
standing orders and contingency plans, by on call expert
advice and assistance, and by a programme of continuing
education to cater for the rapid turnover of junior nursing and
medical staff on general surgical wards. The whole process
should be supervised by consultants. This all adds up to
providing an acute pain service.
The best publicised example of such a service is in North

America, in a system of health care in which the cost can be
passed on directly to the customer.6 Recognising that the
resources for such a complete answer are not imminently
available in the United Kingdom, Pain After Surgery recom-
mends affordable measures that could be implemented soon
and that would be amply repaid not least in comfort for the
consumer. Most of its guidelines could be set in place if each
hospital designated and empowered a willing person to do
this. Such a person could also ensure that simple, inexpensive
ancillary measures such as psychological preparation7 and
provision for pre-emptive analgesia8 were not neglected and
that nurses and pharmacists were properly integrated into the
service.
The language of Pain After Surgery suggests that it is not

only addressing doctors and nurses but is also appealing to the

public to be less long suffering and to managers of purchaser
units to respond to consumer demand for better pain relief.
The report will be an important influence on our health
service through and beyond the present period of change.
When colleges come to assess and accredit hospitals for
training in anaesthesia and surgery they will be noticing
whether the recommendations ofPain After Surgery have been
implemented.
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132 Agonists and asthma

Still the mainstay ofsymptomatic treatment

Several recent publications have questioned the role of 12
agonists in managing asthma. Earlier this month a meeting
brought together doctors and representatives of pharma-
ceutical companies to discuss the topic. They concluded that
12 agonists remain an effective and safe treatment. In general,
the drugs should be used for symptomatic relief, and regular
use should be reserved for patients who have already pro-
gressed to another prophylactic treatment (such as inhaled
corticosteroids). Any problems with their use, the meeting
decided, would be far exceeded by the disastrous effects of
doctors or patients not using them.

Recent controversies now surround the safety of long term
regular use of 12 agonists, with particular worries about
fenoterol and the place of the recently introduced long acting
inhaled drugs. 12 Agonists relax smooth muscle; the clinical
importance of their other actions -inhibiting the release of
mediators, modulating neural pathways, reducing micro-
vascular leak, and increasing mucociliary clearance-remains
unknown. Tachyphylaxis to the effects of 12 agonists may be
shown outside the lung -but is not clinically relevant to the
smooth muscle in the airways of asthmatic patients.

Anti-inflammatory effects have been claimed for the new
long acting drug salmeterol.I These effects have been shown
for most 12 agonists in vitro, release ofinflammatory mediators
being reduced in human chopped lung2 and mast cell
preparations.3 Salmeterol and formoterol seem to have some
extra inhibitory effects on macrophages, which are not
blocked by 12 blockers such as propranolol. In vivo these
effects have been more difficult to show; studies are under
way, but no convincing clinical evidence yet exists for any
useful anti-inflammatory effect.
Most unwanted effects of 02 agonists are well known

and include cardiovascular, metabolic, and musculoskeletal
effects. The 12 agonist fenoterol has been under the closest
surveillance because it has been linked to deaths from asthma
in New Zealand.45 This is most probably linked to the dose,

with 200 [tg of drug from one puff of the standard fenoterol
inhaler being equivalent to two puffs of salbutamol and
terbutaline from standard inhalers.6 A greater effect per dose
could lead to patients with more severe asthma being given
fenoterol rather than another agent in places where use of
fenoterol is high. In the United Kingdom little fenoterol is
prescribed except as part of a combination inhaler with
ipratropium bromide.

Several recent studies have suggested that regular use of 12
agonists increases the responsiveness of airways to challenges
with agents such as methacholine and histamine in children7
and adults.8'" Problems could result if regular drugs were
stopped or if increased narrowing of the airways stopped the
penetration of the regular inhaled drug. This increased
responsiveness has been shown in some studies but by no
means all, and the time course is uncertain. Only one of these
studies was properly placebo controlled9 and the changes in
responsiveness have been small. Whether combination with
an anti-inflammatory drug (such as an inhaled corticosteroid)
would prevent any such hyperresponsiveness is not known.
The paper by Sears and others is relevant to this question. 10
It showed increased responsiveness despite most patients
being prescribed inhaled steroids. This carefully designed
study also, surprisingly, showed poorer clinical control of
asthma in patients in New Zealand taking regular rather than
intermittent fenoterol. The use of fenoterol as the 2 agonist
in the study complicated the interpretation, although par-
ticipants at the meeting thought that any effect would
probably not be limited to a single 12 agonist. There was
general frustration that the paper had been published with a
simple comparison between two periods of treatment but
no quantitative data. This made assessing its importance
extremely difficult, and before influencing current treatment
the results of this study need confirmation.

