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News Round Up by Bill Kent

understand their condition and manage it. That news
has been widely welcomed by the ME community, although some healthcare professionals are not happy
about it. However, there is a lot of other very helpful
guidance, and it is now important that those responsible for the care and treatment of CFS/ME patients
know exactly what to do – and they may need some
help in this.

There is some light at the end of the tunnel
Hello everybody. Once again we are approaching the
festive season and we are still suffering the effects of the
coronavirus pandemic, but there is reason to be hopeful
now. At this time last year we had entered a three-tier
lockdown with no indication of when it might end. Many
of those affected had to go into intensive care units
(ICUs) where they were given the very best care available, but nevertheless many suffered terribly and a large
number died. The worst figures came in January 2021 –
but then came the vaccine and suddenly everything
changed. We are not out of the woods yet; people are
still going down with the illness, but there is now every
reason to believe that Covid-19 can be brought down to
manageable proportions. So here’s looking forward to a
happier Christmas than last year and very best wishes
for the new year.
At this time last year I wrote about the extremes of
weather experienced in some places, and I referred to
climate change. At the time of writing the COP 26 Conference in Glasgow has just ended. Opinions about its
effectiveness vary tremendously, but the most compelling
view I have heard is that it is a significant step forward in
a process that has been going on (albeit too slowly) for
several years. Another sensible observation is that the
earth is not in imminent danger of being destroyed, but in
the short term we should be prepared for the effects of
rising sea levels and more wild fires whilst we take urgent
steps to prevent the more horrifying events that will otherwise happen in the longer term.

Retirement – the Countess of Mar
At a meeting of Forward-ME on 10th November Margaret, Countess of Mar, announced she would be stepping down with immediate effect. She explained that
she had founded Forward-ME thirteen years ago with
the primary aim of getting the NICE Guideline reformed, and that had now been achieved. Members
expressed their appreciation and thanked her for her
enormous contribution. Janice has sent her an appropriate floral tribute and best wishes for a long and happy retirement.

The NICE Guideline and subsequent developments

World ME Alliance

The new NICE Guideline on CFS/ME was at long last
published on 28th October. We cover this subject in more
detail on pages 5,6&7. The headline news is that NICE
have recommended that Graded Exercise Therapy
(GET) should not be offered as a treatment for CFS/ME,
and that Cognitive Behavioural Therapy (CBT) should not
be offered as a curative treatment but may help people

For the past three years the Countess has represented
Forward-ME at the bi-monthly virtual meetings of this
international body, but she now wishes to pass the baton to somebody else. Two people have put their
names forward – Sonya Chowdhury of Action for ME
(AFME) and Simon Chandler who is a supporter of re4

MEmber. A decision is yet to be made.

Briefly the current deficiencies are lack of any service in
many parts of the country, poor outcomes, little or no
provision for the housebound/bedbound, nothing for
children and over-reliance on CBT and GET. In the light
of the new NICE guidance this will all have to change.

ME/CFS services; what does the future hold?
Now that the new NICE Guideline has been published
we need to turn our attention to the treatment, help and
advice that ME people should receive, and who should
be providing those services. At the recent Forward-ME
meeting the view was expressed that, ideally, GPs
should be providing them. However, whilst GPs’
knowledge of the illness has improved compared with a
few years ago, they frequently express frustration that
there is no treatment they are able to give. One GP we
know said “If I diagnose ME I can refer the patient to the
local service where they may receive help and advice
about managing their illness, but then they are referred
back to me, they are still ill, and what can I do then?”

Next steps
There is a need for patient representative organisations
to engage with the UK Governments’ Health Departments and the Commissioners and Providers of
healthcare services about the CFS/ME services that
should be provided in future. This is a role that ForwardME could take on. In our last (Autumn) Newsletter we
set out the sort of service we would like to see and, as
we said then, we would like to fund an exemplar service.
That would cost a lot of money, but a grateful patient
hopes raise enough to make us a large donation. We
will keep posting developments on this website.

So it is clear that there are two areas to concentrate upon – 1) education and support for healthcare professionals, and 2) a reworking of the services to which they can
be referred.

Obituary – Dr Richard Sykes
We were saddened to learn of the death of Richard
Sykes who we had the pleasure of meeting on a number
of occasions. He was a great supporter of people with
CFS/ME from the early days, forming the Bristol ME
Group in 1987 and the charity Westcare the following
year. Richard was very helpful to us when we were first
setting up reMEmber. He will be greatly missed.

Education and support for healthcare professionals
In our last Newsletter we wrote about the newly-formed
body Doctors with ME, the global professional association for medical practitioners, scientists and researchers. It has a number of distinguished Honorary Fellows
including our medical advisor, Dr Willy Weir, Dr Charles
Shepherd, Dr David Strain of Exeter University and Professor Ian Lipkin of the United States. Doctors with ME
empowers medical practitioners, scientists, industry and
policy makers with evidence-based practices and scientific rigour. It is powerful – it has, for example, secured
from Health Education England the removal of a video
about long covid which contained inaccuracies.

The new NICE Guideline
The new Guideline was released on 28th October. It was
to have been published on 18th August but at the last
minute publication was delayed because some in the
Royal Medical Colleges apparently took fright at the
thought of GET being abolished as a treatment for ME
and the use of CBT being restricted (see the paragraph
headed “The Nice Guideline and Subsequent Developments” on page 4 above). In response to this NICE arranged a “Roundtable” meeting on 17th September with
representatives of patients and the healthcare professions present. In the event NICE overruled the objections.

A leading figure in Doctors with ME is Dr Nina Muirhead
who has produced a free e-learning module on ME/CFS
to offer GPs and healthcare professionals generally a
new insight into treating and supporting patients. Health
professionals who complete the module will receive one
hour of CPD accreditation. Ruth Richardson of AFME
reports that there was a lot of interest in the module
from GPs at the Royal College of GPs annual conference in October and comments “It’s great to see such
interest from GPs, particularly trainees who are starting
out on their careers and are eager to learn more”.

The full NICE guideline can be accessed on the NICE
website www.nice.org.uk/guidance NG206 It is very
long; the main points are in the following Press Notice
issued by Forward-ME
Doctors, and people with ME* welcome the new
NICE guideline on ME/CFS, which brings major improvements to the diagnosis, management and support for people with ME.

The subject of education and support for doctors was
discussed at length at the Forward-ME Zoom meeting
on 10th November. The minutes of the meeting can be
found on the Forward-ME website www.forwardme.co.uk . The All-Party Parliamentary Group for ME
(APPG) chaired by Carol Monaghan MP recently called
for the education and training of doctors on this subject.

The new guideline on ME/CFS sets out a significant
change in approach:
Recommending ‘Energy Management’ technique
to avoid ‘Post-Exertional Malaise’ and exacerbation of
symptoms. This approach recommends people with ME

A new approach to services for people with ME/CFS
We referred in detail to this need in our last Newsletter.
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plan their physical and cognitive activities to stay within
their energy limits, incorporating rest where necessary.
This is also known as ‘Pacing’.

ing ME/CFS as a complex, multi-system disorder instead
of as a psychosomatic condition that can be treated or
cured
with
psychological
and/or
behavioural
interventions.

Maintains the use of Cognitive Behavioural Therapy
(CBT) only to help people cope with the distress which
can accompany a long term condition, but recognises
that CBT cannot cure ME.

The NICE guideline includes clarifications to the diagno
tic criteria that should be used to identify ME/CFS. It is
characterised by four key symptoms: debilitating fatigue
that gets worse following activity, post-exertional malaise, unrefreshing sleep or sleep disturbance, and cognitive difficulties known as 'brain fog'. Anyone with all
four of these symptoms lasting three months or more
should be assessed by a ME/CFS specialist team.

