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Screening for cervical cancer

The report' of the task force appointed by the Canadian
Ministry of Health to look at the Canadian experience in mass
screening for cervical cancer is timely, comprehensive, and
realistic. The practical results of a huge screening programme

are carefully reported, giving the results of what has happened
in what was not a preplanned exercise. Nevertheless, it is
unfortunate that only in British Columbia and Manitoba can

the individual women screened be counted, so that the
intensity of the screening has had to be measured by the
number of "cytotests" taken.
The report faces up to the problems2 which still cause fierce

controversy-those of the natural progression and regression
of early lesions, the discrepancy between total carcinoma-in-
situ cases and the combined number of clinical invasive cases,

and the incidence and mortality rates. In British Columbia the
cases have all been reviewed by one team to give consistency
of reporting. They conclude that many if not all carefully
detected cases of carcinoma-in-situ would progress to invasion
if left untreated. The proportion of invasive cancers which go

through recognisable preinvasive stages is not known. Most
gynaecologists would agree with this, but statistical proof is
still lacking. The Canadian report concludes that it is not

possible to prove or disprove the part screening has played in
the observed fall in incidence.

Environmental factors together with the difficulty of
separating carcinoma of the uterine cervix from other uterine
cancers makes comparison of changes in worldwide mortality
rates difficult,3 though it is generally believed that deaths from
cervical cancer have fallen. Even taking other factors such as

better gynaecological care and number of hysterectomies per-

formed into account, the Canadians find that the relationship
between intensity of screening and fall in mortality is
"striking."
These results come from a massive programme, and the low

level of acceptance of screening by the women most at risk
remains a major problem. The women at greatest risk of
developing cervical cancer4-namely, those from the lower
social groups, sexually active at an early age, and with multiple
partners and pregnancies-have been identified. It thus makes
sense to promote selective screening. To select for a short-term
gain screening of women aged 25-45 years would yield most
cases but would not solve the problem of bringing high-risk
women continuously into the screening programme. In the
United Kingdom the decision to screen women over 35 years

was reasonable on practical and economical grounds, but again
the difficulty is to persuade the high risk women in this age
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group, who have finished childbearing, to attend. Possibly
advertising in the press and on radio and television would
help, but any increase in attendance would be transitory.
A system which would not depend on action to be taken by

the women themselves would be desirable, and, as cervical
carcinoma is associated with intercourse and parity,5 taking a
smear during pregnancy would seem to be one answer. This
is possibly the only time at which many high risk women are
ever likely to have a vaginal examination. These are the women
who will not present themselves but must be sought out.
Alternatively, as over 9000 of women in the United Kingdom
are registered with and well known to their family doctors, a
possible systematic approach would be through them.6
As women in the lower social classes make full use of the

NHS resources the opportunity already exists for the taking
of smears from this group as part of intelligent routine medical
care. With the cost of the Health Service increasing fourfold
since 1970 this makes economic sense. In hospital wards and
outpatient clinics the offer to take smears from vulnerable
women should be a routine matter. If necessary a clinic could
be held in outpatients to which patients could be referred by
hospital doctors and general practitioners.
Once screened, women must be rescreened, and the time

interval between smears is debatable. The Canadian report
suggests taking a second smear a year after the first and a third
in three or five years' time. Nevertheless, if three smears are to
be taken in six years and the progression rate of the disease is
as long as the report calculated, 20 years, or longer,7 8 it would
seem more logical and economical to have one smear every
three years, thereby catching lesions developing in that
period as well as picking up any lesions which may have been
missed while still at the in-situ stage. Nevertheless, the false-
negative rate reported9 from some centres is probably un-
acceptable and emphasises the need for better training and an
adequate examination system for "cytotechnologists." Con-
stant vigilance of quality control'0 in laboratories must be
maintained. The figure of 25 000 smears a year is quoted as
being optimum for one centre but does not seem to be of as
great importance as the number and type of staff present in
each laboratory.
The Canadians are among those" who advocate a "central

registry." Certainly recall and follow up of abnormal smears
should be the responsibility of one centre in each region,
preferably the laboratory concerned with the reporting of the
smears. Recall times could be varied, and if smears are taken
at the time of pregnancy the files could be constantly updated,
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and five years after the birth of the last child routine recall
should start. The fall in detection rates among women
repeatedly presenting themselves for rescreening is so
dramatic12 that a limit could be put on rescreening.

