
Letters

having a baby with spina bifida. I

However, despite increasing awareness of
the risk2 there have been a further eight
cases of spina bifida owing to valproate
in the UK in the past two years making
a total of 35 (Committee on Safety of
Medicines, personal communication).
Furthermore, in utero exposure to car-
bamazepine has also been shown to be
associated with spina bifida, though the
risk (1%) is slightly less than with
valproate.3 4

General practitioners have an important
role to play in counselling teenage girls
and women of childbearing age taking an-
ticonvulsant drugs. Patients can be
reassured that 93% of babies born to
mothers with epilepsy requiring treatment
will be healthy,5 and that any pregnancies
should receive special monitoring. Since
poorly controlled epilepsy during preg-
nancy may be hazardous to both mother
and fetus, many pregnant patients will
need to continue their antiepileptic
medication. Women taking valproate or
carbamazepine should be warned about
the risk of spina bifida and told about the
need for screening - provided of course
that they;would consider-termination of
an affected pregnancy.

For the few who attend forpreconcep-
tual counselling the need for continued
treatment may be reviewed after two years,
remission, and polypharmacy should be
avoided.6 Although folic acid sup-
plementation around the time of concep-
tion reduces the recurrence rate of neural
tube defects,7 there is no clear evidence
that it prevents drug induced spina bifida.

Pregnant women taking valproate or
carbamazepine need to be referred to a
specialist centre with high resolution ultra-
sound and experienced technicians as a
routine ultrasound with poorer equipment
or less experienced staff may miss some
cases of spina bifida. If the mother's
serum alpha-fetoprotein level is raised, or
the ultrasound is unsatisfactory as a result
of maternal obesity or poor fetal position,
amniocentesis should be performed.

Further cases of drug induced spina
bifida will inevitably occur in future, but
if we as general practitioners can ensure
that our patients are fully aware of the
risks, we will have done our best.
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Chronic fatigue syndrome
Sir,
The adoption of the term chronic fatigue
syndrome for conditions like myalgic
encephalomyelitis and effort syndrome in
the paper by Lynch and colleagues
(August Journal, p.339) is difficult to
understand. The differences between these
disorders are so marked, that an umbrella
term is destined to be both confusing and
misleading.
The emphasis on the term fatigue is un-

fortunate for many reasons. First; research
has shown that only a tiny proportion of
people with unexplained fatigue fulfil'the
standard diagnostic criteria for myalgic
encephalomyelitis.' Secondly, Lynch and
colleagues' definition of chronic fatigue
syndrome is too broad to distinguish peo-
ple with myalgic encephalomyelitis from
those who are feeling run down or
depressed or suffering from the more
common and less severe post-viral syn-
drome. Thirdly, the term trivializes the il-
lness. Everyone gets tired now and then
and most people find it hard to unders-
tand how some may be disabled by it. In
our view, the name suggests something
which is tolerable and volitional, requir-
ing little more than adequate rest and a
positive attitude. What the term fails to
communicate is that the fatigue reported
by people with myalgic encephalomyelitis
is severe and debilitating; that it is unlike
anything most of them have' experienced
before and that it is often associated with
an intense influenza-like malaise.2'3 We
therefore agree with English that as far as
myalgic encephalomyelitis is concerned,
'fatigue is the most pathetically inade-
quate term'.2
Another factor which concerns us is

that the failure to distinguish between
myalgic encephalomyelitis and other
causes of chronic fatigue could have
serious consequences. For instance, while
exercise has been found to be helpful in
alleviating the fatigue associated with
depression and lack of physical fitness,4
this regimen was no better than other in-
effective treatments when recently tested
in a carefully'selected sample of patients
with myalgic encephalomyelitis (Hickie C,

paper presented to conference on chronic
fatigue and immune dysfunction syn-
drome, Charlotte, North Carolina, USA,
1990). Indeed, there are a number of
reports that exercise can trigger relapses
and exacerbate symptoms.56
We would also like to point out that in

contrast to the reports on the more
heterogeneous chronic fatigue syndrome,
cases of true clinical depression in myalgic
encephalomyelitis are quite rare and the
vast majority of patients who become
depressed do so as a direct result of the
disease process and the social and
psychological sequelae of their illness.7
Unhappiness and frustration do not
always add up to depression and where
there is no apathy, anhedonia, suicidal
ideation and low self-esteem, we believe
that the appropriate treatment should
focus on support and counselling, rather
than antidepressant medication. Although
some may dismiss our lack of enthusiasm
for these drugs as a reflection of a general
prejudice against psychiatry, there is grow-
ing evidence that on the whole, patients
with myalgic encephalomyelitis do not res-
pond well to antidepressant drugs.689

Finally, the fluctuating nature of
myalgic encephalomyelitis'0 means that
the apparent efficacy of a treatment may
be due, at least in part, to spontaneous im-
provement. Factors such as this makes it
extremely difficult to interpret clata from
open trials. However, we are aware of
anecdotal reports that drugs like dothiepin
and fluoxetine have benefited some pa-
tients, particularly those with sleep
disorders and abnormal natural killer
(NK) cell function (Klimas N, paper
presented to conference, Charlotte, North
Carolina, USA, 1990). Therefore, like
Lynch and colleagues, we would welcome
properly designed and controlled studies
to assess the effects of these antidepres-
sant drugs in more detail.
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Sir,
I read with interest the papers on the
chronic fatigue syndrome (August Jour-
nal, p.324, 339). This syndrome has
become an important diagnosis in both
general practice and psychiatry. With the
awareness of such a diagnostic entity,
more patients are being recognized and
managed (although the aetiology still
remains unknown).

