients. Particular attention is given to the importance of co-morbidity requiring 
appropriate therapy. Promising results are obtained by treatment with Metformin, or 
possibly Momordica charantia extract, which will correct insulin resistance, with 
Meldonium improving the transportation of glucose into the mitochondria, with sodium 
dichloroacetate activating pyruvate dehydrogenase, and with nutraceutical support 
reducing oxidative and inflammatory impairment.

ANK: I use Purslane tincture from KiScience (2-3 dropperful before each meal) in 
combination with simple oxygen therapies - with amazing improvements of ME symptoms 
(mostly prefrontal cortex related – this area is consistently underperfused in ME and needs 
glucose)
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The Oxygen Issue in ME

• ME patients have decreased blood flow to most body tissues – and decreased oxygen delivery. The intima 
of the capillaries is covered with a fibrin coat, sometimes also with biofilm (mucopolysaccasrides). A 
study from Israel discovered, that it takes a red cell to deliver oxygen to the surrounding tissues 0.2 
seconds. In capillaries with the fibrin lining it takes 6.4 minutes. The lining is laid down by a host of known 
and published microbes; Rickettsia, Babesia, Mycoplasma, Bartonella, Borrelia and many others.

ANK Treatment: 

• Lumbokinase 200-300 mg twice daily

• Daily “Intravenous Oxygen therapy”(Dr.Regelsberger)

• Using Vit K2 and Riboflavin (400 mg bid) as photosensitizer for better oxygen uptake in the mitochondria

• Wearing green glasses with specific wavelength (KiScience) to increase oxygen uptake in tissues

• Poor man’s version: The Dr. Von Ardenne treatment: 
obtain a used oxygen concentrator on eBay. Use 2 hours daily with nasal cannula. During that time try to     have 20 
minutes mild exercise ( to tolerance level)

• Consider Dr. Weber “Intravenous Laser Therapy”

• Consider regular HBO sessions ( careful, start slowly with 1.3 athmospheres)

• Consider oral vs. intravenous alkalinizing i.v treatment (Potassium or sodium bicarbonate)
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Medical Hypotheses
Volume 81, Issue 3, M.B.VanElzakker; September 2013, Pages 414-423
Chronic fatigue syndrome from vagus nerve infection: A psychoneuroimmunological
hypothesis

Abstract: Chronic fatigue syndrome (CFS) is an often-debilitating condition of unknown origin.There is a 
general consensus among CFS researchers that the symptoms seem to reflect an ongoing immune 
response, perhaps due to viral infection. Thus, most CFS research has focused upon trying to uncover 
that putative immune system dysfunction or specific pathogenic agent. However, no single causative 
agent has been found. In this speculative article, I describe a new hypothesis for the etiology of CFS: 
infection of the vagus nerve. When immune cells of otherwise healthy individuals detect any peripheral 
infection, they release proinflammatory cytokines. Chemoreceptors of the sensory vagus nerve detect 
these localized proinflammatory cytokines, and send a signal to the brain to initiate sickness behavior. 
Sickness behavior is an involuntary response that includes fatigue, fever, myalgia, depression, and other 
symptoms that overlap with CFS. The vagus nerve infection hypothesis of CFS contends that CFS 
symptoms are a pathologically exaggerated version of normal sickness behavior that can occur when 
sensory vagal ganglia or paraganglia are themselves infected with any virus or bacteria. Drawing upon 
relevant findings from the neuropathic pain literature, I explain how pathogen-activated glial cells can 
bombard the sensory vagus nerve with proinflammatory cytokines and other neuroexcitatory 
substances, initiating an exaggerated and intractable sickness behavior signal. According to this 
hypothesis, any pathogenic infection of the vagus nerve can cause CFS, which resolves the ongoing 
controversy about finding a single pathogen. The vagus nerve infection hypothesis offers testable 
hypotheses for researchers, animal models, and specific treatment strategies.
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Julian M Stewart
Pediatric Research volume 48, pages218–226(2000) 

Autonomic Nervous System Dysfunction in Adolescents with Postural Orthostatic 
Tachycardia Syndrome and Chronic Fatigue Syndrome Is Characterized by Attenuated Vagal 
Baroreflex and Potentiated Sympathetic Vasomotion

Abstract:The objective was to determine the nature of autonomic and vasomotor changes in adolescent patients 
with orthostatic tachycardia associated with the chronic fatigue syndrome (CFS) and the postural orthostatic 
tachycardia syndrome (POTS). Continuous electrocardiography and arterial tonometry was used to investigate 
the heart rate and blood pressure responses before and 3–5 min after head-up tilt in 22 adolescents with POTS 
and 14 adolescents with CFS, compared with control subjects comprising 10 healthy adolescents and 20 patients 
with simple faint. Heart rate and blood pressure variability, determined baroreceptor function using transfer 
function analysis, and measured cardiac vagal and adrenergic autonomic responses were calculated using timed 
breathing and the quantitative Valsalva maneuver. Two of 10 healthy controls and 14 of 20 simple faint patients 
experienced vasovagal syncope during head-up tilt. By design, all CFS and POTS patients experienced orthostatic 
tachycardia, often associated with hypotension. R-R interval and heart rate variability were decreased in CFS and 
POTS patients compared with control subjects and remained decreased with head-up tilt. Low-frequency (0.05–
0.15 Hz) blood pressure variability reflecting vasomotion was increased in CFS and POTS patients compared with 
control subjects and increased further with head-up tilt. This was associated with depressed baroreflex transfer 
indicating baroreceptor attenuation through defective vagal efferent response. Only the sympathetic 
response remained. Heart rate variability declined progressively from normal healthy control subjects through 
syncope to POTS to CFS patients. Timed breathing and Valsalva maneuver were most often normal in CFS and 
POTS patients, although abnormalities in select individuals were found. Heart rate and blood pressure regulation 
in POTS and CFS patients are similar and indicate attenuated efferent vagal baroreflex associated with increased 
vasomotor tone. Loss of beat-to-beat heart rate control may contribute to a destabilized blood pressure resulting 
in orthostatic intolerance. The dysautonomia of orthostatic intolerance in POTS and in chronic fatigue are 
similar.
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ANK: I use German Neural Therapy Injections to the vagal ganglia, ART diagnosis of 
toxins and infections in the nerve itself- with directed treatment. I also use the 
Gamma Core and the Rosenberg self-help exercises to recover the Vagus nerve

Headache. 2016 Jan;56(1):71-8. doi: 10.1111/head.12647. Epub 2015 Sep 14.