Multiphasic screening has already been criticised,13 and the
Canadians agree that it is not realistic. For example, to link
cervical screening with screening for breast cancer is unreason-
able, because the epidemiological characteristics of women in
the high risk group for cervical cancer are completely different
from those ofwomen at high risk for breast cancer, but the two
might be linked when the women concerned reach 50 years of
age. Nevertheless, this would link the finding of a condition
which can be reasonably expected to be prevented or cured
with a condition which is invasive at the time of detection and
probably will not be cured. The detection of a few cases of
unsuspected endometrial cancer is a bonus seldom mentioned
in cervical screening.
That cervical cancer is a disease which can be limited

successfully and even prevented is the conclusion of the
Canadian report. Nevertheless, a high incidence of the disease
is found'4 in known and unknown defaulters to a screening
programme, and also a significant number of cases occurs in
women who have been inadequately screened. A few cases of
cervical cancer will therefore always occur.
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Amenorrhoea after oral
contraceptives
It is now ten years since the first accounts ofamenorrhoea after
the use of oral contraceptives were published.'-4 Looked at in
one way the condition seems trivial. Ofitself it is not dangerous
and does not impair health. Only two or three out of every
hundred women who take oral contraceptives will develop
post-pill amenorrhoea.5 But when it is considered that probably
not less than a million women are taking oral contraceptives
in Britain today, the figure becomes more impressive.
The incidence of post-pill amenorrhoea depends partly on

its definition. In one recent study6 89% of women began
menstruating within 60 days of stopping the pill and all
eventually had spontaneous periods. The incidence of 2-3% is
a consensus taken from reports defining post-pill amenorrhoea
as absence of menses for more than six months after stopping
the pill. Naturally the amenorrhoea cannot be attributed
to the pill in every case. A number of women have oligo-
menorrhoea before going on contraceptives, and it is likely
that in many of these the post-pill amenorrhoea is merely the

continuation of a pre-existing condition. The incidence of
pre-existing oligomenorrhoea varies in different studies of
post-pill amenorrhoea, but it would be fair to say that about
half the women who present with post-pill amenorrhoea
showed some failure of menstruation before starting the
treatment.

There is no way of proving that oral contraceptives will
disrupt a fragile pituitary-gonadal axis. At best the injunction
that women subject to bouts of oligomenorrhoea should not
be put on oral contraceptives is based on a likely supposition.
At worst it deprives them of efficient and convenient contra-
ception for no very good reason. Late onset of the menarche
is strongly correlated with post-pill amenorrhoea,6 and this,
as much as oligomenorrhoea, should induce caution before
starting a young woman on oral contraceptives.
The aetiology of post-pill amenorrhoea remains obscure.

It is generally believed to be due to an effect of the oestrogen-
progestin mixture on the- hypothalamus, but this does not
explain the cause ofthe condition. A recent suggestion that it is
associated with a failure of the positive feedback to the hypo-
thalamus by ovarian oestrogen7 carries the matter a little
forward and implies a therapeutic possibility. The earliest
studies showed that some patients with post-pill amenorrhoea
also had galactorrhoea. Evidence of a failure of production of
the hypothalamic prolactin-inhibiting factor comes up again
and again. Prolactin assays are now widely available and
hyperprolactinaemia is a more secure indication of a fault in the
control of the secretion of this hormone than is galactorrhoea.
Hyperprolactinaemia is often amenable to treatment with
bromocriptine. It has become important to work out what
part aberrations of prolactin secretion play in post-pill
amenorrhoea. Although possibly we are dealing with two
discrete conditions, it seems more likely that there is a con-
tinuous spectrum, only part of which is associated with
hyperprolactinaemia. There is no case for blind treatment with
bromocriptine without demonstrated prolactin excess.

In the absence of any other evidence of endocrine disease
there is no strong reason for the investigation of post-pill
amenorrhoea in the first six months after discontinuing oral
contraceptives. Thereafter the investigative routine might
well be influenced by whether or not the woman wishes to
have a child. Nor is the presence of post-pill amenorrhoea a
sufficient reason for omitting the usual infertility investigations
-seminal analysis, tubal insufflation, and so on. Although
some investigators have considered assays of pituitary gonado-
trophins to be useful in the investigation of post-pill amenor-
rhoea, the case is not well proved except for detecting the
occasional case of early menopause. If patients are near
menopausal age or complain of hot flushes, high levels of
follicle-stimulating hormone confirm the diagnosis of pre-
mature menopause. It is also unwise to subject any patient to
treatment with pituitary gonadotrophins without first doing
an FSH assay. Prolactin assay is mandatory if galactorrhoea is
present and may be useful in any case.

It has been suggested that an oestrogen assay should be done,
since patients with low levels of oestrogen should be treated
with gonadotrophins and those with moderate or high levels
treated with clomiphene. This may be an oversimplification.
Oestrogen assays may give a useful indication of the degree of
ovarian activity, but they are at best only a rough guide to the
choice of treatment and are not a secure means of sorting
patients into categories. As induction of ovulation with anti-
oestrogens is so much simpler and less dangerous than treat-
ment with gonadotrophins, it is advisable to try this first in
most cases.
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