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provements in behaviour and arousal have been reported.'8
Exton-Smith et al suggested that higher doses of such agents
may produce improvements in cognition.'9 Perhaps the
emphasis of the debate should be changed to consideration of
which patients are likely to benefit from enhancement of
their cerebral metabolism. Is it those with least derangement
ofmetabolism and little structural damage or those with most
derangement of metabolism and most structural damage? If
the proposed division of Alzheimer's disease is confirmed
then clinical trials in carefully characterised homogeneous
groups of patients may produce more meaningful results.
Many of the drugs in the miscellaneous group have been

reviewed by Reisberg.20 Clinical trials have been few, and the
physiopathological basis for their use is in most cases
tenuous. Opioid overactivity is said to occur in Alzheimer's
disease due to a reduction in the inhibitory influence of
y-aminobutyric acid on opiate systems: and so opiate antago-
nists (naloxone) have been proposed as a treatment of
Alzheimer's disease. Clinical trials of naloxone have been
inconclusive. Vasopressin has also been postulated to have an
enhancing effect on memory in normal people,2' but no
improvement in memory function has been shown in people
with brain damage.22
A new class of cerebrally active substances, the

"nootropics," has been used in dementia with inconclusive
results. An example is piracetam, a cyclic derivative of
y-aminobutyric acid, which is said to increase synthesis of
adenosine-5'-triphosphate and enhance release of acetyl-
choline in the hippocampus. Further investigations are being
undertaken to study its use in combination with precursors of
choline synthesis.
The cholinergic treatment strategy has been reviewed by

Johns et al and Rosenburg et al.2324 This strategy has the
merit of being derived from established biochemical abnor-
malities in Alzheimer's disease. Three approaches have been
tried in attempts to enhance cholinergic activity: use of
precursors (choline or lecithin); use of anticholinesterases
(physostigmine); or use of muscarinic receptor agonists
(arecholine). Clinical trials of precursors have been almost
uniformly negative,2324 and giving such substances causes
practical problems as they are bulky-and it is also debatable
whether such agents increase the amount of central
cholinergic activity.23 Anticholinesterases have produced
clinical improvement in some patients, but the short half life
of physostigmine limits its usefulness. Both these strategies
are open to the criticism that they are attempting to induce
change in the defective presynaptic part of the cholinergic
system. The third strategy, use of muscarinic agonists,
avoids this criticism as the muscarinic receptors are intact.
Many such agents, however, have short half lives. Longer
acting agents such as oxotremarine await evaluation.

It is still too early to evaluate the place of the cholinergic
strategy in the treatment of Alzheimer's disease. Levy has
argued that to expect clinical improvement may be asking too
much of such drugs, and that drug trials should be designed
to assess whether the test substance can slow down the
disease process rather than producing measurable
improvement.25
Does discovery of cholinergic abnormalities in

Alzheimer's disease bring promise of a therapeutic break-
through akin to those which have occurred in Parkinson's
disease as the result of identifying a dopamine deficiency?
Such a parallel assumes that the deficit in the cholinergic
system is the fundamental lesion in Alzheimer's disease, and
this assumption is not yet entirely upheld by current
pathophysiological findings; nor have attempts to make good

that deficiency had unequivocal success. The current genera-
tion of "antidementia drugs" is heterogeneous, containing
both drugs of great theoretical interest and of rational
derivation and others that seem inherently less likely to be
relevant or useful. For the present even those few that have
shown some consistent improvements seem to offer neither
sufficiently practical nor sufficiently sustained benefits to
justify their general use-outside a research setting.
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What do you work with?
The days are gone when patients working in industry
handled only a few harmful substances such as lead, brass,
and silica. Rapid advances in technology have resulted in
workers being exposed to a much wider range of harmful or
possibly harmful substances. No doctor can have a full
knowledge of all forms of industrial exposure, so what action
should he take when he or she (or increasingly nowadays the
patient) raises the question "could the illness be due to
something at work?"
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Firstly, the patient's medical and occupational history
must be carefully reviewed, asking specifically about materials
handled at work. Ask about a patient's work rather than his
"job," for most of us warm to this approach, and people are
pleased to explain what they do, what it entails, and what
they handle.' After all, "labourers" do not just dig holes in
the road or carry bricks up ladders. They may work in
diverse places such as a chemical factory, a foundry, or a
cotton mill, while a "stoker" may well spend all day in a white
coat seated in front of a control panel. Surprisingly, the
construction industry (often recorded as "building" in
medical notes) includes demolition, such as cutting through
painted steel, which is how building workers get lead
poisoning.