Vagus Nerve and Vagus Nerve Stimulation, a Comprehensive Review: Part I.

Yuan H1, Silberstein SD1.

Abstract: The vagus nerve (VN), the "great wondering protector" of the body, comprises an 
intricate neuro-endocrine-immune network that maintains homeostasis. With reciprocal 
neural connections to multiple brain regions, the VN serves as a control center that integrates 
interoceptive information and responds with appropriate adaptive modulatory feedbacks. 
While most VN fibers are unmyelinated C-fibers from the visceral organs, myelinated A- and 
B-fiber play an important role in somatic sensory, motor, and parasympathetic innervation. 
VN fibers are primarily cholinergic but other noncholinergic nonadrenergic neurotransmitters 
are also involved. VN has four vagal nuclei that provide critical controls to the cardiovascular, 
respiratory, and alimentary systems. Latest studies revealed that VN is also involved in 
inflammation, mood, and pain regulation, all of which can be potentially modulated by vagus
nerve stimulation (VNS). With a broad vagal neural network, VNS may exert a 
neuromodulatory effect to activate certain innate "protective" pathways for restoring health.

Accessing the healing power of the vagus nerve: Self-help exercises for anxiety, depression, 
trauma, and autism

Stanley Rosenberg - 2017 - books.google.com
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Medicinal mushrooms against ME

Biomed Res Int. 2017; 2017: 9648496. 

Antifatigue Functions and Mechanisms of Edible and Medicinal Mushrooms

Ping Geng, 1 Ka-Chai Siu, 1 Zhaomei Wang, 2 and Jian-Yong Wu 1 , * 

Abstract: Fatigue is the symptom of tiredness caused by physical and/or psychological stresses. As 
fatigue is becoming a serious problem in the modern society affecting human health, work efficiency, 
and quality of life, effective antifatigue remedies other than pharmacological drugs or therapies are 
highly needed. Mushrooms have been widely used as health foods, because of their various bioactive 
constituents such as polysaccharides, proteins, vitamins, minerals, and dietary fiber. This paper 
reviews the major findings from previous studies on the antifatigue effects, the active components of 
mushrooms, and the possible mechanisms. Many studies have demonstrated the antifatigue effects of 
edible and medicinal mushrooms. These mushrooms probably mitigate human fatigue through effects 
on the functional systems, including the muscular, cardiovascular, hormone, and immune system. The 
bioactive constituents that contribute to the antifatigue effects of mushrooms may include 
polysaccharides, peptides, nucleosides, phenolic compounds, and triterpenoids. Further research is 
still needed to identify the active ingredients and to investigate their mechanism of action on the 
antifatigue effects. Since most previous studies have been carried out in animal models, more human 
trials should be performed to verify the antifatigue function of edible and medicinal mushrooms.

ANK: I use the anti Retroviral powder RetroV ( 2 tsp twice daily). It contains the purest from of 
highly bioactive Reishi mushroom extract
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ME and Hormones
Psychosom Med. 2005 May-Jun;67(3):433-40.

24-hour pituitary and adrenal hormone profiles in chronic fatigue syndrome.

Di Giorgio A1, Hudson M, Jerjes W, Cleare AJ.

Abstract. OBJECTIVES: Disturbances of neuroendocrine function, particularly the hypothalamo-pituitary-adrenal (HPA) axis, 
have been implicated in the pathophysiology of chronic fatigue syndrome (CFS). However, few studies have attempted to 
measure blood levels of pituitary or adrenal hormones across a whole 24-hour period in CFS, and those that did so have used 
infrequent sampling periods. Our aim was to assess 24-hour pituitary and adrenal function using frequent blood sampling.

METHODS: We recruited 15 medication-free patients with CFS without comorbid psychiatric disorder and 10 healthy control 
subjects. Blood samples were collected over 24 hours and assayed for cortisol, corticotropin (ACTH), growth hormone (GH), 
and prolactin (PRL) levels on an hourly basis during daytime hours (10 am to 10 pm) and every 15 minutes thereafter (10 pm 
to 10 am).

RESULTS: Repeated-measures analyses of variance were undertaken using hormone levels averaged over 2-hour blocks to 
smooth curves by reducing the influence of sample timing relative to secretory burst. For ACTH, there was both a main effect 
of group, suggesting reduced mean ACTH secretion in patients with CFS over the whole monitoring period, and a group-by-
time interaction, suggesting a differential pattern of ACTH release. Post hoc analysis showed reduced ACTH levels in CFS during 
the 8 am to 10 am period. In contrast, there were no significant abnormalities in the levels of cortisol, GH, and PRL in patients 
with CFS over the full cycle compared with control subjects. Cosinor analysis found no differences in the cortisol circadian 
rhythm parameters, but the ACTH rhythm did differ, patients with CFS showing an earlier acrophase.

CONCLUSIONS: Patients with CFS demonstrated subtle alterations in HPA axis activity characterized by reduced ACTH over a 
full circadian cycle and reduced levels during the usual morning physiological peak ACTH secretion. This provides further 
evidence of subtle dysregulation of the HPA axis in CFS. Whether this dysregulation is a primary feature of the illness or 
instead represents a biologic effect secondary to having the illness itself remains unclear.

ANK: I use the 24 hr urine hormone test and correct accordingly using either bioidentical 
hormones or herbs that are equally effective. Exception: ME patients often respond to 
physiological dosing of Cortisol (5 mg 4 times/day)
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Considerations: the remedies chosen have to fulfill several criteria
• Borrelia does not live in the blood, it lives either inside nerves and nerve cells, 

inside collagen fibers, inside cartilage, inside the lymph – or in the cystic form 
inside many other cell types. It only rarely strays in its familiar snake-like form into 
the blood. 

• The DNA of Borrelia is also found in most biofilm communities - and for a long 
lasting cure has to be routed out from there also. 

• When the spirochetes are threatened they withdraw and hide inside biofilm or 
inside the cell - and assume the nearly indestructible cystic form.

• In affected patients Lyme literate researchers also consistently found the presence 
of pathogenic retroviruses - which were most likely transmitted with the same 
insect vector.

