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This interesting forty page paper is divided into nine sections and includes thirteen
references, with Annex (1) relating to the composition and CVs of the research group
and Annex (2) a summary of the previous public consultation questionnaire
(November 2002) unrelated to the present paper. As much of the material overlaps
between sections, I have chosen to concentrate on the very explicit “mission
statement” (page 5 para 18). This focuses on seven strategic themes reflecting the
headings used in the remainder of the document and the research recommendations of
the CMO’s Working Party (1999 – 2002):1.

2.

RESEARCH AND REFINEMENT OF CASE DEFINITION
a)

Inevitably, this has to start with TERMINOLOGY (see page 7 para
34). “CFS/ME, the name chosen throughout the document is a
contradiction in terms, for it binds together two conflicting (1992)
WHO classifications: (1) “CFS” (ICD 10 F48.0) comprising a variety
of mental illness and (2) “ME” (ICD 10 G 93.3) which defines a single
neurological illness. I comment only on the second classification.

b)

The earliest definition of ME (WALLIS 1957) (1) was the first to
provide clear epidemiological detail, to describe the classical
disturbance of the autonomic nervous system found in all patients and
to define the disease and its variations in children. In 1990,
DOWSETT, RAMSAY, BELL et al (2) published a detailed clinical and
laboratory study of 420 patients followed up for 12 years. This may be
what is sometimes described as “the RAMSAY (London) definition”
though the study was based in Essex. WALLIS’s description has never
been improved upon and three further classifications (HOLMES 1988,
THE OXFORD 1990 AND FUKADA 1994) have caused sufficient
confusion between research workers to demand yet another revision in
the USA!

EPIDEMIOLOGICAL FRAMEWORK
This is indeed the rationale for any scientific study. A determined and wellplanned attempt to find out the who, what, where and when, will often disclose
the bonus of why! This has definitely not been neglected in the UK, beginning
with the seminal epidemiological study by ACHESON in 1959 (3). This work
has been continued without a break by RAMSAY (4), (35 years),
RICHARDSON (5) (40 years), and DOWSETT (6) (39 years, ongoing), enabling
DOWSETT AND RICHARDSON to present “The epidemiology of Myalgic
Encephalomyelitis (ME) in the UK 1919 – 1999” to the Department of Health,
the Chief Medical Officer’s working party on ME and to the all-party
Parliamentary Group of MPs interested in ME at Westminster, in the autumn
of 1999. Our studies show that ME is endemic in the UK but with epidemic
and pandemic potential and describes in detail the epidemic in the mid 1960s
and the pandemic between 1980 and 1989 when there was a seven-fold
increase in incidence both here and abroad.

3. DEVELOPING AND TESTING HYPOTHESES ABOUT
PATHOPHYSIOLOGY

A Latin aphorism well known to the medical profession states that it is only by
discovering the cause of an illness that the effect can be removed. With the
advance of modern technology in the early 1980s and the availability of brainimaging and molecular biology, much has been discovered about this illness:MICROBIOLOGY: The introduction of the POLYMERASE CHAIN
REACTION (PC.R) (7) has linked this disease with some thirteen species of
polio and non-polio viruses. Isolation of these from the brain, heart muscle and
other internal organs (eg, at post mortem (8) or by transplantation (9)) has already
revolutionised the management of enteroviral heart disease, especially in
young people and children.
BRAIN IMAGING: The use of SPECT and PET scans (10) indicates metabolic
disturbance of the brain, leading to an explanation of the central fatigue
suffered by all patients together with the prolonged recovery after exercise and
the specific cognitive disturbances described over the years. M R I Scans are
less useful in the UK but, with the different techniques used in the USA, they
reveal areas of inflammation and other damage adjacent to blood vessels (11) in
the brain. This technology indicates the encephalitic nature of the illness.
HORMOMAL ASSAYS (12), now routinely available, indicate damage to the
HYPOTHALMUS and its dependent functions, which clearly explain the
abnormal response to stress and the generalised autonomic disturbance.
4.

DESIGN AND EVALUATION OF INTERVENTIONS
Further scientific discoveries recently reported, indicate that embryonic stem
cells (13) left over from foetal development, remain in the brain tissue during
adult life and are capable of “running repairs” (thus patients are able to recover
after head injury, stroke and relapse in ME). However, overuse of these
repairs, as in ME (when the patients are overstressed physically or mentally)
will cause unnecessary deterioration which may then become irreparable.
Intervention in the form of financial, rehabilitation and nutritional support can
do much to prevent the physical, occupational and other deterioration in the
quality of life for a large group of patients now between 40 and 60 years of
age, to say nothing of educational loss in children.

5.

HEALTH SERVICE INTERVENTIONS
It is sad to read that these are said to be of dubious priority in the present state
of the NHS (page 169 para 170, see also above paragraph) when it is known
that the correct type of rehabilitation can stabilise the illness (14). This requires
access to local facilities without discrimination against patients with a
diagnosis of ME, together with a domiciliary nursing service for the bedbound who are unable to travel.

6. RESEARCH CAPACITY AND INTERFACE WITH SERVICES
CURRENT TECHNOLOGICAL ADVANCES include:a)

DIAGNOSIS: using rapid PCR (15) methods (readable within five
hours) to detect acute enterovirus infection in schools, paediatric and
maternity units, infant and primary schools can assure the correct
treatment and prevent unnecessary hospital admission and antibiotic
administration. Between 6% and 10% of school children exposed to
enteroviral infection may later develop ME (16).

b)

TREATMENT: improved antiviral drugs now being developed for
childhood infections in the USA (17).
The discovery of interfering RNA (DS RNA i)
method of limiting infection.

(18)

discloses a natural

Knowledge about embryonic stem cells (including those naturally
occurring in the brain) (19) provides a means of repair in many
neurological conditions.
The discovery of defects and imbalance in the production of active and
inactive genetic strands of viral RNA (20) provides further diagnostic
and therapeutic possibilities.
Direction of this research into schools, using modern technology,
would provide the most favourable and the most economical
opportunity for epidemiology, diagnosis and prevention of outbreaks
by immunological means (eg, vaccination).
c)

7.

MODERN TECHNOLOGY will enable mobility, possible
independence and means of communication for severely affected
patients especially those still able to study or train.

THE VALUE OF LAY PARTICIPATION
It has to be remembered that the cognitive disturbances described in this
illness, rarely involve the intellect. Some of the finest researchers in the past
and the present have been sufferers from ME and two of them currently work
in the UK. Many patients, who pace themselves carefully, enter further
education later in life (eg, the Open University) and by this and other means
become PhD students. Others, affected in childhood, go on later to enter the
medical, legal and other professions to say nothing of success in the Arts and
many domestic or financial occupations. The “expert patient” training schemes
are currently in operation. All of these are to be commended.
The excellent Annex (No 2) added to this document indicates the range of
common sense in relation to research on the part of lay carers, patients and the
doctors and scientists who help them although it needs (as elsewhere) suitable
prioritisation!
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