Child safeguarding is significantly improved. Some parents of children with ME have been subjected
to inappropriate child protection orders, and threatened
with the removal of their children, in the belief that the
parents had caused a ‘fabricated or induced illness’.
The recommendations on ‘Energy Management’ will
also help people with Long Covid who experience PostExertional Malaise (PEM), many of whom have reported
‘Graded Exercise Therapy’ worsened their condition,
and their symptoms were dismissed as anxiety.

Caroline Kingdon, research nurse and UK ME/CFS biobank lead at the London School of Hygiene & Tropical
Medicine, who was on the NICE committee working on
the revised guideline, said: 'This severe, complex
multisystem disease has long been misjudged by the
healthcare profession.

This recommendation is a clear break from the past.
Previously, people with ME were offered ‘Graded Exercise Therapy’ (GET), based on a hypothesis that they
were deconditioned. NICE found the evidence for this to
be poor quality, and many people with ME reported that
GET caused serious harm.

Educating nurses about the needs of people with ME/
CFS will help drive the step change in understanding and
belief, compassion and empathy required to care for all
patients with ME/CFS. During my many years as a
nurse, I have rarely encountered individuals who are as
ill as people with the most severe ME/CFS. Even when
people with mild disease consider themselves fully recovered, they have often simply adjusted their lives to
manage its effects. The new ME/CFS guideline
promises to treat people with ME/CFS with compassion,
ensuring that the care they receive is safe and of the
highest standard, and is delivered appropriately accor
ding to the needs of the individual.'

The new guideline on ME/CFS was due to be published
in August, but NICE ‘paused’ the release following intervention from some clinicians. After a round-table with
representatives from the ‘Royal Colleges’ and ME charities, NICE is now confident that the guideline can be
fully implemented.
And the following helpful article appeared in the
Nursing Times

New NICE Guideline – Summary

Updated ME/CFS guidance finally published following controversy

NO GET, NO Lightning Process, reduced role for CBT
Advice to doctors on diagnosis (including tests to exclude other possibilities), seeking advice from specialists
(nb there are very few of these – Ed), and symptom
management.

Graded exercise therapy (GET) should not be used to
treat patients with myalgic encephalomyelitis/chronic
fatigue
syndrome
(ME/CFS)
because
it
can worsen the condition, according to updated guidance from the National Institute for Health and Care
Excellence (NICE).

Advice to doctors on children; referral to a paediatrician
and liaison with schools about their education. Review of
patients’ condition in primary care.

The NICE guidance published today also states that
cognitive behavioural therapy (CBT) should not be considered
a
cure
for
ME/CFS,
although
it
may sometimes be beneficial in managing mental health
consequences of living with the condition, as with an
chronic illness.

Giving personalised care and support; liaison with social
services.
Training and education for healthcare professionals.
Messages of support for the Guideline were given by:-

Instead of being encouraged to push themselves to be
more active, patients with ME/CFS should receive individually tailored support from a multidisciplinary team to
help them manage their symptoms, and stay
within their energy limit, the guidance recommends.
This recommendation reflects a shift towards consider-

BACME, the Chartered Society for Physiotherapy, Physios for ME, the APPG on ME and, as noted above, the
Nursing Times. Most other professional organisations
and journals have reported on the Guideline without expressing any opinion. However, the Royal Medical Colleges issued a joint statement indicating they were not
6

happy about the removal of GET and the downgrading
of CBT. On this point Dr Charles Shepherd has commented “…but there seems to be a grudging acceptance
that they can’t do anything about it” He also wonders
whether they have actually bothered to read the full
Guideline which contains so many positive recommendations.

our conferences a few years back. Karen is now going
abroad and we wish her every success in her new venture.
Closure of the ME/CFS specialist service at Queens
Hospital Romford, Essex
The ME Association has informed us this the specialist
myalgic encephalomyelitis/chronic fatigue syndrome
(ME/CFS) service from Neurology is closing and appointments to newly referred patients are no longer being offered. As background information, Amelia Goldsmith-Lister, Highly Specialist Occupational Therapist, is
retiring next year. Thr clinic has been closed to new referrals although they will be offering follow up appointments until March 2022, after which the service will
close completely.

CFS/ME and vaccines
Because of the national programme of Covid-19 vaccination we have had enquiries about the possible effect
of vaccines on CFS/ME. It is known that people with
CFS/ME do sometimes react badly to vaccinations including those for flu and Covid-19. We know of some
people with CFS/ME who have reported a bad reaction
to either the first or second Covid jab and are now asking whether it is advisable to have the booster jab. In a
ME Association leaflet published in October Dr Charles
Shepherd has pointed out that Covid-19 is going to be
with us for the foreseeable future, and there is growing
evidence that immunity starts to decline from around six
months after the second vaccination, hence the case for
the booster jab.

It is concerning to know that people in this catchment
area will no longer have a secondary care service to
which they might be referred, more so in light of the new
NICE clinical guideline for ME/CFS that specifically recommends the availability of such services to support
patients who need help obtaining a diagnosis, to live
with the condition, or with ongoing management.

Dr Shepherd goes on to say that “we just don’t know
whether having an adverse reaction to a first or second
dose of Covid-19 vaccine means you will have a bad
reaction to the booster….intuition suggests that could
well be the case.” That was written in October and we
have now had one or two reports of adverse reaction to
the booster in CFS/ME people.

Consultant neurologist Dr Abhijit Chaudhuri, Consultant
Neurologist at the Romford specialist service, will also
be reducing his clinical work. He has an increasing demand on his time as the new Chair of the Specialty Certificate Exam Board in Neurology of the Federation of
Royal Colleges. He will be concentrating on multiple
sclerosis as the only specialist secondary care service
from now on.

So if you are trying to decide whether or not to have the
booster, you have to weigh the possibility of unpleasant
side effects (such as a “zapping up” of your ME symptoms) against the stronger possibility of a very nasty,
possibly fatal, illness if you go unvaccinated.

Abhijit Chaudhuri told Dr Charles Shepherd 'It's a real
shame that I shall be leaving ME/CFS after 25 years of
active involvement since I first started working with the
late Professor Peter Behan in Glasgow - where I came
to know you. Sadly, there is no successor in neurology
who has a declared interest in ME/CFS or even chronic
fatigue in neurological disorders. “

Charles Shepherd has also pointed out that the booster
jabs will be with either the Pfizer or Moderna vaccines –
regardless of which vaccine was used for your first or
second jab. Both of these have been shown to have a
strong booster response. The AstraZeneca vaccine is
only being used for the booster in exceptional circumstances.

We’ll meet again…….
We are sorry that throughout the period of the pandemic
we have been unable to hold our usual meetings, fundraising events etc. But we hope to resume them when
things return to normal. In the meantime we welcome
anything you would like to send us for the Newsletter.

On the back page of this issue is a light-hearted look at
the joys of getting older sent in by Rachel Whitlam, one
of our members and fund-raisers.

As Vera Lynn sang “Keep smiling through…”. Have a
very happy Christmas and here’s hoping for a better
new year.

Bon Voyage
Bon Voyage to Professor Karen Walker-Bone, one of
our medical advisors. Karen was until recently Professor
and Honorary Consultant in Occupational Rheumatology
at Southampton She is also Director of Arthritis Research UK. Until 2013 she was at Brighton and Sussex
Medical School. Some of you may remember she gave
a talk about fibromyalgia and pain in CFS/ME at one of
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The 1918 Influenza Pandemic: Back to the Future?
Unwin R.J.
Background:

gious disease like influenza.