The following steps have evolved to outsmart Borrelia:
1. We use low molecular size highly sublingually absorbable hyaluronic acid 
(KiScience: Hyaluronic Acid) to seduce the spirochetes to come out of their hiding 
places into the blood where they are vulnerable to other interventions. This is based 
on clinical observation, dark-field microscopy studies and clinical success - and is in 
itself revolutionary
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• Even though most spirochetes emerge from their biofilm home in the 
presence of hyaluronic acid in the surrounding tissue or blood stream, we 
also use a Trojan-horse mechanism to help the herbal anti-microbial 
remedy to penetrate deep into pathogenic biofilm, into the cell and even 
into affected cell organelles - and of course across the blood-brain barrier: 
we make the remedy liposomal! 

• The biofilm commensals prefer phospholipids and to a lesser degree all 
lipids as their primary food source (research by Stephen Fry MD, PhD). A 
liposomal compound is eagerly and easily ingested by the biofilm 
community. Once the lipid-mantle of a liposomally-prepared anti-microbial 
herbal compound has been chewed off by the microbes, the lethal plant 
adaptogens (of appropriately chosen remedies) are released. 

• In our opinion it is a mistake to use biofilm breaking enzymes, high dose 
NAC, GSE or other heroic measures – they are also damaging our healthy 
biofilm communities and damage that important part of acquired 
immunity.
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How to make an herbal remedy liposomal?

Needed tools: 

• KiScience liquid Microphos

• Regular kitchen blender or shaker (as used in a bar to make drinks)

• Ultrasonic jewellery cleaner

• Suitable anti-microbial alcoholic herbal tinctures

• Per 20 ml liquid we suggest to use/add 5 ml of Microphos.

The recommended anti-Lyme tinctures are placed in appropriate amounts into the blender or 
shaker, the appropriate amount of Microphos is added and the mix is blended or hand shaken. It 
is recommended to prepare the amount for a whole week in 1 setting (to increase compliance). 

If an increase in penetration is desired (only recommended later in treatment), a glass with the 
prepared remedies is now placed in a water bath in the jewellery cleaner and sonated for 12-15 
minutes. The mix is then kept in the fridge and before any further use briefly re-blended.

If needed ( i.e. children) the single dose recommended is now poured again in the blender and 
mixed with suitable delicious items (organic apple, banana, juice, camel milk etc.) – to taste.

A Future Without ME/CFS
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Treating Borrelia burgdorferi, afzellii, garinii, etc.

Step 1: The Borrelia mix: KiVita
Ingredients: MicroPhos, AstraSmile (Japanese knotweed, Andrographis, Astragalus, Smilax, Red root, 
Coriandolo plus (cilantro + 7 flower stem cell extracts), Propolis, Stevia, Artemisia annua, Calendula, Cistus 
incanus, Ribes nigrum

• The full dose would be 3 dropperful 3 times per day. 

• Most patients need to be slowly taken up to the full dose starting with a 
few drops twice a day. If die-off effects are noted, the client reduces the 
daily dose to the last tolerated dose and increases the amount soon but 
slowly over weeks and months according to tolerance. We recommend to 
stay on the full dose once it has been reached for at least 9 months
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Step 2: Sardinian Cistus incanus tea

• The literature shows that this species of cistus is both anti-spirochetal, anti-
bacterial, anti-fungal, anti-retroviral and an excellent biopfilm breaker ( 
Gilian – see my other handouts with the referencers. Happy to provide!)

• Preparation: add the amount of tea leaves to clean water, so that the 
colour ends up being a beer-dark-yellow (the amount needed changes 
slightly with altitude, type of cookware used, seasonal changing amounts 
of plant adaptogens, polyphenols and bioflavonoids). The same tea can be 
re-brewed one or two more times to release other synergistic polyphenols 
and other healing substances

• Therapeutic dose: 8 cups or more per day. Slowly work up to this dose.

• Ideally the tea should be sweetened to taste with Sweet Stevie (organic 
whole leaf stevia). Prof. Eva Sapi demonstrated extraordinary anti-Lyme 
properties
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Babesia
It is rare to find a Babesia case without underlying Borrelia as well

• Use KiVita exactly as in the Borrelia . Add:

• Sweet Annie (organic artemisia annua): target dose is 2 dropperful 3 times a day.

• In severe cases add up to 1 gram of Artemisa forte (artemisia +artemisinin)

• Everything gets blended together with Microphos

Bartonella
The treatment of Bartonella has to be consistent and takes up to 18 months to 
completion.

We use:

• KiVita, doses as in Borrelia

• Liposomal calendula: target is 2 dropperful 3 times per day

• Propolis plus tincture: target is 1-2 dropperful 3 times per day
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Parasites: 
Rizol Gamma and Kappa (stronger). The original research was done in Germany by the “Carstens 
Stiftung” for the strong anti-microbial and anti-parasitic effects

Therapeutic dose: 15 drops emulsified in water 3 times/day ( start with the full dose right away – no 
slow upward titration with parasites.

Retroviruses:

• Sardinian Cistus tea ( see above)

• RetroV powder: therapeutic dose 2 tsp twice daily, best added to the liposomal herbal mix 
established before

• Broccoli sprout extract powder: 1 tsp twice daily

“Binders”:
Whenever agents are used that might kill or damage pathogens, there will be 3 distinctive predictable 
“side” effects:

• The persistence of dead bodies and their endotoxin in the tissue with restriction of lymphatic flow 
and blood flow to and from the area

• The excretion of exotoxin from the threatened creatures and the client’s immune- and toxic reactions 
to it

• The client’s immune reaction to the debris left behind or to the killing-agents themselves A Future Without ME/CFS
London, 15th February 2020



A few selected organic KiScience binders

• Chlorella vulgaris (best tolerated)
• Chlorella pyrenoidosa (strong, but sometimes causes constipation)
• Zeobind (more specific for aluminium, histamin, fluoride, peroxinitrite)
• Short term use of activated charcoal
• Natural fiber-rich diet
• We do not recommend other weaker binders such as chitosan (possible allergic 

reactions), spirulina etc. or mixes of binders that combine weak binders with 
more effective ones or charcoal (depletes essential nutrients over time)

• We have also used Ecklonia cava (fresh water algae), methylated silica gel ( 
enterosgel) and others

• The importance of following detox agents or anti-microbial agents 2 hours later 
with binders that mop up the “roadkill” is an importance discovery by 
Dr.Klinghardt (first described 1981)
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New potent ingredients in Lyme treatment: 4 papers

• Potula, Hari-Hara, et al. "Repurposing disulfiram (Tetraethylthiuram Disulfide) as a potential drug candidate against 
Borrelia burgdorferi in vitro and in vivo." bioRxiv (2019): 842286.

