
Many of these associations with microalbuminuria are even
more pronounced in the presence of overt proteinuria,4 "23
which predicts a much greater risk of death from coronary
heart disease in diabetic and hypertensive patients and in the
general population.2"26 In patients with insulin dependent
diabetes mellitus overt proteinuria may be present, however,
in fewer than half of those with established coronary heart
disease.27

Microalbuminuria may also be a non-specific marker for
acute illness2" (including myocardial infarction), when it may
be operating as an acute phase reactant, and of malignancy,
when it probably reflects a microvascular response to tumour
related mediators.29 In these circumstances microalbuminuria
could have a prognostic value in reflecting the severity of the
acute illness or response to treatment.

Microalbuminuria is uncommon without established
cardiovascular disease or other cardiovascular risk factors.
Screening for microalbuminuria currently seems justified in
diabetic and hypertensive patients, and possibly in elderly
patients, as it seems to identify those at greatest risk of
premature death. Microalbuminuria and the subsequent
excess risk of nephropathy and cardiovascular disease may be
amenable to correction in diabetic patients. Whether similar
gains are possible in elderly patients with microalbuminuria
and patients with essential hypertension remains to be seen,
but in such cases consideration might be given to more active
management of hypertension.
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Patterns of hospital medical staffing

Future implications

The muted response to the publication of the full text of
Robin Dowie's report Patterns ofHospital Medical Staffing' is
surprising given the publicity that surrounded the release of
her interim report.2 Several explanations are possible. The
sheer scope and volume of information presented-eight
specialty reports and the overview-may have discouraged
some commentators; others may have found some of the
conclusions unpalatable.

Despite the delay between fieldwork and publication the
findings of the research are still timely, as Dowie says in her
overview. As the most detailed examination yet of the
distribution ofmedical workload across grades and specialties
the report should be required reading for all members of
regional task forces. Overall, the picture that emerges is one of
poor management of scarce personnel: junior doctors having
to perform inappropriate tasks; consultants in surgical
specialties, especially trauma and orthopaedic surgery,
denied adequate theatre time; lack of educational oppor-
tunities at all levels; and maldistribution of staff within and
between specialties as well as geographically.
Each specialty report ends with a series of specific recom-

mendations. The most novel of these is for the designation of

specific vocational trainee posts for general practitioners
within the hospital service, to be funded centrally and
separately from the posts for specialist trainees. (Dowie
estimates the initial cost at about £50m.) This would release
funds to employ more career grade staff. This seems attractive
given that the outlay would be relatively small (for the NHS)
and the returns could be substantial. From the perspective of
junior doctors Dowie's dismissal of the possibility of appreci-
able consultant expansion as "unrealistic" given "the present
economic climate" is therefore disappointing, especially as
much of the overview contains cogent reasons why such
expansion is needed. Virtually all the specialty reports include
recommendations to increase the staff grade, which she feels
should be more flexibly deployed.
Much of the argument for such a course of action is derived

from an interpretation of the staffing projections contained in
Achieving a Balance-PlanforAction.3This anticipated a 15%
decline in numbers of registrars between 1987 and 1998
coupled with a modest increase in the numbers of senior house
officers, thus bringing about an absolute fall in the number of
intermediate grade trainees. The projected increase in num-
bers has already been outstripped4 and the Joint Planning
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Advisory Committee's latest report shows that more career
registrar posts have already been approved5 than were envis-
aged in the "do nothing" projections in Achieving a Balance.

Preferentially increasing the staff grade while delaying or
curtailing the expansion of consultant numbers will appeal to
hard pressed managers seeking to provide adequate services
with inadequate budgets. Indeed there may still be, as Dowie
contends, "a substantial reservoir" of people qualified and
willing to undertake such posts. Most junior doctors, how-
ever, undoubtedly still want to train as consultants.
Many of the report's recommendations should receive the

wholehearted support of all doctors. They include the setting
up of more preregistration posts in general practice, further
research into the workloads of individual specialties, skill
substitution, the costing of the use of hospital doctors' time,
and better statistical support for planning medical manpower.
We should not be content, however, to support a system in
which many career grade hospital staff never achieve the
status of fully trained specialists.
What is needed is a fundamental reappraisal of where

services are delivered and by whom. This is particularly
pertinent at present, given that we face a growing elderly
population, a fall in the number of applicants for medical
school, and the possibility of a pan-European shortfall of
medical staff within the next 15 years.6 Perhaps the time has
come to blow the dust off the Short report7 at last.
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Medical treatment for benign prostatic hyperplasia