It is just over a century since the 1918 flu pandemic, sometimes
referred to as the “mother” of pandemics. This brief retrospective of the 1918 pandemic is taken from the viewpoint of the
current SARS-CoV-2/COVID-19 pandemic and is based on a
short lecture given during the 2021 Virtual Congress of the
(European Renal Association—European Dyalisis and Transplant Association). ERA-EDTA)

An Historical Perspective
The “Spanish flu,” as it became known, overtook war as a
cause of death at the close of WWl and may even have contributed to its ending. It was called “flu”, although its exact nature was not really clear even then and until much later.
Something very like flu, at least as it was described, probably
first appeared around 1510, although some authorities have
suggested that it was described much earlier, in the mid-12th
century, and was referred to as the "sweating sickness". As
such, it is described in some detail in an account by Jhon Caius (John Keys) a physician, and later President of the Royal
College of Physicians, in 1552. However, there is some doubt
as to what this actually was and it probably covered a number
of different causes of a contagious fever, although not particularly confined to crowded and unsanitary towns or cities, but
also common among more rural populations, and perhaps a rat
-borne viral infection ‒ hantavirus has been suggested (for
which bats can also be a host, as has been speculated on for
the source of SARS-CoV-2). It was known to be seasonal,
although more common in the summer, rather than winter, and
it seemed to occur more frequently in the rich than the poor,
and with a high mortality, especially in young adults. Symptoms were mainly of widespread aches and pains with headache, sweating, fever, and delirium. Later in the 17th and 18th
centuries, there were several epidemics of a similar illness, but
accompanied by major respiratory symptoms and the term
“influenza” in Italian, from the Latin influentia, meaning
“influence” or “visitation”, was coined. The physician Thomas
Sydenham, known as the “English Hippocrates”, writing in
1679 gives a detailed account of a seasonal and epidemic
respiratory illness occurring in winter and very like flu, but
which he likened to “hooping cough” in children. An early epidemiological study carried out by the Royal College of Physicians in England in 1780 identified one such epidemic of this
flu-like illness that spread rapidly from Newcastle to London .

Summary:
This review summarizes and highlights some of the earlier pandemic’s salient features, some parallels with today, and some
potential learnings, bearing in mind that the flu pandemic occurred over 100 years ago at a time of major turmoil during the
climax to WWl, and with limited medical expertise and
knowledge, research facilities, or well-structured and resourced
healthcare services. While there is little or no information on
renal complications at the time, or an effective treatment, some
observations in relation to COVID-19 and vaccination are included.
Key Messages: Lessons are difficult to draw from 1918 other
than the importance and value of non-pharmaceutical
measures to limit viral transmission. While the economic impact
of the 1918 pandemic was significant, as it is now with COVID19, subsequent economic analysis has shown that protecting
public health and preserving economic activity are not mutually
exclusive. Both H1N1 and SARS-CoV-2 viruses are neurotropic
and may cause chronically debilitating neurological diseases,
including conditions such as encephalitis lethargica (still debated) and myalgic encephalomyelitis (chronic fatigue syndrome),
respectively. Although coronavirus and influenza viral infections
have some similarities, they are certainly not the same, as we
are realising, and future infectious pandemics may still surprise
us, but being “forewarned is forearmed.”
© 2021 The Author(s). Published by S. Karger AG, Basel
While the present does not repeat the past, the past can
enlighten the present

By the middle of the 19th century, influenza was recognized as
widespread throughout Europe and data began to be collected
on it as an important cause of death: average annual death
rates per 100,000 population attributed to influenza for England and Wales in the 1840s were around 1,500 (for a population of 18 million) with an epidemic jump in 1847 to almost
10,000 (Fig. 1). However, the first recorded influenza pandemic was from 1889 to 1892, known as the “Russian flu” and became prevalent throughout Europe and North America, and
probably spread originally from Western Siberia. This established influenza as we know it today, with regular and limited
seasonal outbreaks, until the 1918 pandemic. Figure 1 shows
estimated deaths in England and Wales from influenza from
1840 to 1950, with the peak of the pandemic in 1918-19, and
also illustrating the 3 waves of infection that occurred in 1918 ‒
spring, autumn, and the following spring ‒ before eventually
fading away to become epidemic and seasonal again, typically
in the late autumn and early winter, as now.

Adapted from Timothy Snyder, Richard Levin Professor of History at Yale University
Introduction
Influenza mortality in 1918 was unprecedented and although
the final figure is still argued about, it was probably in excess of
50 million attributable deaths worldwide, and over half a million
in the United States alone, equivalent to over 2 million for today’s US population, with 1% of those infected dying (casefatality ratio). While there are many social and cultural differences from today, there was already widespread travel in 1918
by land (motor car, bus, and train) and sea, although no aviation; there was also rapid communication by telegraph, local,
national and international newspapers, although no radio or
television; and already large mixed populations in high urban
concentrations ‒ all factors that facilitate the spread of a conta-
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countries were similar to what has been seen with COVID-,
though perhaps more widespread globally, and with relatively isolated countries like Australia and New Zealand somewhat spared, although less so now because of air travel. In
1918 special multi-bedded “fever” hospitals were soon established, initially for infected troops who had become ill while in
their crowded dormitories or confined on troopships crossing
the Atlantic to France. Figure 3 (see page 12) shows a typical photograph of such a facility (left) and how it compares
with the first Nightingale emergency hospital (right) set up in
London in just 9 days with almost 3,000 intensive care beds
for anticipated COVID-19 cases.
Mask-wearing was the only form of protection available in
1918 and was standard among medical personnel and soon
became widespread in public, but the masks were flimsy and
worn more in the mistaken belief that they protected the
wearer from infection, rather than that they might reduce the
spread of infection. However, as with COVID-19, many people opposed wearing masks and protest meetings were held
that only served to spread the infection, as well as rumours
and quack remedies for protection by wearing camphor ball
necklaces (reminiscent of the posies worn during earlier
plague epidemics), gargling, eating onions, fumigation and
the use of carbolic spray (cf. recommendations of disinfectant and UV light for COVID-19). Despite the risks, large
gatherings and “parties” were often encouraged to gain immunity; the reasoning being similar to the earlier and dangerous practice of variolation for protection against a serious
bout of small pox (rather than the safer inoculation with cowpox introduced by Edward Jenner in 1796). The mortality
from seasonal influenza is now generally quite low (<0.3% ),
and it is often considered a mild infection, except in the very
young and very old or infirm. In contrast, mortality in 1918
was around 3% overall, rising to almost 10% or higher in
some places during the second wave, which caused death
mainly among young adults (25–40 years), who accounted
for 40% of fatalities. This seems surprising, given the demographics of seasonal flu today, but has been attributed to
residual immunity in the elderly at the time, a generation
exposed as children to the 1890 pandemic mentioned earlier, and probably due to a closely related influenza virus; as
well as the serious complication in many of those younger
adults with first infections of secondary bacterial pneumonia
and sepsis, and no effective treatments. However, why this
was so prominent during the second, but not the first or third
waves of infection is still unclear; it may have been due to
the explosive spread of infection during the second autumn
wave and an increased viral load, or the virus may have mutated to become
more pathogenic.
As already mentioned, influenza
mortality today is
<0.3% compared
with current estimates of around
2% for COVID19. But it is
known that patients with chronic kidney disease
tend to be older