ABSTRACT:Lyme disease caused by the Borrelia burgdorferi (Bb or B. burgdorferi) is a most common vector-borne, multi-systemic disease in 
USA. Although, most Lyme disease patients can be cured with a course of antibiotic treatment, a significant percent of patient population fail to 
be disease-free post-treatment, necessitating the development of more effective therapeutics. We previously found several drugs including 
disulfiram having with good activity against B. burgdorferi. In current study, we evaluated the potential of repurposing the FDA approved 
disulfiram drug for its borreliacidal activity. Our in vitro results indicate disulfiram shows excellent borreliacidal activity against both the log and 
stationary phase B. burgdorferi. Subsequent mice studies have determined that the disulfiram eliminated B. burgdorferi completely from hearts 
and urinary bladder by day 28 post infection, demonstrating the practical application and efficacy of disulfiram against B. burgdorferi in vivo. 
Moreover, disulfiram treated mice showed reduced expression of inflammatory markers and protected against histopathology and organ 
damage. Furthermore, disulfiram treated mice showed significantly lower amounts of total antibody titers (IgM and IgG) at day 21 and total 
IgG2b at day 28 post infection. Mechanistically, cellular analysis of lymph nodes revealed a decrease in percentage of CD19+ B cells and 
increase in total percentage of CD3+ T cells, CD3+ CD4+ T helpers, and naïve and effector memory cells in disulfiram-treated mice. Together, we 
demonstrate that disulfiram has the potential and could be repurposed as an effective antibiotic for treating Lyme disease in near future.

• Pothineni, Venkata Raveendra, et al. "Identification of new drug candidates against Borrelia burgdorferi using high-
throughput screening." Drug design, development and therapy 10 (2016): 1307.

• Liegner, Kenneth B. "Disulfiram (tetraethylthiuram disulfide) in the treatment of Lyme disease and babesiosis: Report of 
experience in three cases." Antibiotics 8.2 (2019): 72.

• Younger, David S., and Beverley F. Murphy. "Antabuse for Lyme Disease: The Way Forward." World Journal of Neuroscience
10.01 (2019): 1.

• ANK: we use a special powder extract of the Durian fruit from KiScience (moe potent and 
better tolerated than Disulfiram): ½ tsp twice daily in the Lyme cocktail as described above 
(alcohol abstinence requires). Pause frequently as needed!
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ME/CFS – The terminology 
controversy



Why ME – Myalgic Encephalomyelitis – rather than CFS?

Particularly in the UK and the US there is much contention about the name of this condition/these 
conditions. ME/CFS was classified in the World Health Organization’s International Classification of 
Diseases ICD -10 as a neurological disorder under Diseases of the Nervous System (the classification code 
for ME/CFS is G93.3) in 1969, but there has historically been difficulty gaining acceptance of this in the UK. 
Germany has had its own problems with definitions, too. 

The problem is that this is patently not just a condition characterised by “fatigue” – in fact that’s often the 
least of the sufferers’ issues. And yet calling it that (chronic fatigue, or chronic fatigue syndrome) gives 
others the licence to belittle it as a condition characterised only by that, with advice such as “Just pace 
yourself better”. Cf. Sarah Myhill’s presentation on “PACE”: the only therapy offered to patients diagnosed 
with “CFS” in the UK is the “PACE” therapy of GET – Graded Exercise Therapy – and CBT – Cognitive 
Behavioural Therapy. Based on a fraudulent study, as she explains so well. That’s one – among many – of 
the reasons why informed patients in the UK will simply not accept the categorization “CFS”. 



Why ME rather than CFS?
• The 2011 International Consensus Criteria definition of ME that is shared by many 

experts globally and has gained extensive international acceptance, written by Judy 
Mikovits, Martin Pall, and 24 others ...

• http://onlinelibrary.wiley.com/doi/10.1111/j.1365-2796.2011.02428.x/pdf

… begins as follows:

“The label ‘chronic fatigue syndrome’ (CFS) has persisted for many years because of 
the lack of knowledge of the aetiological agents and the disease process. In view of 
more recent research and clinical experience that strongly point to widespread 
inflammation and multisystemic neuropathology, it is more appropriate and correct to 
use the term ‘myalgic encephalomyelitis’ (ME) because it indicates an underlying 
pathophysiology. It is also consistent with the neurological classification of ME in the 
World Health Organization’s International Classification of Diseases (ICD G93.3). 
Consequently, an International Consensus Panel consisting of clinicians, researchers, 
teaching faculty and an independent patient advocate was formed with the purpose 
of developing criteria based on current knowledge. Thirteen countries and a wide 
range of specialties were represented. …”

http://onlinelibrary.wiley.com/doi/10.1111/j.1365-2796.2011.02428.x/pdf


Why ME rather than CFS?
Some contend (e.g., Daniel Neuffer: CFS Unravelled, 2013) that “none of the names are fitting as 
they tend to be based on the most dominant symptom of the sufferer as opposed to the central 
dysfunction driving the illness.”

This I think should be our honest approach – that the conditions dumped in the “ME/CFS” category 
always have a central dysfunction (or several) driving the illness – and that a good doctor/therapist 
needs to dig down and elucidate what those dysfunctions are. That is the strength of the Klinghardt
approach – you have always recognised the importance of searching for the underlying cause/s. 

Nevertheless, we cannot ignore that hundreds of thousands of patients in the UK alone (let alone 
the figure of perhaps 20 million worldwide, according to the Open Medicine Foundation dedicated 
to the “End ME/CFS Project” https://www.omf.ngo/the-end-mecfs-project/) are given this diagnosis, 
and end up identifying with it for lack of any other diagnosis. They call themselves 
pwME (person with ME). CFS is of course often used too, as they have that term from the medical 
system, and it is often the only way they can get even a smidgen of treatment, if they can’t go 
private.

https://www.omf.ngo/the-end-mecfs-project/


What could be the stakes of the government and corporate industry in 
ensuring that “CFS“ is largely viewed as a behavioural disorder?