Secondly, when the substance produces an acute effect
direct questions should show the relation between symptoms
and work; one useful line is evidence of remissions at
weekends and holiday periods. The clinical effects of exposure
to toxic material may not appear until a few hours after
exposure. Patients may wake up breathless at night from
something they have handled during the day. Occupational
asthma is a good example of a disorder in which both
"immediate" and "non-immediate" effects may occur.2
Sensitisation, usually of the skin or respiratory tract, may
appear soon after starting work with a new substance, or it
may appear only after several years of work with the
substance concerned. Long term effects, such as occupational
cancers, may take 20 years or more to develop and thus the
link with previous industrial exposure may be harder to
substantiate, especially if the employee has left the suspect
job some years before.

Thirdly, a frequently forgotten but most useful question is
whether fellow workers have similar symptoms or illnesses,
remembering that colleagues at work share infections as well
as exposure to environmental hazards.
Once the doctor suspects an occupational cause for disease

identifying the precise cause may be difficult because the
patient may know only the name of an apparently obscure
chemical or, worse still, a meaningless trade name. This,
however, is becoming less of a problem than it was because it
is now well recognised that workers should not be exposed to
substances which they or their employer know nothing
about. Employees need to have information and instructions
about the substances they handle for they cannot reasonably
be expected to cooperate with preventive measures unless
they are well informed.' The Health and Safety at Work Act
requires employers to provide adequate information and
training in such matters,34 and patients often now arrive at
the surgery carrying specially prepared leaflets.

If the employer does not know about the harmful effects
(or the absence of harmful effects) of a substance the same
Act obliges manufacturers, suppliers, and others to provide
adequate information about any measures that are necessary
to protect the health and safety of the user.45 Furthermore,
when such information is not available the manufacturer or
supplier may be obliged to undertake research to eliminate or
minimise any risks to health and safety.

If the doctor feels disinclined to pursue the matter directly
with the employer he may contact the occupational physician
(if there is one) or a medical colleague in the Employment
Medical Advisory Service, to be found under "Health and
Safety Executive" in the telephone directory. Unfortunately,
this may not yield the desired information because the Health
and Safety at Work Act (section 28) restricts the freedom of
employment medical advisers to pass information on to other
doctors, though it seems they may pass it on to officers of

local authorities, water authorities, or police constables.6
Nevertheless, despite these restrictions employment medical
advisers are generally extremely helpful. Perhaps things will
be easier ifnew regulations, now in draft form, become law.7
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Psychogenic cough in childhood

All those concerned with the care of children and adolescents
will be familiar with the young patient who seems relatively
well apart from a persistent cough. The child is usually not
particularly worried about the symptom-unlike his parents,
teachers, and friends, who find it intensely irritating. The
cough may be a sufficient social nuisance to prevent the child
attending school for weeks or even months at a time.
Sometimes the general practitioner will work systematically
through the Mims list of cough suppressants, expectorants,
and antibiotics with little, if any, improvement. Many of the
children will eventually be referred to a paediatric or chest
clinic, where he or she will often have to submit to numerous
investigations-all the results of which eventually prove
negative.
The condition these children have is variously called

psychogenic cough, psychogenic cough tic,' or honking.'
The diagnostic features which should alert the clinician
include total absence of cough during sleep, often a harsh,
explosive barking quality to the cough said to be reminiscent
of the Canadian goose-hence the term "honker,"2 and the
ability of the affected child to produce the cough on request.
Most honkers are between 6 and 14 years. Characteristically
the symptoms start at a time when the child has an upper
respiratory tract infection. Some appear to be under psycho-
logical stress, including school phobias and parental strife,3
and in a recent publication most were claimed to have either
absent or depressed gag and corneal reflexes, features which
are often associated with symptoms of conversion hysteria.4

Clearly organic causes must be excluded before the
clinician makes a diagnosis of psychogenic cough. Asthma
can present with recurrent cough with little or no wheezing
or breathlessness, particularly in the younger child.5 Other
causes include whooping cough, an aspirated foreign body,
bronchiectasis, and cystic fibrosis. Whether or not a post-
nasal drip secondary to upper respiratory tract infection can
itself produce persistent coughing is doubtful6-it may
simply reflect the coexistence of pathological processes in the
upper and lower respiratory tract.7 An older child should
certainly be gently questioned about smoking. Clinically all
that is normally needed is a careful history and examination,
peak flow measu-ements before and after 12 adrenergic
stimulants, and chest radiographs (with views in inspiration
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