This chart showing reported death rates per 100,000 population in England and Wales attributed to influenza from the
1840s to 1950s and showing the peak during the 1918 pandemic; the inset illustrates the 3 waves of infection during
1918 from spring, when large-scale infections first appeared
and death rates were relatively modest, to the second autumn
wave when deaths from infection increased dramatically, and
the following spring when death rates began to fall and the
pandemic slowly subside. Mortality from influenza by age is
typically “U-shaped” (highest in the very young and the very
old), but during the second wave in 1918, it was “W-shaped”
with a peak mortality in young adults.
Some Parallels between Influenza and COVID-19
As to its origins in 1918, this is still widely debated and there
was probably no single country as the source of spread. The
term “Spanish flu” is, of course, unfair, and a misnomer.
Spain was a neutral country and journalists were free to report the beginnings of the pandemic, unlike the combatant
nations that all enforced heavy censorship, fearing public
alarm and of giving comfort to the enemy. However, cases in
large numbers began to be described in the Midwest of the
USA, mainly in military barracks for young army recruits before their transfer overseas to France, as well as cases in
France on the Western Front, which caused significant problems for the fighting strength of both opposing armies. Pioneer neurosurgeon Harvey Cushing was a medical army officer in France at the time and he describes troops with epidemic “grippe”, a term Osler had also used (in his famous
textbook The Principles and Practice of Medicine). Cushing
also describes his own affliction with what may very well have
been post influenza
GuillainBarré syndrome,
which has been
reported recently
as a sequel of
COVID-19 infection.
Patterns
of
worldwide
spread
are
shown in Figure
2 beside. The
main
affected
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and at increased risk of a severe illness from influenza, which
is why annual vaccination is generally recommended. The
situation with COVID-19 in chronic kidney disease is similar
and also potentially very serious with one series reporting a
mortality of over 40%. (These figures are for, until now, unvaccinated patients.)

cases of severe disease and with a much poorer outcome.
There are no descriptions available in 1918 of any associated
renal involvement, but this is probably because recognizing
renal dysfunction was still rudimentary at the time and that the
pulmonary pathology was such a dominant clinical feature; but
even today, renal complications of influenza are uncommon.
In contrast, it soon became apparent that SARS-CoV-2 infection is associated with acute kidney injury, initially attributed to
severe pneumonia with acute respiratory distress syndrome
and the recommendation to restrict intravenous fluids. However, it soon became clear that the virus is renotropic and targets
epithelial cells expressing angiotensin-converting enzyme 2,
the receptor mediating viral entry and infection, including in
renal tubular cells and causing direct cellular injury.

Many of the leading scientists involved in trying to understand
and combat the infection in 1918 were based in the USA and
mainly at the Rockefeller Institute, which had been founded
only 20 years before. William Welch (1850–1934) had helped
to create the Rockefeller Institute with the philanthropist John
D. Rockefeller and was one of the first to recognize in 1918
the significance of what he considered to be a new infection
that he likened to plague. Scientists at the time understood
and accepted the germ theory of disease developed by Robert
Koch (1843–1910) and Louis Pasteur (1822–1895) half a century earlier; they could identify and grow bacteria, and were
also aware of agents causing infection that could be filtered
(“filterable viruses”) and were not simple toxins. Paul Ehrlich
(1854–1915) had coined the term “magic bullet” for treatments
that could kill infectious pathogens. There was already an appreciation of the immune system and how it might be manipulated to protect and treat some infections with the development of antibacterial vaccines and antisera. However, it was
also recognized that vaccines and antisera can only work
against a specific causal agent or toxin that had to be known
and identified, which was the problem for the cause of influenza. Paul Lewis (1879–1929), with Simon Flexner (1863-1946),
had identified a virus as the cause of poliomyelitis in monkeys
10 years earlier and produced an effective vaccine in monkeys
[16], although it would take much longer to develop a vaccine
for humans. Rufus Cole (1872–1966) had successfully produced a pneumococcal vaccine that proved effective in some
patients with influenza and secondary bacterial pneumonia.
However, much of the early focus on the causal agent for influenza was another bacterium, rather than a virus, Haemophilus influenzae, originally known as Pfeiffer’s bacterium, which
had been isolated by Richard Pfeiffer (1858–1945) during the
1890 influenza pandemic, and hence its later name. It was
found frequently in patients with influenza, although not in all
cases, and attempts to immunize against it or produce an antiserum had failed. In fact, Osler considered it an association
only and “constantly with us”, and an unlikely cause of influenza.

Large doses of quinine and aspirin were often the mainstays
of drug treatment at the time, but administered at doses likely
to cause toxicity, including deafness; aspirin toxicity may have
been a contributory factor to the high mortality. Again, Osler
had warned of this and described the risk of “profound prostration” with the incautious use of aspirin, although he recommended strychnine during recovery as a cardiac stimulant.
It was again Paul Lewis who proposed that the most likely
cause of influenza was a virus and not a bacterium, but he
was unable to isolate it and produce a vaccine, as he had
done so successfully for polio. It was left to Lewis’ sometime
assistant and protégé Richard Shope (1901–1966) to isolate
the virus much later, then known as swine influenza, in 1936
and to demonstrate that it was the likely cause of the 1918
pandemic. This was later identified as H1N1 virus and its related strains named according to the surface-expressed haemaggluttinin (H) and neuraminidase (N) proteins (cf. SARSCoV-2 spike protein).
There have been three pandemics since 1918, two with different strains of the virus, the last one in 2009 with what was a
similar H1N1 strain to the 1918 pandemic. Animal reservoirs
for influenza viruses are pig and wildfowl and, as also seems
possible, if contentious, for coronavirus. Asian live-poultry or
“wet markets” are still an important possible source of new
virus strains. These markets also sell meat from other wild
animals (some that can be intermediate viral hosts from, e.g.,
bats and pangolins) and could potentially cross-contaminate.
The main routes of viral transmission for both influenza and
COVID-19 seem similar, although for COVID-19 it is mainly
via droplets and aerosols, rather than fomites (inanimate surfaces); direct patient contact might also be important for
COVID-19. So far it seems that complications of infection are
more likely in the elderly than in the very young, but as we
learn more about COVID-19, it is becoming apparent that all
age groups can contract COVID-19 and become seriously ill,
and there is growing concern at what is being described as
“long COVID”, a debilitating state of chronic ill-health following
recovery from acute infection. Risk and comorbidities associated with more severe infection and a poorer clinical outcome
are similar for both influenza and COVID-19, including obesity
and underlying cardiovascular or pulmonary disease, as well
as premature birth in pregnant women.

While it is generally believed that in 1918 the main cause of
death was secondary bacterial infection with pneumonia,
death was often rapid, occurring within 3–5 days in many cases, and it is possible that something very similar to a “cytokine
storm” occurred, as is seen in fatal cases of COVID-19 infection, and that this contributed to the high death rate in young
adults who were capable of mounting a more aggressive immune response to the virus. Heliotrope (“lavender”) cyanosis,
indicating profound hypoxia, was a universally fatal sign and is
repeatedly referred to in the descriptions of cases reported
during the second wave of infection, again mainly in young
adults, and heralded by so-called mahogany spots over the
cheeks with a flushed appearance. Viral as well as bacterial
pneumonia occurred and subsequent studies of archived postmortem tissue have been able to detect viral antigen. Similar
examples of pathology of the lung with COVID-19 infection
have been described, together with bacterial superinfection in

An interesting and perhaps important retrospective and historical aside is that US President Woodrow Wilson contracted
influenza while in Paris following the Armistice and during the
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Versailles Treaty negotiations. He had what may have been
one or more small strokes, which were probably related to the
infection (cf. COVID-19) that left him severely incapacitated.
However, this was kept a secret for fear of compromising the
negotiations, but historians believe that it probably resulted in
the unopposed harsh demands for war reparations made by
the allies, especially France, which may have led eventually to
WWll.