Please note the following, written by Professor Malcolm Hooper and other experts in the field:

http://cfstreatment.blogspot.com/p/corporate-collusion-uk-medical-research.html

It begins:

• “The UK Medical Research Council has a secret file on Myalgic Encephalomyelitis (ME) that 
contains records and correspondence since at least 1988; the file is held in the UK Government 
Archive at Kew and cannot be opened until 2023. This present document is an overview of the 
misinformation and contradictions about Myalgic Encephalomyelitis/Chronic Fatigue Syndrome 
(ME/CFS) that have pervaded some UK Departments of State and other agencies since 1988. It also 
considers the involvement of certain UK psychiatrists who have proven vested interests in the 
propagation of this misinformation that is contrary to worldwide scientific evidence and that for 
two decades has resulted in the medical abuse of UK patients with ME/CFS.”

• “This coterie of psychiatrists has proven affiliations with corporate industry and has insidiously 
infiltrated all the major institutions, directing funding for research into an exclusively psychiatric 
model of the disorder, focusing on “management strategies” involving psychiatric techniques, even 
though such techniques have been shown to be at best of no lasting value and at worst to be harmful 
to patients with ME/CFS.”

http://cfstreatment.blogspot.com/p/corporate-collusion-uk-medical-research.html


http://cfstreatment.blogspot.com/p/corporate-collusion-uk-medical-research.html

• Action for ME, a main UK patients’ charity, on 24th July 2003, in a statement approved by its Council of 
Management, announced that it is funded by the Department of Health.

• Psychiatrist Michael Sharpe (infamous for his “undeserving sick” comment) is one of its medical advisers, 
though his name does not appear on the charity literature. It is well-known that in UnumProvident’s1 Chief 
Medical Officer’s Report (Trends in Disability, December 2002) Sharpe wrote: “Functional symptoms are not 
going to go away. Privatised doctors will collude with the patient’s views that they have a disabling and 
permanent disease. An increase in insurance claims is to be therefore anticipated. It will be imperative that 
social policy addresses this problem. This will not be easy.”

Below is from: https://www.hfme.org/whobenefitsfromcfs.htm

Simon Wessely – a psychiatrist – has driven the treatment of CFS in the UK for years. “Members of the ‘Wessely
school’ in the UK including Wessely, Sharpe, Cleare and White (who did the “PACE” study) all support a bogus 
psychiatric or behavioural paradigm of ‘CFS’ and recommend rehabilitation-based approaches such as cognitive 
behavioural therapy (CBT) and graded exercise therapy (GET) as the most useful interventions for ‘CFS’ patients. 
It is important to be aware that none of these groups is studying patients with M.E. Each of these groups uses a 
definition of ‘CFS,’ or has created their own, which does not select those with M.E. but instead selects those 
with various types of psychiatric and non-psychiatric fatigue. (These inappropriate interventions are at best 
useless and at worst extremely harmful or fatal for M.E. patients. See Smoke and mirrors and What is M.E.? 
Extra extended version.)

‘CFS’ makes getting disability payouts almost impossible, as there are no tests whatsoever that can be used to 
prove the existence of ‘CFS’ and because there is also so much bogus ‘information’ available about how easily 
and successfully ‘CFS’ can be managed or even cured.”

The stakes of the government and corporate industry in ensuring 
that “CFS“ is largely viewed as a behavioural disorder

1 UnumProvident is a huge medical insurance company. Note: “‘Unum's 1995 'Chronic Fatigue Syndrome 
Management Plan' sounded the alarm: 'Unum stands to lose millions if we do not move quickly to address 
this increasing problem'.

http://cfstreatment.blogspot.com/p/corporate-collusion-uk-medical-research.html
https://www.hfme.org/whobenefitsfromcfs.htm
http://www.hfme.org/cbtandget.htm#92151527
http://www.hfme.org/whatismeextraextended.htm


Contd. from: https://www.hfme.org/whobenefitsfromcfs.htm

Among his 53, largely undeclared, conflicting interests Wessely is a member of the supervisory board of a 
company named PRISMA. This same company is being paid many millions of pounds to supply ‘rehabilitation’ 
programs (such as CBT and GET) to the NHS for use on ‘CFS’ patients (Mar 2004, [Online]). Wessely is also an 
officer of the insurance giant UNUM.

The facts on Wessely’s colleagues are equally disturbing. Other members of the Wessely school with similar 
indisputable long-term commitments to the medical insurance industry are Michael Sharpe, Professor Mansel
Aylward, Anthony Cleare, John Locasio and Peter White – Wessely’s closest colleagues. Peter White is one of the 
chief medical officers for insurance company Swiss Re and their other “CFS experts” are Michael Sharpe and 
Simon Wessely, and they also use psychiatrist Anthony Cleare (a frequent co-author with Wessely). LoCascio of 
UNUM advised the UK DWP (Welfare Office) on welfare reform while Professor Aylward was in charge of UK 
DWP and then director of UNUM’s research establishment at Cardiff University (Hooper 2003, [Online]) (Hooper 
et al. 2001, [Online]) (Williams 2007, [Online]). The list goes on. In the US in 2004 Commissioner John Garamendi 
described UnumProvident as ‘an outlaw company’ and goes on to say that, ‘It is a company that for years has 
operated in an illegal fashion’ (Rutherford 2007, [Online]).

Other insurers involved include: Swiss Life, Canada Life, Norwich Union, Allied Dunbar, Sun Alliance, Skandia, 
Zurich Life and Permanent Insurance, and as Re-insurers, the massive Swiss Re. The goal of these groups has 
clearly been to prevent insurance cover for M.E. patients (those with a psychiatric label are denied medical 
insurance cover), to prevent disability payments to them and to prevent successful liability lawsuits and 
maintain the supremacy of their industries (Hooper 2003, [Online]) (Hooper et al. 2001, [Online]) (Williams 2007, 
[Online]) (Rutherford 2007, [Online]).

The stakes of the government and corporate industry in ensuring 
that “CFS“ is largely viewed as a behavioural disorder

https://www.hfme.org/whobenefitsfromcfs.htm


• Contd. from: https://www.hfme.org/whobenefitsfromcfs.htm

“This group has also driven government policy on M.E. in the UK to an overwhelming extent. Wessely is 
adviser to the UK government and his wife (a GP and psychiatrist is Senior Policy Adviser to the 
Department of Health. Wessely was also recently reprimanded by the World Health Organisation (WHO) 
for attempting to subvert the ICD definition of Myalgic Encephalomyelitis due to the fact that he did not, 
as he claimed, have the authority to issue a WHO definition (Hooper 2003a, [Online]) (Hooper et al. 2001, 
[Online]) (Marshall & Williams 2005a, [Online]).

