
againstthe use of medication to treat depression in
children.11 Children are less likely than adults to receive
adequate analgesia for physical pain.12 There is a dan-
ger that, because of limited research and some antago-
nism to drug treatment, the same thing may happen
with depression.
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Mr Milburn’s good hospital guide
One star for trying

The self proclaimed aim of Health Secretary
Alan Milburn’s star awarding exercise, rating
the performance of trusts, is simple. It is “to

provide patients and the general public with compre-
hensive, easily understandable information on the per-
formance of their local health services.”1 No one could
argue with that. But execution is another matter. Two
dilemmas arise when constructing a summary measure
of performance in an organisation as complex and
heterogeneous as the NHS. On the one hand, how
“comprehensive” can it be while remaining “easily
understandable?” Sophistication can all too easily turn
into mystification. On the other hand, can the same
sort of exercise meet the requirements of the multiple
audiences involved? The general public apart, these
include ministers and their officials, the boards of trusts
as well as the doctors, nurses, and others working in
them, and the commissioners of services. Attempting
to meet everybody’s expectations may mean frustra-
tion all round.

The Department of Health’s performance ratings
are the product of a complex game of statistical snakes
and ladders.2 For acute trusts, they are based on three
very different sets of information (the methodology is
different for ambulance and mental health trusts).
Firstly, there are the department’s own political targets:
nine in all, dominated by financial performance and
various waiting targets. Secondly, there are the
judgments of the inspectors of the Commission for
Health Improvement, marking the reviewed trusts on
seven dimensions. Thirdly, there are 29 performance
indicators split into three groups—with a clinical,
patient, and staff focus, respectively—that together
make up a so called balanced scorecard.

The various inputs have their own individual tech-
nical problems. So, for example, there are statistical
problems about the presentation of clinical indicators.3

The Commission for Health Improvement’s ratings
are based on a fragile, still evolving methodology.4 But

the biggest problem lies in the process of converting 38
indicators into a summary measure. If a trust
“significantly underachieves” on three of the Depart-
ment of Health’s key targets, it falls automatically into
the category of the damned: zero stars and faces the
prospect of visits from the missionaries of the NHS
Modernisation Agency at best and the threat of being
taken into the pupilage of a successful trust at worst. A
highly critical report from the Commission for Health
Improvement has the same effect. But thereafter all
simplicity vanishes. If a trust achieves all of the Depart-
ment of Health’s key targets, it is not automatically
guaranteed three star status and what goes with it: the
promise of £1 000 000, earned autonomy, and keys to
the heaven of foundation status. It may lose one of its
stars, failing a satisfactory review from the Commission
for Health Improvement or adequate balanced
scorecard performance (defined as being outside the
lowest 20% of the distribution for all three areas and
within the top 50% in one area). Conversely, a moder-
ate level of underachievement on the key targets may
be compensated by a satisfactory balanced scorecard
performance or review from the Commission for
Health Improvement, turning one star into two.

The methodology is open—inasmuch as it is
available on the web—but hardly transparent. What is
the public to make of it all? Even assuming that there is
scope for choice, a prospective patient is more likely to
be interested in the performance of a specific
department or doctor than in an ambiguous star
award. The system may well raise unnecessary anxiety
among the public as well as anger among clinicians. So,
for example, two of the “starless” trusts, Bath and Bris-
tol, score considerably better on their clinical indicators
than some with three stars. Also, it is not self evident
that either ministers or trust boards need a star
system to stir them into action: they know all about the
Department of Health’s key targets, which, for better or
worse, are the main driving force. Further, it is not clear
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how much stability there is in the ratings: less than half
the acute trusts retained their 2001 ratings with 47
moving up and 37 moving down. Although differences
in methodology may be partly responsible, this hardly
suggests that the rating system provides a solid base for
policy making.

