	Prof. Simon Wessely and the group of psychiatrists known collectively as the “Wessely school” have been vociferous over the years in denying biomedical abnormalities in those with ME/CFS.

(To find out why Wessely school psychiatrists deny the biomedical evidence for ME/CFS please take time to read “Corporate Collusion” - 

http://www.meactionuk.org.uk/Corporate_Collusion_2.htm)

A few of the type of things Wessely has said recently:

“Functional somatic syndromes refer to groups of symptoms lacking demonstrable abnormalities of structure.  They include CFS.” (2005). Rev Bras Psiquiatr: 27:3.

“If the CFS did not exist, our current medical and social care systems might force us to invent it.” Annals of Internal Medicine (2001) 134:9S:838-843.

More fully referenced quotes from and information about “Wessely school” psychiatrists can be found at:

http://www.meactionuk.org.uk/SELECT_CTTEE_FINAL_VERSION.htm (Background Briefing for the House of Commons Select Health Committee, 2003).

The Wessely school have persuaded the NHS that there is a scientific basis for CBT and GET (Graded exercise therapy) as the only “treatments” for ME/CFS.  From the small collection of information complied here for you today I (Joan Crawford – joan.crawford@virgin.net) suggest this lacks scientific credibility.  ME/CFS patients (240,000 of them in the UK alone) are asking that equal resources of public finance be spent on BIOMEDICAL research and treatments.  

The most recent and comprehensive clinical guidelines for ME/CFS can be found here:

Carruthers, B.M., Jain, A.K., De Meirleir, K.L., Peterson, D,L., Klimas, N, G., Lerner, A.M., 

Bested, A.C., Flor-Henry, P., Joshi, P., Powles, A.C.P., Sherkey, J.A. and I. Van de 

Sande, M. (2003).  Myalgic Encephalomyelitis/Chronic Fatigue Syndrome: Clinical Working Case Definition, Diagnostic and Treatment Guidelines A Consensus Document.  Journal of Chronic Fatigue Syndrome.  11(1), 7-115.  Available on-line here:

http://www.theoneclickgroup.co.uk/documents/ME-CFS_docs/Canadian%20Definition%20of%20ME-CFS.pdf
A user friendly 28 page summary for medics can be downloaded here:

http://www.mefmaction.net/documents/me_overview.pdf

In 2000, the UK WHO Collaborating Centre for Mental Health at the Institute of Psychiatry misclassified ME/CFS as a mental (behavioural) disorder in its “Guide to Mental Health in Primary Care” by using Wessely’s own material on “CFS/ME”.  The Guide was funded by the Department of Health. Despite strenuous complaints and despite ICD-10 classifications being mandatory in the UK, sales of the Guide were allowed to continue unabated until almost 30,000 copies had been sold. Eventually, an erratum was issued but this did not prevent ME/CFS being wrongly classified as a mental disorder in the NHS Mental Health Data Manual, nor did it prevent Ministers of State and Members of Parliament from receiving the impression that it was the WHO itself (not the WHO Collaborating Centre in the UK) that had reclassified ME/CFS as a mental disorder.  In September 2001, the WHO issued a statement repudiating the unofficial re-classification by the UK Collaborating Centre.  The matter was raised in Parliament on 22nd January 2004, where Earl Howe noted that Professor Wessely had “effectively hijacked the WHO logo to give credence to him own view of ME as a mental illness” (Hansard [Lords] 23 January 2004: Vol 656: No7:1192).
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What you probably will not hear today.

You may be aware that there is considerable controversy surrounding the subject of ME/CFS and that patient groups have acquired a reputation for being at loggerheads with a group of UK psychiatrists who state that ME/CFS is a psychosomatic illness.  As the majority of the presenters here today are psychiatrists it is likely that you will not hear much about the biomedical evidence and research relating to ME/CFS. 

The line up of this conference (top heavy with people lacking real biomedical competence) is one reason why patients are angry that all the evidence is unlikely to be presented to medical professionals who may not specialise in this area.  Without all the biomedical evidence how can intelligent and open mined medical professionals make reasoned judgements?  

Below you will find a few quotes, which may be informative and hopefully will encourage you to take a fresh look at the biomedical abnormalities demonstrated in ME/CFS. 

· ME has been classified by the World Health Organisation in the international Classification of Diseases as a neurological disorder since 1969 (WHO ICD-10 G93.3).