This large scale deception by insurance companies has been made possible largely because of the fact that 
holding some of the most powerful advisory positions in government (as some of these vested interest 
psychiatrists do) does not seem to be mutually exclusive with also having direct ties and allegiances to 
industry, even if those industries are directly affected by the decisions made by the government 
department/adviser in question (as the giant chemical, pharmaceutical and insurance industries are in 
M.E.) (Hooper 2003a, [Online]).”

The stakes of the government and corporate industry in ensuring 
that “CFS“ is largely viewed as a behavioural disorder

https://www.hfme.org/whobenefitsfromcfs.htm


Long history of horrors in the UK: e.g, diagnosing Munchausen’s 
Syndrome by Proxy in parents of children with ME/CFS

http://cfstreatment.blogspot.com/p/corporate-collusion-uk-medical-research.html

From the same source:

• The article noted that already in the UK, children and adolescents with ME were being forcibly 
removed from their parents and placed in psychiatric care, sometimes with the backing of a Court 
Order.

• In April 1999, Dr Nigel Speight, Consultant Paediatrician at the University Hospital of North Durham 
and an acknowledged expert on ME/CFS, had reported that the frequency of psychiatrists diagnosing 
Munchausen’s Syndrome by Proxy in parents of children with ME/CFS amounted to an epidemic, and 
this was reported by the ME Association in the Autumn 1999 issue of Perspectives.

•

• On 11th July 2001, the Daily Telegraph published an article which clearly showed that children and 
adolescents were being forcibly removed from their parents and placed in psychiatric “care”, 
sometimes with the backing of a Court Order (How the law is being used to force treatment on 
children – parents of ME sufferers are being victimised by the Children Act. The Countess of Mar; 
Daily Telegraph, 11th July 2001).

http://cfstreatment.blogspot.com/p/corporate-collusion-uk-medical-research.html


What is ME/CFS? – Leading 
Theories over the Years

White Paper from Gilian Crowther



Where did the term ME come from?

Myalgic Encephalomyelitis (ME), 
translates into muscle pain (myalgic) 
accompanied by inflammation of the 
brain and spinal cord 
(encephalomyelitis).

Source: Heckenlively, Kent. Plague . Skyhorse. Kindle Edition.
https://www.youtube.com/watch?v=bJ3UxSZ6MII

The term ME was coined in 1956 
in The Lancet – in the clusters analysed ~
they found evidence of abnormal 
cerebrospinal fluid. 

“A New Clinical Entity?”

“Of the 8 outbreaks in Group 2, all 
except that at the Royal Free were 
initially confused with polio myelitis, 
and all occurred during or shortly 
after the seasonal period of 
prevalence of poliomyelitis.” 

https://www.youtube.com/watch?v=bJ3UxSZ6MII


The first recorded outbreak at Los Angeles County 
Hospital

Source: 1. Judy Mikovits, Kent Heckenlively; Plague of Corruption (March 2020), Judy Mikovits, Kent Heckenlively; 2. Plague, Chapter 5, Judy Mikovits,
Kent Heckenlively; 3. Dr. Byron Hyde, https://aonm.org/wp-content/uploads/2019/05/Dr.-Byron-Hyde-MorningTalk.pdf

Hospital settlement 1939:

In today’s funds: The insurance industry 
paid to each of the medical staff ill with M.E. 
5 million pounds sterling in US dollars3. 
“Contingent on receiving the payment was 
non-publicity of the epidemic.”1

“Trials of the Brodie vaccine included 
7,000 children13 in addition to the “300 
nurses and physicians” from the Los 
Angeles County Hospital.14” 2

https://aonm.org/wp-content/uploads/2019/05/Dr.-Byron-Hyde-MorningTalk.pdf


“Mystery illness incident“ – Incline Village, Nevada

Like AIDS patients, affected individuals from the Tahoe epidemic 
suffered from low natural killer cell activity and resultant runaway 
reactivation of various herpesviruses, including EBV, CMV and what 
is now called HHV-6A. Also like AIDS patients, the Tahoe patients 
had many small plaques (dubbed “unidentified bright objects”) 
evident in MRI brain scans.
Other abnormalities recorded in the Tahoe cohort included 
unusually high helper/suppressor T-cell ratios; large amounts of 
Rnase-L/RNA ribosomal destruction; highly elevated Interleukin-2 
levels; and unusually low erythrocyte sedimentation rates (0, 1 or 2 
in many patients). Most but not all of the Tahoe patients had the 
reactivated Epstein-Barr virus described in the papers on “chronic 
EBV,” thus suggesting that this particular virus was not the 
underlying cause of the disease.”

Source: https://paradigmchange.me/me/tahoe/

Brilliantly 
documented 
by Hillary 
Johnson

“During the second half of 1984, Dr. Paul Cheney and Dr.
Daniel Peterson began seeing cases matching the illness 
description in their practice in Incline Village, Nevada.
Ultimately a few hundred cases from the Lake Tahoe-Truckee 
area were recorded by the doctors. …

https://paradigmchange.me/me/tahoe/


Komaroff, Peterson et al: Clear biomedical abnormalities, 
incl. active HHV-6 replication

“In 1992, a team of 17 researchers who had studied the 
Lake Tahoe outbreak published a paper summarizing 
findings from the outbreak in the summarizing findings 
from the outbreak in the Annals of Internal Medicine. The 
paper focused on three abnormalities found in the 
patients: 1) high CD4/CD8 T-cell ratios, 2) MRI scans 
showing “punctate, subcortical areas of high signal 
intensity consistent with edema or demyelination,” and c) 
active replication of HHV-6. The article did not refer to 
either M.E. or CFS, and instead described the cohort as 
having “a chronic debilitating illness of acute onset.” The 
lead author on the paper was Anthony Komaroff of 
Harvard Uni-versity; among the co-authors was Robert 
Gallo, a researcher widely known for his role in the 
discovery of the HIV virus several years earlier.”

Source: https://paradigmchange.me/me/tahoe/

https://paradigmchange.me/me/wp-content/uploads/2017/03/Buchwald-Tahoe-Cohort-1992.pdf?189db0&189db0
https://paradigmchange.me/me/tahoe/


Neurotoxin mediated?

