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stopping prednisolone 40 mg daily for three weeks.20 If there
has been a response the usual practice is to attempt to maintain
symptomatic improvement by gradually withdrawing predni-
solone while introducing inhaled steroids. If continued treat-
ment with prednisolone is needed to maintain the improvement
the benefits must be balanced against the hazards for the indi-
vidual. Little evidence is available on the duration of response,
the dose of steroid needed to maintain it, and the effect of long
term treatment on prognosis. One possibility-as yet un-
proved-is that long term treatment which reduced limitation
of air flow might retard the development of cor pulmonale and
thereby prolong survival.

In our current state of knowledge a trial of corticosteroids is
reasonable in patients with chronic limitation ofair flow who re-
main breathless despite treatment with maximum doses of
bronchodilators. Measurements of air flow should be used to
help in assessing the response. Steroids may also be helpful in
acute exacerbations of bronchitis associated with increased
limitation of air flow.
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Risks of intrauterine
contraceptive devices

The health risks of using intrauterine contraceptive devices
are small, yet both women and their doctors are sometimes
reluctant to consider this option. Why is this, what are the
risks, and how may they be minimised?
Any report of complications of contraception receives

extensive journalistic coverage, but if and when the suggestion
of danger is later shown to be totally untrue this correction
rarely receives prominence. Most doctors and users were
aware of the suggestion that the Progestasert was associated
with a high rate of ectopic pregnancy.' How many now know
that this was later questioned ?2 Is the Dalkon shield associated
with a high risk of pelvic infection? The report by the
United Kingdom Intrauterine Contraceptive Device Research
Network shows that this is not so (p 1570). Will this be
widely reported? The press and television exert great
influence by overemphasising isolated adverse reports:
women choose contraception on the basis of information
from friends, from what they read, as well as from their
doctor. Adverse publicity sticks, and even doctors may
overestimate the hazards of intrauterine contraceptive devices,
particularly as reliable up to date information is widely
scattered in specialist journals.

Deaths attributable to the intrauterine contraceptive device
are extremely rare. No exact figures are available, but Smith et
al were able to find seven reports of death directly attributable
to the use of intrauterine contraceptive devices, which using
their estimate of 400-600 000 users annually over 11 years
gives a rate between 1-06 and 1-59 per million woman years.3
In 1978 the rate in the United States was estimated to be
between 1 and 10 per million woman years.4
The risks associated with intrauterine contraceptive

devices are perforation, infection, and ectopic pregnancy.
Less serious problems include pain at the time of insertion,
expulsion, menorrhagia, and, if the method fails, the pos-
sibility of spontaneous abortion with or without infection.

Perforation occurs in fewer than 1-2 per 1000 cases, though
individual centres may have rates as high as 8-7 per 1000,
presumably reflecting the skill of the inserter.5 Severe com-
plications of perforation are rare, but one death in Britain
was due to gastrointestinal complications.3

Infection may occasionally be serious: Smith et al found
six deaths caused by septicaemia.3 This is more likely if the
patient is immunosuppressed and more dangerous if the
patient has valvular heart disease.3 Salpingitis is more com-
mon with intrauterine contraceptive devices than with other
methods of birth control, and relative risks of between 1-8 and
9 3 have been quoted.6 Since, however, hormonal and barrier
methods of contraception protect against inflammatory
disease these quoted ratios overestimate the risk due to the
intrauterine contraceptive device, which should be compared
with the population baseline.7 8 Westrom found the same rate
of infection of 3-4 per 100 women years in parous women
using intrauterine contraceptive devices as in sexually active
women not using contraception, but a rate of 11-8 per 100
women years in nulliparous women.7 Burkman8 and Snowden
and Pearson (p 1570) confirm the extremely low infection
rate in parous women, that infection is most common im-
mediately after insertion, and the lack of effect of a specific
device such as the Dalkon shield. The problem for nulliparas
is tubal damage with an 11%; risk of blocked tubes after a
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single infection and a fourfold increase in ectopic pregnancy.9
Put another way, the risk of tubal block is 1-26 per 100 women
years. Actinomycosis is seen with the prolonged use of plastic
devices but is unlikely with copper bearing coils.'0 Use of
intrauterine contraceptive devices increases the risk of ectopic
pregnancy to 1-3 per 100 women years but this increase is
restricted to women who have had salpingitis.9 Increases in
the rate of ectopic gestation should probably be attributed to
the sexual activity which leads to salpingitis rather than the
intrauterine contraceptive device itself.
The new generation of intrauterine contraceptive devices