Recently the numbers of prescriptions for drugs for asthma
and mortality from asthma have risen. Despite this a discus-
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sion of the trends in morbidity and mortality from asthma was
unable to relate any changes in these to prescription of P2
agonists, either within a single country or by comparison
between countries.

At the end of the meeting an attempt was made to produce
some agreed statements. There was general concern that
publicising the dangers of IP2 agonists would lead to patients
avoiding them. This would create far more dangers than
any theoretical problems with regular use as these drugs
remain the mainstay of treatment to relieve symptoms
in asthma immediately. Most of the worries have surrounded
regular use, but the recent guidelines suggest that using
inhaled 02 agonists more than once a day implies the need
for regular anti-inflammatory treatment. 12 This restricts
the use of regular bronchodilators to relatively severe cases
and shows that most participants had moved away from
early prescription of regular 02 agonists before the recent
debate began.
The role of long acting P2 agonists, such as salmeterol, was

also discussed. Their duration of action fits with regular
rather than on demand use, and some doctors worry that
they will be used prophylactically without concurrent anti-
inflammatory treatment. Comparative studies with short
acting 132 agonists suggest that they improve control of
asthma,'3 but evidence that they have clinically significant
anti-inflammatory activity is lacking. The consensus was that
inhaled long acting P2 agonists should be prescribed only for
those already receiving inhaled corticosteroid treatment (the
current product licence is only for adults). There was general

support for the contents of the guidelines on the treatment of
asthma published last year. 12 14
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Perinatal bereavement

A milestone and some new dangers

Attitudes to perinatal bereavement have changed profoundly
over the past 25 years. Witness the trickle of papers on the
topic in the 1960s that has now become a flood (nearly 400 at
the last count'). Another explanation of the increased promin-
ence given to the problem in Britain is the efforts of the
Stillbirth and Neonatal Death Society (which began in 1978 as
the Stillbirth Association). Started by a few women who had
suffered a stillbirth, this organisation now has a network of
some 200 self help groups nationally and has helped to change
the way professionals manage perinatal bereavement.* For
anyone who may be involved in looking after the bereaved-
as obstetricians, paediatricians, midwives, or staff on special
care baby units-the best place to seek guidance is a booklet
published by the society earlier this year.2

Perinatal death poses two kinds of problem: firstly, how to
manage the immediate painful reactions and, secondly, the
serious long term dangers of unresolved parental mourning,
which results in psychiatric problems and a vulnerability to
future losses and crises. The next pregnancy is a particularly
risky time-and is not the panacea that is too often urged.
There is a legacy of personality problems in the remaining
children and subsequent "replacement children." Attention
now tends to be concentrated too exclusively on the events
and grieving at the time, the short term needs of the parents.
The rationale of management is not merely to meet people's

need to have doctors and nurses take their pain seriously,
important though this is. Management should be designed to
help everybody to face up to what has happened rather than to
compound bewilderment and guilt by covering things up.

Patients are helped if staff can share in this process and
thereby help to initiate mourning.47 It has, therefore, become
standard to share information with parents, help them to see
and hold their baby, and get photographs and preserve
mementos; and, later, to have a proper funeral and a grave
for a named child. Psychotherapeutic support should be
available, and the obstetric team needs to be attuned to danger
signals such as persistent self reproach, marital discord, or an
impression of clinging to the loss and to grievances.

Technical advances have created fresh iatrogenic problems
by enabling very tiny infants to survive. Families and
professional staff are drained and tormented by the emotional
and ethical problems that some cases pose. The pendulum is
also moving towards another iatrogenic danger with every
miscarriage liable to be magnified into a catastrophe, requir-
ing the full panoply of Christian burial to do it justice. There
are certainly cases in which exceptional distress caused by a
miscarriage requires support and special understanding.
Distress may be aggravated if miscarriage is recurrent, if the
pregnancy was an older couple's last chance of children, if a
bad family history seems to be repeating itself, or if the
miscarriage coincides with other bereavements or anniver-
saries. On the other hand, the overzealous may interfere with
the healthy resilience that enables most people to get over
an early miscarriage without becoming psychiatrically dis-
turbed.

There is a well meant current tendency to emphasise that
grief is unrelated to the duration of a failed pregnancy,' but
this is not quite true. Equating early miscarriage with late
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