Surgery still gives the best results

Transurethral prostatectomy remains the treatment of choice
for symptomatic benign prostatic hyperplasia unless the
prostate is large enough to warrant the retropubic approach.
Recently attention has turned to alternative treatments for the
condition: now we are in the middle of a surge of interest in
possible medical treatments.

Interpreting the results of drug treatment requires an
understanding of the very variable course of untreated
prostatic obstruction: short term improvements may reflect
the natural course of the disease rather than the effects of
treatment. Patients should be carefully assessed before treat-
ment is begun-not only to allow an accurate assessment of
the drugs' subsequent effects but also to exclude prostatic
malignancy, complications ofprostatic obstruction, and other
coexisting diseases.
The exclusion of prostatic cancer is currently provoking

debate among urologists. Without a tissue- diagnosis (auto-
matically available with prostatectomy) focal carcinomas
which would otherwise be diagnosed, will be missed in up to
one in five patients. Most of these tumours will probably
remain occult and not influence patients' survival. Rectal
examination will miss most of them; measuring the serum
concentration of prostate specific antigen before starting drug
treatment' and performing transrectal ultrasonography of the
prostate when the concentration of antigen is raised will
provide the best diagnostic accuracy.
The first attempt at medical treatment was chemical

castration with hormones, but this never achieved widespread
acceptance because of its inevitable effects on sexual function.
Interest in hormonal treatment has revived with the advent of
a new class ofdrug that inhibits the conversion of testosterone
to the more active dihydrotestosterone within the prostate by
inhibiting the enzyme 5a-reductase (this avoids any effect on
circulating androgens and hence the unwanted systemic
effects associated with castration). The results of clinical trials
are awaited.

Currently the main medical treatment for benign prostatic
hyperplasia is a adrenergic blockade. Phenoxybenzamine,

which blocks a, and cc2 adrenoceptors, has improved urinary
flow and clinical symptoms in most clinical studies.23 Some
30% of patients experience side effects,2 which have been
attributed to the blockage of presynaptic a2 adrenoceptors.
This is believed to interfere with the normal negative
feedback control of the release of noradrenaline at the
presynaptic adrenergic nerve terminal, thus resulting in a
high circulating concentration of noradrenline. Phenoxy-
benzamine's side effects and evidence of its mutagenicity in
bacterial and mouse cell cultures4 have limited its use in the
treatment of benign prostatic obstruction.
The experimental work of Caine and associates5 and the

incidental clinical observation reported in the BMJ in 1978
that urinary incontinence developed in women during anti-
hypertensive treatment with prazosin6 contributed to the
recognition of the potential role of selective a, adrenoceptor
blockade as treatment for diseases of the lower urinary tract.
Subsequent studies by several groups of workers have shown
the functional and ultrastructural pre-eminence of a, recep-
tors over cc2 receptors within the stromal compartment of the
prostate,7 thereby providing a scientific basis for the use of
specific c, blockade in non-surgical management of benign
prostatic hyperplasia. Most studies of the specific a, antagon-
ists have been conducted over relatively short periods of two
to four weeks8'" and have shown objective improvements in
mean and maximum urinary flow rates of 14-96% with
subjective improvements in patients' symptom scores.

Longer term studies, which are of greater relevance to
clinical practice, have investigated terazosin,'2 indoramin,'3
prazosin,"4 doxazosin,'5 and alfuzosin.'6 Only the study of
alfuzosin reported by Ramsay et al failed to show any
improvement in the outflow obstruction.'7 All the other
studies showed that drug treatment significantly improved
urinary flow rates, although the improvement in flow rates
after at least three months' treatment was less than that
previously reported in shorter term studies. For example, in a
study of the longer term use of terazosin, Lepor and Knapp-
Maloney reported an increase in maximum flow rate of 4-7
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