An interesting recent economic analysis from data available
from 1918, and in light of the debate over a choice between
preserving health or preserving the economy, is that while
there was clearly a significant economic impact of the pandemic, those cities that “locked-down” sooner and for longer
not only experienced a lower mortality overall, but also had
better maintained levels of employment-related economic activity. However, what does seem crucial today is the need for
financial support from governments in the short-term to sustain a healthy workforce in readiness for the pandemic’s ending. Moreover, the experience of 1918 serves to emphasize
the importance and value of non-pharmaceutical interventions
(NPI) and that they may need to be maintained for longer periods to match with available medical services, including personnel. Assisting the population financially helps to ensure
that these measures can be put in place and continued, and
that livelihoods and the economy can be supported until recovery.

Consequences, Measures, and Lessons
The pandemic compounded the economic losses of WWl. Unlike the economic upswing of a war-time economy itself, and
the further post-war rebound in economic growth that can occur, as seen after WWll, there was an estimated 7% drop in
overall economic activity from 1918 to 1920. This is similar to
estimates for COVID-19 and economic activity did seem to
recover significantly after the pandemic and during the boom
years of the 1920s until the onset of the Great Depression in
1929. Measures to contain the infection in 1918 relied on social distancing and quarantine, as now. It became clear that
large gatherings must be avoided, indeed banned, and schools
closed, with enforced reporting of cases of infection and their
quarantine. The latter probably had a smaller impact on infection spread than the former. However, since this was not imposed in a uniform manner, it is possible to compare how
these measures were put in place in different cities, their duration, and effect on peak mortality rates. For example, it became clear that a city in the USA such as Philadelphia that
delayed introducing these restrictions and allowed large gatherings to continue, when compared with St Louis, a city that
rapidly introduced containment measures within a few days of
being alerted to new cases, experienced a much higher death
rate (Fig. 5) below. Also, the duration of these measures was
important: the longer the better. While the effect of reducing
peak mortality may have risked another wave of infections
once social distancing measures were eased, and until there
had been sufficient infections to confer some degree of “herd
immunity”, which at that time was only possible through being
infected (rather than vaccination), it did mean that hospital
services were more likely to cope with a slow easing of restrictions, and infections may have proved milder or easier to
manage with the available medical support.

We have been fortunate in developing several effective vaccines against COVID-19 in record time, which has depended
not only on exploiting advances in molecular and cell biology,
but also on a reassuring ability and willingness of scientists,
industry, and government to co-operate. These vaccines may
provide the level of herd immunity we need to limit the spread
of infection and end the current pandemic. However, this still
depends on viral infectivity and the initial or baseline R number, the number of secondary cases generated by one primary
infection in an at-risk population, as well as the efficacy of the
vaccine. With the currently most effective COVID-19 vaccines,
the herd immunity threshold is estimated to be around 70% of
the population, but if new variants of the virus become more
infectious, this threshold will increase. Until the virus slows its
rate of pathogenic mutation, non-pharmaceutical intervention
will need to stay in place in some form and reapplied when
necessary. Having learnt some of the lessons from 1918 in
pandemic preparedness, the response to the last H1N1 outbreak in 2009 was quite effective, but for some reason we
have been slower off the mark with COVID-19, despite repeated warnings that another pandemic was very likely to occur,
and our earlier and recent experiences with SARS (SARSCoV-1), MERS-CoV, Ebola, and Zika viral epidemics. No
doubt future historians will provide explanations in due course.

Fig. 5. See below

The Longer Term

This shows a comparison of peak mortality between the cities
of Philadelphia and St Louis: The former delayed its “lockdown” measures, whereas the latter acted promptly and maintained non-pharmaceutical interventions (NPI) for longer.

The influenza pandemic had burnt itself out by 1920 and what
followed were sporadic seasonal cases, but there were subsequent large-scale epidemics in 1957 (H2N2 or Asian flu), 1968
(H3N2 or Hong Kong flu) and in 2009 (H1N1 or Swine flu).
Annual flu vaccination, despite the potential for viral mutations
and need to adapt vaccines, has proved effective in reducing
seasonal infection rates and deaths from influenza, especially
in the elderly and in those with significant comorbidities. There
are now several reports that flu vaccination itself offers some
protection against COVID-19, which may be the result of a
more general priming or boost to the immune system.
The main late and long-term health consequence attributed to
an influenza infection before and during the 1918 pandemic
was encephalitis lethargica or "sleepy sickness" and brought
to public attention by the 1990 film “Awakenings” and the dramatic benefits of L-DOPA treatment. While the link to the 1918
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influenza pandemic is still disputed, the timing and epidemiology are difficult to ignore and although so far no H1N1 virus
material has been isolated from historical brain tissue or CSF,
no alternative causal agent has been identified. Could this
neurological complication or something similar follow infection
with COVID-19? This is speculative, but it is worth noting that
anosmia is almost a cardinal sign of early COVID-19 infection,
suggesting that the virus is neurotropic, and there has been at
least one case report of COVID-19-associated encephalitis.
However, neurological and musculoskeletal involvement may
be more insidious, resulting in a syndrome very like chronic
fatigue syndrome (myalgic encephalomyelitis). More neuropsychiatric complications following COVID-19 infection are
becoming evident and cannot be explained by prolonged social isolation. Osler could have been describing COVID-19
when writing about influenza and remarking that
“convalescence requires careful management, and it may be
weeks or months before the patient is restored to full health”
and that “depression of spirits following the disease is one of
its most unpleasant and obstinate features”. Moreover, there
seem to be broader multi-organ consequences of COVID-19
that are beginning to be recognized, with increased disease
rates for diabetes, cardiovascular events, chronic kidney and
chronic liver disease, and that this applies across the age
spectrum for a variety of other clinical sequelae.
Conclusion
Finally, it is instructive to look back and consider some of the
parallels between 1918 and 2020 and to learn a few practical
lessons from an earlier time, despite the many intervening
years, and the scientific and technical progress we have made
since then. One striking difference today from 1918 is the way
in which it has been possible to disseminate so rapidly and
freely clinical observations and research findings on COVID19, and to test and validate quickly potential therapies. This is
a tribute to the wider scientific community and its willingness
to co-operate, share, and organize when necessary. But it
could be that these advances have been offset to some extent
by the greater freedom of travel and the inroads made into
parts of the world and their animal habitats that have been
relatively isolated until now. This highlights once again the
importance of our environment, a theme of the 58th ERAEDTA Congress, and how we should respect and nurture it
carefully, and to prepare ourselves not only for the long-term
health consequences of COVID-19, but also to ensure that our
public health services are better prepared and equipped for
the next (inevitable) pandemic.