“During the 1980s, the local ski resorts [in the LakeTahoe area] embarked upon a campaign 
of intense cloud seeding with silver iodide.” Could moulds and bacteria be converting 
ambient atmospheric fine metal particles into even smaller nanoparticles, acting as 
biosynthesizers
of nanoparticles?”

Source: https://www.tahoedailytribune.com/news/local/researchers-hope-to-bring-cloud-seeding-drone-to-lake-tahoe/; 
https://forums.phoenixrising.me/threads/is-me-infectious.25171/page-2

https://www.tahoedailytribune.com/news/local/researchers-hope-to-bring-cloud-seeding-drone-to-lake-tahoe/
https://forums.phoenixrising.me/threads/is-me-infectious.25171/page-2


Erik Johnson: Chronic Trichothecene Mycotoxicosis?

“The contagion occurred when people in the early "shedding phase" of viral illness were all in the presence of moldy buildings, 
particularly ones with Stachybotrys Chartarum. Only then, was the disease easily passed from one to another.” 

Source: Erik Johnson; Johanning E, Morey PR, Jarvis B (1993): Clinical-Epidemiological Investigation of Health Effects Caused by Stachybotrys atra
Contamination. In Seppanen O, Steri J, Kainlauri E (eds): “Indoor Air 93″ Helsinki: FiSIAQ, 1:225

“Some strains of Stachybotrys chartarum can produce mycotoxins of the trichothecene and 
spirolactone families. The trichothecene mycotoxins satratoxins G and H are potent protein 
synthesis inhibitors and cause immunosuppression in laboratory animals. In experimental 
animal studies, the trichothecenes affect rapidly proliferating tissues such as skin and mucosa, 
as well as lymphatic and hematopoietic tissues (Ueno, 1983). In laboratory animals, acute 
exposure to large amounts of trichothecene toxins results in a rapid release of sequestered 
white blood cells into circulation, while repeated or chronic exposure destroys granulocytic 
precursor cells in bone marrow leading to white cell depletion. Among the reported cellular 
effects are: mitogen B/T lymphocyte blastogenesis suppression; decrease of IgM, IgG, IgA; 
impaired macrophage activity and migration-chemotaxis; broad immunosuppressive effects on 
the cellular and humoral-mediated immune response leading to secondary infections; and, 
paradoxically, increased spontaneous antibody producing cells in the spleen (Corrier, 1991).”

“Most aspects of chronic trichothecene mycotoxicosis are consistent with CFS, including the symptoms, laboratory 
findings and recovery profile. It is suggested that further research is warranted to determine if a subgroup of patients 
diagnosed with CFS are actually suffering from mycotoxicosis.”



Dr. Les Simpson: “ME: A Haemorheological Disorder 
Manifested as Impaired Capillary Blood Flow”

Source: http://www.orthomolecular.org/library/jom/1997/articles/1997-v12n02-p069.shtml; https://forums.phoenixrising.me/threads/new-study-hints-at-
biological-roots-of-mental-and-physical-problems-in-me-cfs.21462/page-2

“In a paper published by New Jersey 
Medicine, I suggested that ME people 
might have the anatomical feature of 
smaller than usual capillary 
diameters.” … abnormally shaped 
RBCs, hyper-viscous blood in ME 
patients, and also slowed cerebral 
blood flow …. found that more than 
80% of ME patients have changed red 
blood cell shape population
“… inadequate rates of delivery of 
oxygen and nutrient substrates, having 
the greatest adverse effect on the 
tissues with great metabolic activity 
and high demand for substrates, e.g. 
muscles and glands.”

http://www.orthomolecular.org/library/jom/1997/articles/1997-v12n02-p069.shtml
https://forums.phoenixrising.me/threads/new-study-hints-at-biological-roots-of-mental-and-physical-problems-in-me-cfs.21462/page-2


Professor Martin Pall: The NO/ONOO- Cycle

Source: https://news.wsu.edu/2007/04/27/complex-paradigm-may-explain-elusive-illnesses/; https://www.prohealth.com/library/nitric-oxide-cycle-theory-
will-it-explain-cfs-fm-and-other-unexplained-illnesses-qa-with-martin-l-pall-phd-24338: Interview with Professor Martin Pall

“In essence, he states that ME and similar illnesses may be set in 
motion by short-term stressors such as viral or bacterial infection, 
chemical exposure, physical trauma or severe psychological stress. 
These stressors are all known  to raise levels of the compound 
nitric oxide — and its oxidant product, peroxynitrite (ONOO-). 

In high concentrations, peroxynitrite damages mitochondrial 
proteins in the cell, leading to the release of other breakdown 
products which then stimulate a further increase in nitric oxide 
levels.”

Professor Pall: “So for each of these cases of illness, we have an 
initial cause, one or more stressors, and an ongoing cause, the 
NO/ONOO- cycle mechanism.”

https://news.wsu.edu/2007/04/27/complex-paradigm-may-explain-elusive-illnesses/
https://www.prohealth.com/library/nitric-oxide-cycle-theory-will-it-explain-cfs-fm-and-other-unexplained-illnesses-qa-with-martin-l-pall-phd-24338


Dr. Byron Hyde: An encephalitic enteroviral infection of 
the CNS – enteroviral-caused

Source: https://cfbdeb1f-cb90-495d-88ac-d547ac467884.filesusr.com/ugd/5b307e_06f1c3f9d3bb41539f9fde712e739c8b.pdf

https://cfbdeb1f-cb90-495d-88ac-d547ac467884.filesusr.com/ugd/5b307e_06f1c3f9d3bb41539f9fde712e739c8b.pdf


XMRV (xenotropic murine leukemia virus) – a retrovirus?

Source: “Plague”, Judy Mikovits, Kent Heckenlively



Judy Mikovits: Retroviral association – non HIV-AIDS/EIDs

Source: https://www.youtube.com/watch?v=xfFg5bW8i-8&feature=youtu.be, minute 4.56

“A family of diseases 
with similar underlying 
molecular 
pathogenesis: If we 
consider them all 
neuroimmune disease 
… every asterix has 
evidence in at least 
one peer-reviewed 
publication of 
retroviral association”

https://www.youtube.com/watch?v=xfFg5bW8i-8&feature=youtu.be


Robert Naviaux: The Cell Danger Response

“The cell danger response (CDR) is the 
evolutionarily conserved metabolic 
response that protects cells and hosts
from harm. It is triggered by encounters 
with chemical, physical, or biological threats
that exceed the cellular capacity
for homeostasis.”

