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pointing, we cannot ignore the descriptions by many health
workers of a constellation of psychological complaints asso-
ciated with their work. Undeniably common in high pressure
settings, similar problems may arise from boredom with
an unchanging routine, especially if there is professional
isolation. ' Many accounts have described how general
practitioners, hospital doctors, and dentists have become
demoralised by the lack of variety and new interests in their
work.
What can be done to prevent and to treat burnout? The

first essential is to acknowledge the problem. Commonsense
recommendations include redesigning the job to increase
variety, prevent excessive hours, and provide better support.
Rewards should also be improved-both praise and interest
from more senior staff and, more tangibly, working
conditions, holidays, and opportunities for study leave.
Although nurses and those who work in intensive care units
have argued for regular support groups led by an outside
psychiatrist or other counsellor, most units should be
expected to organise adequate support from within their own
resources. Many unhappy units have recognised their prob-
lems-and solved them, either alone or with outside help; the
resulting improvements have reduced staff turnover and
improved morale and the quality of patient care.

Awareness of burnout and other forms of job dissatis-
faction has wider implications. Many simple measures could
improve greatly the contentment and morale of health
workers and so improve patient care. Working conditions,
career structures, job descriptions, and rotas within hospitals
and general practice need to be carefully thought out. All of
us need to feel that our work is valued and not excessive and
that it offers the variety, flexibility, and rewards to make it
worth while and enjoyable over a working lifetime. Neither
doctors 'nor the health service have so far recognised ade-
quately the importance of morale.
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Pregnancy and opiate
addiction
The 1980s has seen an upsurge in opiate addiction among the
young, and the number of pregnant addicts is increasing.' In
the mother complications are duhe to poor nutrition, general
selfneglect, and lack ofantenatal care, as well as dirty needles
and adulterants in street heroin.2 In the baby problems such

as low birth weight and prematurity may be minimised with a
low dose methadone maintenance programme combined
with good antenatal care. 'I3
The features of heroin and methadone withdrawal in

the infant are usually obvious in the first few days of life.
Neonates show a distinctive pattern of hyperactivity, ir-
ritability, restlessness, tremors, and convulsions. Persistent
high pitched crying and constant sucking and chewing
of the fingers which cannot be relieved by swaddling and
comforting are frequent. There is usually also a high level of
arousal, with muscular hypertonia, which occasionally
alternates with brief periods of hypotonia.'4 As a result these
infants have problems in maintaining alertness, orienting
their vision and hearing, and using proper motor control, and
they do not respond to maternal comforting.5 Hence a vicious
cycle of infant passivity and maternal rejection is set up.6

Infants addicted to methadone may not develop ine
features for two to four weeks after withdrawal because of
storage and prolonged metabolism and excretion of the drug.
Some authors have noted restlessness, agitation, tremor,
and sleep -disturbance for as long as three to six months
after birth, classifying this state as subacute withdrawal.'
Most neonates show some features in varying degrees and
may be treated with chlorpromazine, benzodiazepines, or
phenobarbitone depending on what the mother has been
receiving.3 78

Addicted infants are smaller with a reduced head cir-
cumference compared with controls. 69 As toddlers and
children they are highly energetic, active, and talkative,
tending to have difficulty in fine motor coordination and
to lack persistence. They also have difficulties in self
adjustment and relating socially. A prospective study,' in
which age, education, gravidity, smoking, nutrition, race,
and alcohol were controlled for, concluded that fetal opiate
exposure had a direct effect in producing the small head size
and thus the neurobehavioural outcome.6 Nevertheless, "at
risk" studies, which compare children exposed in utero to
drugs with children not exposed, have their limitations.610
They assume that any difference in behaviour between the
groups is due to the toxic effects of the drug on the child
during gestation. It is impossible to produce a sample
matched for all influencing variables and many other factors
might determine infant behavioural outcome, such as
paternal drug use, maternal polydrug abuse, nutrition,
quality of family life, and socioeconomic state. In general,
moreover, infants at risk for poor development because of
drug use during pregnancy are more likely than control
infants to be affected by poor family resources and a poor
obstetric history.
Most recent work has looked at the effect ofmethadone on

the fetus, but longitudinal studies have not shown that it is
appreciably teratogenic. The motor effects are transient,
reversible, and due to cerebral irritation. Such effects may
interreact with medical, obstetric, or psychosocial factors to
cause attention deficits in a few children, but if the cycle of
the irritable infant interacting with the vulnerable with-
drawing mother can be broken, and intensive educational
support given in a structured parenting programme, any
remaining deficits in the child can be overcome.
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Reactive hypoglycaemia
Insulin, the sulphonylureas, and alcohol cause most of the
hypoglycaemic episodes that bring people to hospital.'I
Nevertheless, many conditions may occasionally cause
hypoglycaemia,3" itself a great mimic, "capable of almost
limitless combinations of signs and symptoms."6
Hypoglycaemia is conveniently separated into the reactive

(postprandial) type, with predominantly adrenergic
symptoms two to five hours after meals, and the more
ominous fasting hypoglycaemia often with symptoms of
neuroglycopenia. Here I am principally concerned with
reactive hypoglycaemia. This may occur after intestinal
surgery, as part of an endocrine disorder (early diabetes
mellitus, cortisol deficiency, hypothyroidism), or as a
functional disturbance.5 In patients with suspected hypo-
glycaemia the first two causes of reactive hypoglycaemia are
usually easily excluded, and the distinction has to be made
between insulinoma, functional hypoglycaemia (both rare),
and symptoms not due to hypoglycaemia at all.