Funding Sources
No relevant funding.
Author Contributions
This a single author paper conceptualized and written by the author.
Footnotes
Children’s popular rhyme songs during the Plague; Ring a Ring o’ Roses, A pockets full of
posies, Atischoo, atischoo, We all fall down, and during the 1918 pandemic; I had a little bird,
its name was Enza, I open up the window and “in flu” Enza.
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Chronic Fatigue Syndrome (CFS/ME) by Tony Pinching
This article has been taken from one written by Prof Pinching in 2011. The information is just
as valid now, although some of the medicines may have been superseded because of
pharmaceutical developments.
The condition
This article will highlight some key
issues relevant to all clinicians,
derived from the author’s clinical
experience and the published reports and research literature. CFS/
ME is common enough that most
clinicians will encounter it, and will
need to know what it is and what
can be done about it.
Epidemiology
Several population studies in the
USA have found a consistent
prevalence of about 0.4%—or 1
person in 250. It occurs at any
age, and is more common in females. It is more common in lower
socio-economic class groups, in
rural areas and in ethnic minorities (contrary to impressions from
those accessing care). Similar
studies in the developing world
(Brazil, India, and Nigeria) suggest that CFS is even more common there, though less often diagnosed.
In 75-80% of patients, CFS/ME
seems to follow a triggering infection, including glandular fever, viral
meningitis or labyrinthitis, viral
hepatitis, salmonellosis or Q fever.
Non-infective triggers include physical trauma. There is a genetic
predisposition; identical twins are
more likely both to have CFS/ME
than non- identical twins. Factors
such as excessive work pressure,
overtraining, stress or bereavement,
or other infections may affect recovery from infective or other triggers.
Severity
Severity varies a great deal, from
people who are bed- or housebound with severe disability and
intrusive symptoms, through mod-

erate disability that permits some
tasks but not work, through to
‘mild’ which can be compatible with
some work, but with significant ongoing symptoms and restrictions. In
terms of the person’s experience,
‘mild’ is not really the word.
Prognosis
Some post-infective fatigue states
may last a few months, while many
people take several years to improve wholly or substantially. Others may remain very restricted for
many years. In the great majority,
there can be improvement; this is
partly because of increased levels
of function, and partly by making the
best of any level. Even patients with
long-standing illness can improve.
Aetiology and pathogenesis
The aetiology and pathogenesis of
the condition is as yet unknown
There are many theories, such as
defective immunoregulation, changes in the function of the nervous
system, hypothalamo-pituitary axis
changes, and abnormal stress response, but more data are required.
However, the following working hypothesis can help support patients
through a provisional explanatory
model.
The malaise, fatigue and constitutional symptoms felt during infections are side-effects of a transiently
activated immune system. With
CFS/ME, it is as if the immune system is not fully switched off after
infection (or other triggers). Increased serum levels of pro-and
anti-inflammatory
cytokines
are
found in CFS/ME and rise further 12 days after activity, when patients
have post-exertional symptoms.
These cytokines alter the fine tuning
and function of central, peripheral
and autonomic nervous systems,
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giving rise to the neurologically mediated symptoms.
Clinical profile
The characteristic clinical profile of
CFS/ME is of a mix of symptoms
that fluctuate characteristically in
relation to activity—physical, cognitive or emotional. The symptom mix
is unique to each individual, but
some symptoms are very common.
The fatigue or exhaustion experience is unlike everyday fatigue. It
comprises a pervasive lack of energy and stamina, both physical and
cognitive. It is typically combined
with a sense of malaise (‘ill-tired’).
Patients often describe this as flulike, or similar to a bad hangover or
jet lag—or a combination of all three.
The malaise and the fatigue are typically worse after even minor exertion—not at the time, but later that
day or, more often, the following day
or day after. This delayed impact on
these and other symptoms is one of
the most characteristic features of
the illness. Similar fluctuations can
occur with infection, major stressors,
and trauma.
Pain
Pain is common, although not a universal symptom; it is often persistent, and often fluctuates with activity
in a similar way. Muscle pain is often
associated with twitching, spasms or
cramps, and is similar to that experienced after extreme exertion. Joint
pain is generally non-specific and
without swelling or inflammatory
markers. Nerve pain is probably the
most intrusive, often with a burning
quality, and associated with paraesthesiae or numbness, and sometimes shooting pains. Fibromyalgia
can be a feature and is a type of
nerve pain with focal tender points.
Headache is common, and may be
migraine-like in quality.

Immune symptoms
Sore throat is common and lymph
nodes in neck, axilla and/or groin
may be tender and slightly enlarged.
Some patients have low-grade fever.
Some patients have few cold or flu
symptoms while they are ill, but others seem to catch everything that is
going around. Both may reflect differing degrees of immune activation.
Autonomic symptoms and IBS
Patients may have poor temperature
control, sweating, postural hypotension, palpitations, and other symptoms of altered autonomic nervous
system function. Many patients have
associated irritable bowel syndrome
(IBS), with bloating, alternating diarrhoea and constipation, and crampy
abdominal pains.
Sensory symptoms
Many patients have a feeling of sensory overload or distortion, with intolerance of light, sound or sometimes
smell. Vestibular problems, especially if labyrinthitis was the trigger, can
present with vertigo or inco-ordination, and increased travel sickness.
Cognitive symptoms
It is very common for patients to experience problems with working or
short-term memory, concentration,
multi-tasking, and word finding.
These can be debilitating and worrying. Intolerance of even small
amounts of alcohol and of some
medications is also common.
Sleep disturbances
Sleep patterns can be disturbed, and
sleep is unrefreshing. Most patients
have problems getting to sleep, even
if tired, and/or have a tendency to be
wakeful during the night, sometimes
with excessive dreams/nightmares
and restlessness. In early months
there may be hypersomnia, and in
some this persists.
Mood disturbances
Mood disturbance is common in association with CFS/ME, with anxiety
or depression, or both; mood swings
and irritability are common, and anxious patients may experience panic

attacks. Changes in mood may be
a reaction to the widespread effects of the illness, or can reflect
prior vulnerability. Sometimes altered mood is part of the symptom
complex, possibly induced by cytokines.
Diagnosis
The diagnosis is best made by listening carefully to the patient’s story, and recognizing the patterns of
symptoms, and how they vary in
relation to other activities/events.
Much can be gained diagnostically
and therapeutically by encouraging
the patient to tell their story. The
narrative often contains the answers, as the patient may recognize while they tell it. They also feel
validated by being properly listened
to. Diagnosis is positive, largely
through pattern recognition. This is
vital, with early referral to a specialist if uncertain. Tests are done to
exclude
other
similar-sounding
conditions but, as yet, there is no
validated test for CFS/ME itself. A
diagnosis of CFS is best made
through an open respectful dialogue with the patient, careful
monitoring and regular adjustments
of activity in the light of change.
Therapeutic strategies
The first step in treatment is to give
a clear diagnosis, and providing
some explanation for their often
alarming symptoms, as well as ruling out other things of concern to
the patient. If the patient has more
than one condition (e.g. CFS/ME
and depression; CFS/ ME and osteoarthritis), it is important to explain this, and how the conditions interact.
The next and crucial step is acceptance, not just at a literal level, but at a deeper emotional level.
This illness is a very unwelcome
intrusion in people’s lives, but to
achieve durable improvement and
engagement with treatment, the
patient will need to accept that
things are different.
The following outlines some of the
approaches that can be used to
15

help maximize function, minimize
problems, and optimize the prospects for healing and recovery. It
is essential, however, to individualize therapy according to the nature,
severity and wider impact of the
person’s illness, and their own
style, priorities and preferences, let
alone the specific symptoms.
Activity management
This is crucial, and universally use
- ful. The principles are simple, but
the practice is difficult. It is vital
for the patient and the clinician to
work together to individualize the
approach in a way that reflects the
person, their situation and their
illness. The key is open, respectful dialogue, careful monitoring,
and regular adjustment in the light
of change. It is important for patients to see the relationship between what they do and how they
feel
Finding a baseline
The priority is first to set a sustainable baseline of activity. Activity
planning must consider all energy
consumption, physical, mental and
emotional. It should incorporate
every thing that is important to the
person, at levels that are manageable.
Sustainable means a level that
doesn’t automatically cause delayed increases in symptoms.
There should be a balance between ‘work’ and ‘play’; recreation
is essential. It is often best to aim
low, so that once the baseline is
achieved and things start to improve, the next steps are upward.
Level and content should be informed by the patient’s previous
experiences as the illness has
evolved. Keeping a little energy in
reserve is wise.
As time goes on, it will be possible
to work out what symptoms are
warning signs of unsustainable activity, and which can be ignored.
In general, if increased symptoms
with activity are delayed, and if
they increase as the task is repeated, it is the current limit set by