“When danger is detected, 
mitochondria alter cellular 
metabolism to shield the cell 
from further injury“



Robert Naviaux: CDR/Antipurinergic signalling

Source: Naviaux RK. Metabolic features of the Cell Danger Response. Mitochondrion. 2014 May;16; http://naviauxlab.ucsd.edu/science-item/autism-
research/:

”The first wave of danger signals consists of the release 
of metabolic intermediates like ATP and ADP, Krebs cycle 
intermediates, oxygen, and reactive oxygen species (ROS), 
and is sustained by purinergic signaling.” …. “The systemic 
form of the CDR, and its magnified form, the purinergic life-
threat response (PLTR), are under direct control by ancient 
pathways in the brain that are ultimately coordinated by 
centers in the brainstem. ” …. “The CDR is maintained by 
extracellular nucleotide (purinergic) signaling.”

“Antipurinergic therapy (APT) has proven effective in many 
chronic disorders in animal models …

… Purinergic receptors are widely distributed on every cell type in 
the body. …. Suramin is a non-selective inhibitor of purinergic 
signaling, an antipurinergic drug, or APD for short.

https://www.ncbi.nlm.nih.gov/pubmed/23981537
http://naviauxlab.ucsd.edu/science-item/autism-research/
https://www.sciencedirect.com/topics/biochemistry-genetics-and-molecular-biology/metabolic-intermediate
https://www.sciencedirect.com/topics/biochemistry-genetics-and-molecular-biology/citric-acid-cycle


Robert Naviaux and Ron Davis: Metabolomics

Metabolomics showed that chronic fatigue 
syndrome is a highly concerted hypometabolic 
response to environmental stress that traces to 
mitochondria and was similar to the classically 
studied developmental state of dauer. This 
discovery opens a fresh path for the rational 
development of new therapeutics and 
identifies metabolomics as a powerful tool to 
identify the chemical differences that 
contribute to health and disease.

“This work opens a fresh path to both 
understanding the biology of CFS and, more 
importantly to patients, a robust, rational way 
to develop new therapeutics for a disease 
sorely in need of them.” Robert Naviaux
(Study August 2016)



Intracranial hypertension/craniocervical obstruction
According to the Intracranial Hypertension 
Research Foundation, many factors can cause IIH 
including, interestingly, infections and infectious 
mononucleosis, and autoimmune disorders. So can 
head trauma, stroke, blood clots, drugs (including 
tetracycline antibiotics), hypoparathyroidism and 
Addison’s disease.

Source:https://www.healthrising.org/blog/2019/12/23/intracranial-hypertension-fibromyalgia-
chronic-fatigue-migraine/; https://en.wikipedia.org/wiki/Chiari_malformation

Signs of Intracranial Hypertension, 
Hypermobility and Craniocervical
Obstructions in patients with Myalgic
Encephalomyelitis/Chronic Fatigue Syndrome 
Björn Bragée1,3*, Anastasios Michos3, 
Brandon Drum1,3, Mikael Fahlgren2,3, 
Robert Szulkin3, Bo C Bertilson1,2,3*

Chiari malformation occurs when the cerebellum dips down into the 
spinal column cutting impeding spinal fluid flows. Its associated pain 
(especially headaches aggravated by coughing/straining), weakness –
especially in the hands, neck, and arm – and leg pain, numbness, 
temperature insensitivity, unsteadiness, double vision, slurred speech, 
trouble swallowing, vomiting and tinnitus (ringing in the ears).

http://ihrfoundation.org/
https://www.healthrising.org/blog/2019/12/23/intracranial-hypertension-fibromyalgia-chronic-fatigue-migraine/
https://en.wikipedia.org/wiki/Chiari_malformation
https://osf.io/qwn5h/


Jennifer Brea: Craniocervical instability/brainstem 
compression

“ I no longer meet the criteria for myalgic encephalo-
myelitis. My physical and cognitive post-exertional 
malaise (PEM) are both gone. I have not crashed since 
I left the hospital. My POTS is gone. My peripheral 
neurological symptoms, sound sensitivity, sensory 
processing challenges, difficulty regulating my body 
temperature, intracranial pressure, brain inflam-
mation and muscle fatigability are all gone. I am off 
Valcyte, Famvir, Mestinon, and all other ME or POTS 
drugs. It is now clear that all of my symptoms had a 
mechanical mechanism: brainstem compression (likely 
with altered cerebrospinal fluid and cranial blood 
flow) due to cranial settling and craniocervical
instability (CCI), in combination with tethered cord 
syndrome.”

Source: https://medium.com/@jenbrea/health-update-3-my-me-is-in-remission-dd575e650f71

https://medium.com/@jenbrea/health-update-3-my-me-is-in-remission-dd575e650f71


Michael VanElzakker: Vagus Nerve Infection Hypothesis 
(VNIH)/Microglia activation

Source: http://simmaronresearch.com/2013/12/one-theory-explain-vagus-nerve-infection-chronic-fatigue-syndrome/; Neurology of ME/CFS: 
Neuroinflammation imaging at Harvard Symposium, https://www.youtube.com/watch?v=bJ3UxSZ6MII

“The VNIH proposes that nerve-loving 
viruses trigger a difficult to detect immune 
response which produces the fatigue and 
other symptoms present in chronic fatigue 
syndrome … The vagus nerve appears, in 
fact, to be ripe for infection in ME/CFS. As 
it ‘wanders’ through the body it comes into 
contact with virus havens such as the 
esophagus, stomach, lungs and spleen, all 
of which have likely at one time or another 
harbored the herpesviruses (HHV6, HHV-5 
[cytomegalovirus], HHV-4 [Epstein-Barr 
virus]) that have been thought to be 
associated with ME/CFS for decades.”

His imaging is also finding “Virchow-Robin perivascular spaces” – viz the “unidentified bright objects” from the Lake Tahoe 
MRIs in the 1980s – likely to be characteristic of glymphatic dysfuction and perivascular pathology 

http://simmaronresearch.com/2013/12/one-theory-explain-vagus-nerve-infection-chronic-fatigue-syndrome/
https://www.youtube.com/watch?v=bJ3UxSZ6MII


Even the CDC now admit it (2020): Infections, immune system, energy 
production: “It is possible that ME/CFS has more than one cause”

Source:https://www.cdc.gov/me-cfs/about/possible-causes.html

https://www.cdc.gov/me-cfs/about/possible-causes.html