have lower problem rates." The Nova-T and Multiload 250
have pregnancy rates of less than 1 per 100 woman years
after one year, rising to cumulative rates at three years of
2-0 and 1-2 per 100 woman years respectively. The rates of
expulsion are highest in the first year, but at three years total
only 7 0 and 2-6 per 100 woman years respectively for all
parities (4 8 for nulliparas with the Multiload 250). Removals
for pain or bleeding at three years total 19 9 per 100 woman
years for the Nova-T, and even in nulliparas only 7 9 per
100 woman years for the Multiload 250.12 13 No deaths have
been reported in Britain from the association of sepsis and
spontaneous abortion linked with intrauterine contraceptive
devices, presumably since gynaecologists in Britain usually
remove low lying devices in early pregnancy. The highest
rate of pain after insertion, of moderate or severe degree,
occurs in up to 110% of women with the Multiload, which is
a wider device.'4

This adds up to an extremely low risk of complications:
even for nulliparas. The main anxiety is the risk of infertility
in nulliparous women. This and the other problems might be
reduced by changes in practice. Infection occurs because
organisms are introduced either at insertion"5 or by ascent
up the tail of the intrauterine contraceptive device.'6
Inserting a tailless device through a sterile cervix would
reduce infection, as would using devices with longer periods
of recommended use," which require fewer problem causing
replacements. Expulsion rates may be reduced by using
smaller devices for women with small uterine cavities.'7
Pain during insertion may be reduced by psychological
preparation of the patient'8 or by local anaesthesia. Perforation
may be reduced by training inserters," the use of a tenaculum,
and by avoiding plunger like insertion techniques.19
The hazards of the intrauterine contraceptive device have

been overestimated. The use of tailless devices and either
bacteriological screening of the cervix before insertion or
antibiotic prophylaxis at the time of insertion should now be
studied to see whether the problems of this method of con-
traception can be reduced further.
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Dyspareunia
Dyspareunia-difficult and painful sexual intercourse-is a
symptom and not a disease. Furthermore, it is a symptom of
which the patient may not complain even though it is the
main cause for her consultation: the real issue may be elicited
only by direct questioning.

Textbooks often still divide the causes of dyspareunia
into physical and psychological, yet such a division is not
necessarily valid. A vicious circle may arise such that any pain
during intercourse will cause anxiety and inhibit arousal, and
the resultant lack of lubrication causes further pain. The
underlying cause must be elicited accurately if treatment is to
be successful.

Quite often the cause will be easily detectable by establishing
the position of the pain and its time of onset-though such
an approach also carries a risk of being too simple. Primary
superficial dyspareunia, for instance, may be due to a rigid
hymen, whereas secondary superficial dyspareunia may be
due to infection or a poorly repaired episiotomy. The once
common practice of repair of episiotomies by medical students
is no longer acceptable, for an episiotomy which is either too
tight or results in a bridge of skin at the introitus unsupported
by underlying muscle may cause great distress.

Another possible cause ofsecondary dyspareunia is vaginitis,
even if the patient has not noted the discharge; in women
between 15 and 50 it is generally due to Candida and less
frequently Trichomonas. Narrowing of the vagina associated
with atrophic changes may be real in postmenopausal women,
or apparent and due to spasm of the levator ani muscles in
younger women. Such spasm is best felt along the posterior
vaginal wall and may be shown to the patient. Atrophic
changes (provided that they are not too long standing)
generally respond to local or systemic treatment with oestro-
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