· “There are now over 4,000 published studies that show underlying biological abnormalities in patients with this illness (ME/CFS). It is not an illness that people can simply imagine that they have and it’s not a psychological illness.  In my view, that debate, which has waged for 20 years, should now be over.” (Professor Anthony Komaroff, Harvard Medical School, speaking in Washington DC 3rd November, 2006.)  See also, Editorial in Am J Med 2000, 108(2):169-171.

· “The novel findings in this study are that patients with ME/CFS have significantly elevated levels of F2 isoprostanes alongside other key markers of oxidative stress and that these correlate with various ME/CFS symptoms.” Kennedy and Spence (2005) Oxidative stress levels are raised in CFS and are associated with clinical symptoms.  Free Radical Biology and Medicine. 584-589.

· “Levels of serum acetyl-L-carnitine, immunological abnormalities, DHEA and its sulphate, cortisol, prolactin, ACTH, serum metals, oxidative stress markers, plasma-free trypophan and melatonin have been reported to be changed in ME/CFS.”  Sakudo (2006) Spectropscopic diagnosis of CFS by visible and near-infrared spectroscopy in serum samples.  Biomedical and Biophysical Research Communications. 345, 1513-1516.

· “Enterovirus VP1, RNA and non-cytopathic viruses were detected in the stomach biopsy specimens of CFS patients (82%) with chronic abdominal complaints.  A significant subset of CFS patients may have a chronic, disseminated non-cytolytic form of enteroviral infection, which could be diagnosed by stomach biopsy.” Chia and Chia (2007).  Journal of Clinical Pathology.  61, 43-48. 

From the 8th International Association of CFS Conference, Florida January 2007:

· “70% of ME/CFS patients have low red blood cell volume” Hurwitz, University of Miami (2007).

	· “The cardiac index of ME/CFS patients is so severe that it falls between the value of patients with myocardial infarction and those in shock.” Dr Paul Cheney, North Carolina, USA.

· “There are abnormally high levels of inflammatory markers that are significantly correlated with increased arterial stiffness.” Dr Vance Spence, University of Dundee.

· “ME/CFS patients have reduced blood flow to the brain and exercise exacerbates this reduced flow.” Kuratune, Japan

· “Increased levels of IL-6 correlate well with C-reactive protein and are proportionate to symptom severity in ME/CFS” Gurbaxani and Vernon, CDC, Atlanta.

· “In ME/CFS, there are three main abnormalities in gene expression studies: these involve the immune system, mitochondrial function and G-protein signalling.  There are 7 genes upregulated in ME/CFS – those associated with apoptosis, pesticides, mitochondrial function, demyelination and viral binding sites.”  Kerr, St Georges, London.

A full summary can be accessed at:   www.meactionuk.org.uk/Facts_from_Florida.htm  

· “Mitochondrial degeneration was obvious in 40 (out of 50) muscle biopsies (from CFS patients) with swelling, vacuolation, myelin fibres and secondary lysosomes.  These abnormalities were in obvious contrast to control biopsies, where even mild changes were rarely detected.”  Behan, More and Behan (1991).  Acta Neuropathology.  83: 61-65.

· “Studies of pathogenesis (of ME/CFS) have revealed immune system abnormalities and chronic immune activation, dysfunction of the hypothalamic-pituitary-adrenal (HPA) axis, brain abnormalities, evidence of emotional stress (comprising host aspects) and evidence of exogenous insults, for example, various microbial infections (Epstein-Barr virus, enteroviruses, parvovirus B19, coxiella burnetti and chlamydia pneumoniae), vaccinations and exposure to organophosphate chemicals and other toxins (comprising environmental aspects)” in patients with ME/CFS.”  Devanur and Kerr (2006, p.139)

· Intracellular micro-organisms such as viruses and microbes have been found in ME/CFS patients including entero- and herpes viruses, paroviruses, mycoplasmas, chlamydiae, rickettsiae and borrelia bacteria.  The identification of the dysfunctional form of the interferon-induced enzyme L-RNase in ME/CFS patients (Nijs and De Meirleir, 2005; Suhadolnik et al., 1994) provides evidence for am ongoing intracellular pathogen (Hooper, 2006).  

· There have been 47 different epidemics of ME/CFS between 1934 and 1980. Information about which can be found in more than 200 papers summarised in the following paper: Parish T.S., Ohlsen, R.L., Parish, J.G. (1992).  A bibliography of ME/CFS Epidemics. In Hyde BM, Goldstein J, Levine P. (Eds)., The Clinical and Scientific Basis of ME/CFS (pp176-186). The Nightingale Research Foundation. Available online at: 

http://www.meresearch.org.uk/information/publications/Research%20Publications

%20on%20ME%20epidemics%201934-1980.pdf

· “CFS/ME patient s are sensitive to the endothelium-dependent acetylcholine. It is clear that the sensitivity is specific to CFS/ME patients.” Stewart and Spence, 2004, Biologist, 51: 65-70.