Next year the Commission for Health Improve-
ment takes over responsibility for the assessment
system and faces the challenge of making it less
opaque and more comprehensible. In doing so, it
might usefully consult the original exponent of the star
system: the Michelin guide. In classifying hotels Miche-
lin does not just award stars for the cooking. Nor does
it try to collapse all aspects of an institution into one
metric. Instead, it has an elaborate battery of symbols

for different aspects of the performance of the hotel.
Something similar for trusts might be richer in
information, provoke less anxiety or anger, and above
all be more accurate because it is multidimensional.
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Continuous combined hormone replacement
therapy and endometrial hyperplasia
Risk of developing cancer is very low

The use of continuous combined hormone
replacement therapy, consisting of an oestrogen
and a progestogen taken daily by postmenopau-

sal women, is increasing. Its possible benefits are the pre-
vention of endometrial hyperplasia and reduction in the
occurrence of endometrial bleeding with time. Daily
exposure to oestrogen and progestin without a break
may be more important than using oestrogen intermit-
tently in prevention of disease. A major concern is the
occurrence of endometrial cancer in women using cyclic
or sequential hormone replacement with the progestin
being given for either less than 10 days each month,
10-16 days each month, or every three months for 14
days.1 2 The case-control studies indicate a significant
increased risk in endometrial cancer with a reduction in
the number of days of exposure to progestin. The use of
continuous combined hormone replacement therapy
not only does not increase the incidence of endometrial
cancer but could even be protective compared with
non-use of hormone replacement.3

Most clinical trials of continuous combined
hormone replacement therapy have been for one year
in order to obtain regulatory approval for the
products.4 In some instances two and three years of use
have been reported, but these data are limited.5 The
end point in clinical trials is endometrial hyperplasia
rather than endometrial cancer because of the low
incidence of endometrial cancer in the general
population. In clinical situations we assume that inhibi-
tion of endometrial hyperplasia implies endometrial
protection. This assumption has been challenged
recently, with a call for randomised prospective clinical
trials to document the efficacy of progestins in
preventing endometrial cancer.6

To date, all clinical trials of unopposed oestrogen at
moderate and high doses have shown an increase in
the incidence of endometrial hyperplasia, which is
related to dose and duration.4 The same is true for
endometrial cancer after use of unopposed oestro-
gen.1 2 The rate of endometrial hyperplasia was no dif-
ferent for continuous combined hormone replace-

ment and placebo in a Cochrane meta-analysis.4 With
use of sequential hormone replacement, the rates of
endometrial hyperplasia were no different from
placebo, although there was an increase in the
occurrence of hyperplasia after 24 months (odds ratio
4, 95% confidence interval 1.2 to 14.0).

Doctors are confronted with women who have
taken continuous combined hormone replacement for
several years and then experience endometrial
bleeding and spotting. Assessment of these women has
entailed ultrasound imaging of the endometrium, hys-
teroscopy, and endometrial assessment through
biopsy. The accuracy of ultrasonography in diagnosing
endometrial disease in these patients is open to
question.7 The reason for this intensity of evaluation of
the bleeding is that doctors have been trained to evalu-
ate aggressively any endometrial bleeding in post-
menopausal women. These investigations have usually
failed to document any malignant cause of the
bleeding in women taking continuous combined
hormone replacement; rather, endometrial polyps or
uterine fibroids seem to be the most common finding.

A paper in this issue (p 239) addresses the issue of
limited published data in long term users of
continuous combined hormone replacement by
presenting a 5 year follow up of postmenopausal
women taking a preparation of 2.0 mg oestradiol and
1.0 mg norethindrone acetate (Kliofem/Kliogest; Novo
Nordisk, Denmark).8 The paper found no evidence of
endometrial hyperplasia after five years of continuous
combined hormone replacement therapy. Moreover,
75% of the women had a final endometrial assessment.
This is noteworthy because the usual attrition rates in
clinical trials are higher than that in this study.

These data are reassuring because they are in
agreement with case-control studies that have docu-
mented a reduction in the incidence of endometrial
cancer in women taking continuous combined
hormone replacement therapy.1–3 These data should,
however, be taken in context with the formulation of
oestrogen and progestin used in the study—oestradiol-
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