Depression as an inherent feature of
chronic fatigue syndrome remains a con-
troversial issue and great care is needed
in treating these patients as 'depressed'.
Subjectively, many patients with the
chronic fatigue syndrome describe their
mood state as depressed, probably
because of lack of any other socially
approved metaphor. For a practitioner,
however, it is important to make an ob-
jective assessment about the significance
of this expression in terms of the range
and reactivity of affect and the dispropor-
tion of depressive presentation in the con-
text of the patient's life situation and ex-
periences. If depression is significant, the
diagnosis of chronic fatigue syndrome
becomes secondary to that of depressive
disorder as fatigue may be a feature of
depression. However, if chronic fatigue
syndrome remains the primary diagnosis,
one must remember that antidepressant
drugs are neither euphoriants nor
stimulants and that there is no empirical
evidence for the benefit of antidepressant
treatment in this syndrome, although there
is a recommendation for it to be tried as
an alternatp mode of treatment.
Although viral infection'i3 and minor

immunological aberrations3-7 have been
implicated in the aetiology of chronic
fatigue syndrome, one is reminded of the
concept of neuraesthenia first described
by Beard in 1869.8 The core features of
this disorder were a reduced capacity for
the output of energy and mental and
physical effort, a lack of initiative and an
unwillingness to undertake new activities.
Slater and Roth suggested that patients
with chronic fatigue syndrome are 'rare-
ly accessible to psychotherapy. They fre-

quent the surgeries of general practitioners
and are as a rule satisfied with the
prescription of tonic medicine or some
other placebo. The patients are frequent-
ly helped' by monoamine oxidase in-
hibiting drugs, which may be given for
some weeks at a time with intermissions.
Some patients feel normal on a dose of
dexamphetamine'.9
Other treatments tried for chronic

fatigue syndrome are high dose
acyclovir,3 intramuscular liver extract-
folic acid-cyanacobalamin,'0 intra-
muscular immunoglobulin," high dose
intravenous immunoglobulin G mon-
thly,7 a mixture of evening primrose oil
and fish oil containing gamma-linoleic
acid and eicosapentaenoic acid'2 and
intramuscular magnesium sulphate week-
ly.'3 However, none of the treatments
have shown any promising results.

Since there is no definite recommenda-
tion about treatment for the chronic
fatigue syndrome the patient should pro-
bably be given the treatment that is the
personal preference of the treating physi-
cian. This may include cognitive
behaviour therapy, increasing physical ac-
tivity, analgesics, non-steroidal anti-
inflammatory drugs or antidepressant
drugs.
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Sir,
Ho-Yen and McNamara give an interesting
account of general practitioners' ex-
perience of the chronic fatigue syndrome
(August Journal, p.324). However, many
of the conclusions which they draw are
not supported by their study.
The problem lies in the method by

which cases were identified. It seems
unlikely that the doctors who responded
to the questionnaire would have screened
every patient on their practice lists for the
condition. Even to screen only those pa-
tients who attended the surgery would
have been a massive undertaking. There
is no evidence that the practices involved
kept a case register for this illness. I
presume therefore that the cases reported
were identified from memory by the
doctors who responded to the survey.

Thus, for patients who meet the criteria
for this illness to be identified as a 'case'
they must: decide that they are ill, decide
to visit the doctor, be correctly identified
as a case by the general practitioner and
leave such an impression on the doctor's
mind as to be easily recalled later. It is very
unlikely that, having passed through such
a selection procedure, the cases identified
would represent either the true number or
display the typical characteristics of pa-
tients with this condition in the general
population.

Indeed, the selection process outlined
above could well explain some of the
results obtained. Patients with more severe
illness and those not attending work are
more likely to visit their doctor, accoun-
ting for the high proportion of patients
with these characteristics. Similarly, those
who take up 'a lot' or 'excessive' amounts
of a general practitioner's time are far
more likely to be remembered and includ-
ed in the study, explaining why nearly half
of the women and over 407o of the men
fell into these categories. The large varia-
tion in 'prevalence' rates between districts
is far more likely to be due to differences
in rates of detection than to differences
in the underlying prevalence in the com-
munity or even in practice attenders.

This study is a valuable subjective ac-
count of general practitioners' experience
of and attitudes to the chronic fatigue syn-
drome. It is not a study of the prevalence
of this condition or of the characteristics
of its sufferers in the general population
or in the population of genera,l practice
attenders.
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