· “ME in adults is associated with measurable changes in the CNS and autonomic function and injury to the cardiovascular, endocrine and other organs and systems.” Byron Hyde, 2003, in Handbook of CFS, Leonard Jason, Wiley & Sons.

· “A statistically significant dysregulation in several key components of the 2-5A synthetase/Rnase L and PKR antiviral pathways (is found) in ME/CFS. The 2-5A synthetase/Rnase L pathway is part of the antiviral mechanism in mammalian cells. Suhadolnik, Peterson, Cheney, de Meirleir (1997). J of Interferon and Cytokine Research. 17:377-385.
	
	If you’d like to understand just how ill and vulnerable ME/CFS patients are please take a few minutes to study the following evidence:

Researchers have investigated quality of life, illness severity and experience, social impairment and health status within patients with ME/CFS (Anderson and Ferrans, 1997; Moss-Morris and Chalder, 2003; Gray and Fossey, 2003; Komaroff et al., 1996; Schweitzer et al., 1995; Buchwald et al., 1996).  The severity and impact of ME/CFS versus other chronic illnesses including multiple sclerosis (MS) and rheumatoid arthritis (RA) has also been published (Moss-Morris and Chalder, 2003; Komaroff et al., 1996; Schweitzer et al., 1995; Buchwald et al., 1996).  Moss-Morris and Chalder (2003, p.307) conclude that “the CFS and RA groups were comparable in terms of their physical disability, the CFS group were substantially more impaired in their ability to carry out their day-to-day roles and to socialise.”  

Komaroff (1996, p.287) concludes “patients with CFS exhibited marked impairment, as judged by SF-36, which measures functional status as well as well-being.  The level of impairment on all scales was more severe than that found in any of the disease comparison groups, including patients with type II diabetes mellitus, congestive heart failure, and relapsing/remitting multiple sclerosis.”  Buchwald et al. (1996) reports that patients with ME/CFS had the lowest scores on scales for functional impairment (physical, emotional, social, body pain, mental health, vitality and general health) than patients with major depression, chronic fatigue, acute infectious mononucleosis and healthy controls.  

Schweitzer et al. (1995, p.1371) conclude that “it is noteworthy that this degree of impairment (as seen in ME/CFS), as reflected by overall (Sickness Impact Profile) SIP scores, is more extreme than the overall impairment reported by patients with untreated hypothyroidism (Rockey et al., 1980), end-stage renal disease (Hart and Evans, 1987) and heart disease (Bergner et al., 1984).  As shown in the present study, it is also more extreme than the overall levels of impairment reported by a comparable group of MS sufferers.  Only in terminally ill cancer and stroke patients has the overall SIP score been found to reach the mid 30s.”  Anderson and Ferrans (1997, p.367) conclude “that the QOL (quality of life) of persons with CFS is significantly affected by the illness in all domains.  The very low scores on the QOL compared with other chronically ill populations (HIV, narcolepsy, hemodialysis, long-term bone marrow transplant, cancer (post chemotherapy), liver transplant, dialysis, post angioplasty, coronary artery disease) suggest that QOL is particularly and uniquely disrupted in CFS.  This has serious health implications.”

“The most seriously affected individuals may be bed-ridden most or all of the time and can do little or nothing for themselves.  Recent research has made it clear that the view that there were no specific changes demonstrable in patients with ME/CFS has become untenable.” Dr Derek Pheby, Physiotherapy, 1997, 83(2):53-56.

For those that fail to see the impact on ME/CFS patients when a psychiatric approach is taken with those with ME/CFS, please take time to read Sophia Mirza’s story:

Http://www.investinme.org/Article-050%20Sophia%20Mirza%2001.htm

Sophia Mirza died, in 2005, aged 32, from ME/CFS.  Her autopsy report concluded:

“unequivocal inflammatory changes affecting the special nerve cell collections (dorsal root ganglia) that are the gateways (or station) for all sensations going to brain through spinal cord. The changes of dorsal root ganglionitis seen in 75% of Sophia‘s spinal cord were very similar to that seen during active infection by herpes viruses (such as shingles).”