illness. If symptoms are felt at the
time of activity, and get better as a
task is repeated, they may be ignorable.
Once the patient has been at a
steady level for some weeks,
symptoms will start to reduce. On a
‘good day’, when they feel better,
they should enjoy it and only do
a little more of something enjoyable; but not do everything they feel
they could do.
Activity changes must initially be
by small increments, checked to
ensure they are sustainable, and
then slowly built up more. The type
of activity is the patient’s choice, in
terms of what would make most
difference to them and their situation. Some may want to build up
physical tasks, others to do more
cognitive activity; for some it is a
question of doing very basic things;
some may focus on work, others
on quality of life. The clinician’s role
is to guide and monitor, and to act
as a sounding board.
Types of activity management
programmes
Various approaches and techniques have been described and
tested. In clinical practice, it is often
best to use an eclectic mix of
things for the particular person in
context, applied thoughtfully and
flexibly, adapted to impact. The
NICE guideline provides some generally useful descriptions of the approaches used (including graded
activity, graded exercise and pacing), as do resources produced by
patient groups and by professionals.
Adjustment
For most people affected by CFS/
ME, this illness is confusing and un
- welcome. Understandably, it may
be hard to accept, to adjust, and
to adapt appropriately. Despite this,
it is amazing how many people do
make major lifestyle adjustments.
But those who find it hard to
change may need guidance, or else
they may perversely do things that
make illness worse, maintaining it
or delaying recovery; others they

may develop significant secondary ate dependency. But occasional
mood disorder, or other secondary does can be helpful in someone
with severe sleep problems not yet
personal or social consequences.
controlled by other means.
Mind over matter?
For patients who wake during the
In this situation, patients may bene- night, low-dose tricyclics can be
fit from mind-over-matter therapies, helpful (it is important to explain that
such as brief psychological inter- they are not being used as antiventions. Cognitive behaviour ther- depressants). Some are sedating,
apy is one commonly used ap- if getting off to sleep is a problem,
proach and has shown to be helpful but otherwise, less sedating or nonfor some. It is not a panacea, but it sedating options may be best. Amican help adjustment and activity triptyline or Nortriptyline, starting
management. Its application in this at 10 mg, are often helpful, with
condition does not say anything nortriptyline being non-sedating.
about the cause of the illness, but it These drugs can also help with
is just a pragmatic tool that can be nerve pain, headache prevention
of use for some people in some situ- and IBS. They can cause some
ations. Many clinicians may use the autonomic side- effects and, if so,
principles in an eclectic mix of ap- Trazodone or Lofepramine are
proaches.
useful alternatives, though less
Patients whose CFS/ME occurs good for pain; liquid formulations
against a background of previous allow lower doses (e.g. starting at 1
mood disorder or vulnerability may ml, i.e. 10 mg trazodone; 14 mg
require more substantial psycho- lofepramine). In the author’s experitherapeutic help, delivered accord- ence, low doses of tricyclics (for
ing to assessed need by specialist sleep) can usefully be combined
with selective serotonin reuptake
clinicians.
inhibitor (SSRI) antidepressants (for
Symptom control
mood) if needed.
Symptoms in CFS/ME are widePain
spread and unpleasant, and some
may perpetuate illness. While most Muscle pain associated with twitch
symptoms will diminish with time -ing, etc, can respond to the musand activity management, some are cle relaxant baclofen, which seems
worth suppressing. Knowing that well tolerated and can also help
one can suppress a symptom if it sleep. If cramps and increased
gets too bad can also be helpful. muscle tension are a problem,
The agents used are to help make quinine can be helpful. Although
the illness easier, and can be quinine sulphate is prescribable, a
bottle of tonic water or bitter lemon
stopped when improved.
can be a nice alternative! Some
Sleep
patients find massage helpful.
Probably the most common sympNerve pain is the most intrusive.
tom that merits consideration is
While tricyclics can help, more sesleep disturbance. Sufficient good
vere neuropathic pain responds to
quality sleep is vital for the healing
Gabapentin or Pregabalin. These
process generally, and is also imshould be built up from low doses as
portant to maximize cognitive funcneeded and tolerated. Sodium
tion. Sleep hygiene can often
Valproate is also useful, but Carhelp—regular
routines,
winding
bamazepine is not well tolerated.
down in the evening, using relaxaAcupuncture can help nerve pain.
tion techniques, avoiding caffeinatJoint pain may be helped by noned drinks, and not getting oversteroidal anti-inflammatory drugs,
tired. Apart from very short-term
such as Ibuprofen, Naproxen or diuse, hypnotics should be avoided,
clofenac, but care is needed bebecause they lose efficacy and cre16

cause of common gastrointestinal
side-effects.
Painkillers are of limited use, but
should be used with care. Paracetamol, Co-codamol, Co-dydramol and
Tramadol can be useful; stronger
opiates rarely add much benefit, but
often add other problems.
Headaches
Apart from simple painkillers, migrainous headaches can respond
well to triptans. However, if frequent/ persistent, there is a risk of
rebound headaches. Patients with
headaches more than fortnightly
should use preventive approaches.
Pizotifen and tricyclics are usually
tried, but some patients respond to
sodium valproate, gabapentin, acupuncture or feverfew. Beta-blockers
(e.g. Propranolol) often exacerbate
fatigue, and should be avoided.
Headache can result from neck
muscle tension (see options above).
Vertigo and tinnitus
Vertigo is very disabling, and also
causes patients to burn up a lot of
energy coping with it; there may be
associated nausea. CawthorneCooksey exercises are often recommended but CFS/ME patients don’t
often benefit. Some patients are
helped
by
Betahistine,
Prochlorperazine or Cinnarizine, if they
are not too sedating. Hearing therapists can often help with intrusive
tinnitus, using white noise.
IBS
Usual approaches can be used for
IBS. Most patients benefit from reducing dietary cereal fibre. Some
benefit from exclusion of dairy or
wheat. Colpermin, Mebeverine and
Alverine are useful antispasmodics.
Imodium can reduce diarrhoea; lactulose or other stool softeners are
better than stimulants for constipation. Indigestion and nausea can be
helped by usual acid suppression
medication, and domperidone.

Depression and anxiety
These are common co-morbid conditions and where appropriate they
should be treated. It is important to
be clear to the patient that such
treatment is geared to the management of intrusive mood disorder, and
is not the treatment for CFS/ME.
Psychotherapy of various forms may
be helpful, and should be considered
if appropriate. The choice of antidepressant requires some care be
- cause agents that are generally
useful for others may be poorly tolerated by people with CFS/ME. In
general, the more activating agents
(venlafaxine, fluoxetine, paroxetine)
are best avoided, as they exacerbate
sleep disorder at night, and encourage over activity by day. Citalopram, escitalopram, and sertraline
are usually the best SSRIs for depression in CFS/ME patients, as
they are not (or minimally) activating; they can also be helpful at
low dose for anxiety. Mirtazapine
has a tricyclic-like effect on sleep,
is a good anti-depressant and is
well tolerated. St John’s Wort can
help depression and may be preferred to pharmaceuticals by some
patients. Trazodone can be used for
anxiety. More common side- effects
of these approaches in this population include nausea, sweating,
weight gain and reduced libido.
One important conclusion from many
clinical trials of different agents is
that antidepressants do not help
patients with CFS/ME who do not
have mood (or sleep) disorder. It
is surprising how many clinicians
have the opposite impression.