Britain has been largely spared the epidemic of hypo-
glycaemia currently affficting the United States.7 Some
patients and doctors there have wrongly attributed a wide
variety of symptoms to hypoglycaemia, failing to recognise
the importance of Whipple's triad (hypoglycaemic
symptoms, low plasma glucose, and response to glucose
ingestion) for the diagnosis.5 In some cases the result of the
prolonged oral glucose tolerance test has been wrongly
interpreted; certainly it is unwise to diagnose reactive
hypoglycaemia on grounds ofchemical hypoglycaemia alone.
One study has shown that among 650 normal subjects given
glucose 100 g orally plasma glucose trough values of
<2-6 mmol/l were found in 10% and of <2 16 mmol/l
in 2-5% of subjects.1 Furthermore, in 118 patients with
suspected hypoglycaemia chemical hypoglycaemia coincided
with symptoms in only 16. The symptoms in the remaining
102 patients did not correlate with meals, the results of oral
glucose tolerance tests, or the blood glucose concentration.
Fourteen of these- patients with "non-hypoglycaemia,"
however, experienced symptoms they thought were due to
hypoglycaemia after a placebo oral glucose tolerance test.8

Charles et al have argued that if reactive hypoglycaemia
relates causally to symptoms in daily life then hypoglycaemia
should be demonstrable after mixed meals. They did
not find this in 18 patients who had developed reactive
hypoglycaemia after an oral glucose tolerance test, although
14 of them had symptoms. These authors coined the term
idiopathic postprandial syndrome to distinguish patients
with postprandial symptoms but without hypoglycaemia.9

Similar findings have been reported by others using mixed
meals in patients with suspected reactive hypoglycaemia. By
contrast patients with insulinoma are symptomatically
hypoglycaemic after both mixed meals and oral glucose
tolerance tests.'0

It has been suggested that functionai reactive hypo-
glycaemia is a useful diagnostic label because "many patients
cherish this diagnosis even when it is not supported by
chemical tests since it is not life threatening, merits pro-
fessional concern, can be treated by dietary manipulation and
thus serves both patient and practitioner."" These and other
authors have, however, emphasised that misdiagnosing
functional hypoglycaemia may delay detection and treatment
of psychiatric illness."'
The Minnesota multiphasic personality inventory was

applied to 35 men and 63 women attending the Mayo Clinic
for evaluation of possible reactive hypoglycaemia. 2 The
scores for women on the hypochondriasis, depression, and
hysteria scales conformed to a conversion pattern typical of
those "who displace emotional problems to the soma and are
resistant to psychological intervention or interpretations of
symptoms." (Men also showed a trend towards this pattern.)
The authors concluded that emotional disturbance is
common in these patients but found no evidence that it was
due to hypoglycaemia.'2 Others have reported similar
findings from the Minnesota multiphasic personality
inventory. 13

A recent study entailing clinical psychiatric assessments of
patients with suspected reactive hypoglycaemia showed that
only four out of 130 had true functional hypoglycaemia;
58 had "somatoform" disorders ("conversion symptoms
without significant depression were imposed on a back-
ground of dependent, histrionic, or schizoid personality
disorder"), 46 had mainly depressive affective disorders, and
only 26 were without evidence of psychiatric disorder."
Symptoms complained of by the subgroup with "somato-
form" disorders included panic, depression, crying spells,
good and bad days, lightheadedness, dizziness, hyper-
ventilation, fatigue, agitation, tremulousness, palpitation,
irritability, weight loss or gain, drowsiness, insomnia, loss of
memory, decreased libido, frigidity, headaches, dimness of
vision, claustrophobia, and globus."I
How, then, should patients with a self diagnosis of

hypoglycaemia or postprandial symptoms suggestive of
reactive hypoglycaemia be managed? A careful clinical
history (including psychiatric assessment) and examination
are required because of the non-specific symptoms, together
with confirmation of the diagnosis by showing the presence
of Whipple's triad. The unphysiological prolonged oral
glucose tolerance test should be abandoned in assessing these
patients; a better approach is to document hypoglycaemia
after ordinary meals. Because reliable techniques for collect-
ing blood samples at home and subsequent laboratory
analysis are available the initial assessment of glucose
concentrations can be made on an outpatient basis. If
chemical hypoglycaemia is associated with the relevant
symptoms then further investigation is recommended.
A 72 hour fast (in hospital) provokes hypoglycaemia in
nearly all patients with insulinoma, and the diagnosis is
confirmed by finding inappropriately raised plasma insulin
concentrations. 14

Reactive hypoglycaemia is rare if the correct diagnostic
criteria are applied; if those patients with impaired glucose
tolerance, previous intestinal surgery, or endocrine disorders
are identified then functional hypoglycaemia, so often mis-
diagnosed, is rare indeed. A diet low in refined sugar and
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