tients need to get information about
what is being provided and why, and
what the experience has been with
other patients. Patients may need
help and support with the increasingly complex and often harsh
worlds of benefits and employment.
Ultimately, just listening and “being
there” can make an enormous difference for people affected.
Key points
Chronic fatigue syndrome, or myalgic encephalomyelopathy (CFS/ME)
is a common disabling illness that
poses big challenges for patients,
carers and clinicians.
Diagnosis is by recognizing the
characteristic pattern of symptoms,
and the typically delayed manner in
which they are affected by physical
and cognitive activity and other
events.
Treatment focuses on working in
partnership with the patient to set
appropriate levels and balance of
activity, and to adapt to the many
resulting changes.
Symptom
control
measures
(including medication) may be helpful, especially for problems with
sleep, pain and mood, as these may
perpetuate illness or exacerbate it.
There is still much more we need
to know about CFS/ME, but what we
already know—together with applying some very simple clinical skills
and basic humanity—can make an
enormous difference.
Conclusions

Other considerations
Providing consistent reliable resources of information can be helpful. Where appropriate, patients can
provide each other with support
through local groups, etc. Some patients with less severe illness may
benefit from Expert Patient Programmes, or similar approaches.
Complementary approaches can
also help in various ways, but pa17

CFS/ME is a common, unpleasant
and disabling illness. Early diagnosis, explanation, appropriate advice
about activity management and adjustment, together with symptom
control can make a difference. This
can be a clinically satisfying condition to treat, as it demands the clinician to work in full partnership with
the patients, enabling them to regain
control of their bodies and their lives.

LONG COVID/ME TREATMENT
From Dr Willy Weir

From CHEMIST Over The Counter
NIACIN 50 MG DAILY FIRST WEEK, THEN 100 MG DAILY FOR 3 MONTHS
VITAMIN C 500 MG X2 PER DAY FOR 3 MONTHS
VITAMIN D 2000 UNITS PER DAY FOR 3 MONTHS
ZINC 15 MG DAILY FOR 3 MONTHS
SELENIUM 50 micrograms PER DAY FOR 3 MONTHS
QUERCETIN 5OO MG PER DAY FOR 3 MONTHS

By prescription: if digestive symptoms present
NALCROM 200 MG X3 PER DAY BEFORE FOOD, FOR 3 MONTHS
FAMOTIDINE 40 MG X2 PER DAY FOR 3 MONTHS

POTS/ORTHOSTATIC INTOLERANCE (if present)
GLUCOSE/ELECTROLYTE MIXTURE WITH 500 MLS WATER WITH BREAKFAST. EITHER DIORALYTE (OTC
FROM CHEMIST) OR ST MARKS’ SOLUTION, RECIPE AVAILABLE ONLINE. FLUDROCORTISONE AS WELL,
BUT TRY THE ABOVE FIRST.
Pacing
Keep gently active but stay inside your energy envelope (see article pages 14 to 17)

Meditation technique
Twice per day morning and evening – before 7 pm

For an appointment with Dr Willy Weir at
10 Harley Street
London WIG 9PF
Phone 0207 467 8478
There maybe a wait at the moment
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The self and others: attitudes to vaccination
Roger Homan our Ethics Adviser
I am writing at the beginning of November 2021 and with
reference, unless otherwise stated, to the experience of
the United Kingdom. Seldom if ever has the virus
dropped from the leading news headlines over the last
eighteen months. When history is written the verdict on
the UK response will no doubt be variable but in regard
to vaccination the UK made a fast start, and the proportion of various sections of the population who accepted
vaccination compared favourably with many other places. That said, caution has to be exercised in comparing
statistics as governments have different ways of collecting and releasing statistics, of agreeing what constitutes
full vaccination and of selecting demographic samples.
Achievements
In the UK nearly 50 million individuals have received the
vaccine, representing nine in ten having been jabbed
once and eight in ten having had a second dose, with a
booster vaccination now being available. Their governments have invested their reputations and made themselves accountable on the basis of their respective vaccination campaigns. There have been frequent briefings
from Downing Street. The political mission has been an
urging to all to be vaccinated at the earliest opportunity
as well as to mask, ventilate and keep social distance. If
we are locked into this hegemony we perceive resistance to be contrary to the national interest, and the
non-compliant are possibly reluctant to identify themselves.
Reasons for refusal
Nevertheless, most administrations acknowledge the
rights of the individual. There may be medical reasons
such as allergies and psychological barriers such as a
phobia about needles. There are notionally rational objections, albeit ones that rely on remote or minority evidence, of jabbing having had harmful effects in the past
such as thalidomide. Individuals who report their private
investigations in social media connect with incipient
doubts in the audience, and opinion leaders in the public
domain legitimise contradiction of the official narrative.
Curiously some of the more reputedly coercive regimes
have not achieved high vaccination rates whereas more
libertarian states like Germany have hitherto done well.
Sanctions and incentives
Short of compulsion, organizations may have at their
disposal a number of sanctions or incentives to effect

compliance. For example, the Football Association operates certain restrictions on the use of training grounds
and may relax these if a certain level of vaccination is
achieved. If only one or two users continue to refuse the
group pressure of others may prevail. This strategy is
sometimes known as normative social control.
It may be expected that employers may choose to hire
only those who have proof of having been jabbed. A restaurateur who can guarantee this precaution will have an
advantage over a competitor who cannot. On the other
hand, recruitment will be difficult if vaccination is a qualification. The UK government has expressed the need for
all NHS staff to be vaccinated but dare not lose their service.
Avoiding compliance
Where there is a cultural tradition of the underground, or
the expectation of conspiracy by those in power, devious
alternatives to compliance may find a place. Some evangelical pastors have offered documentation verifying religious belief against vaccine for those who belong to or
join their churches. In Canada, Prime Minister Justin Trudeau has called for something less flimsy like a sworn
affidavit.
The target in Russia was to vaccinate 60 per cent of the
population by the end of the summer but the Guardian
reports that fell short by half. Teachers and people who
are expected to trade use fake certificates to show at
road blocks. It is estimated that half the population of
Russia does not intend to comply. In Los Angeles unvaccinated police officers were required to submit to a twiceweekly Covid test, the cost of which was deducted from
their wages. In India the image of Prime Minister Modi
appears on every vaccination certificate. In such conditions it seems likely that wider political predispositions
may affect attitudes to vaccination as a government policy.
A moral paradox
There is a great paradox in national administrations of
the vaccine. On the one hand governments preach the
moral obligation to protect neighbours as well as oneself
but on the other they hold surplus stocks for boosters
while low income nations cannot afford access and have
reached barely more than three or four in a hundred of
their populations.
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Laughter is the Best Medicine!

I have everything that I wanted as a teenager,
only 60 years later.

When I was a child I thought "nap time" was a
punishment. Now it feels like a small vacation.

I don't have to go to school or work.

The biggest lie I tell myself is... " I don't have to
write that down, I'll remember it".

I get an allowance every month.

I don't have grey hair... I have "wisdom highlights"! I'm just very wise.

I have my own pad. I don't have a curfew. I have
a driver's license and my own car.

If God wanted me to touch my toes, He
would've put them on my knees.

The people I hang around with are not scared of
getting pregnant and I don't have acne.

Last year I joined a support group for procrastinators. We haven't met yet.

Life is great. I changed my car horn to gunshot
sounds. People get out of the way much faster
now.

Why do I have to press one for English when
you're just going to transfer me to someone I
can't understand anyway?

Gone are the days when girls used to cook like
their mothers. Now they drink like their fathers.

Of course, I talk to myself. Sometimes I need
expert advice.

I didn't make it to the gym today. That makes
five years in a row. I decided to stop calling the
bathroom "John" and renamed it the "Jim". I
feel so much better saying I went to the Jim this
morning.

At my age "Getting Lucky" means walking into
a room and remembering what I came In there
for.
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