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Making a virtue of necessity

After reading Hospital Services: the Future Pattern of Hospital
Provision in England' health authorities may not be much the
wiser about what to do with the plans for their long-awaited
800-bed district general hospitals. The paper, recently issued
by the Minister for Health, Dr Gerard Vaughan, marks an
official move away from the concentration of hospital services
on to one site that started with the Hospital Plan of 19622 and
developed throughout the 'sixties.3 4 It proposes that central-
isation should now give way to dispersal "to allow for the
retention of a wider range of local facilities."
Though Hospital Services is officially a consultation docu-

ment, Dr Vaughan has already reviewed 66 plans in the light of
it (he approved 50). Indeed, in announcing his paper, Dr
Vaughan seemed unsure whether it represented a major
change in policy or merely a sensitive tinkering to reflect the
financial climate and current disenchantment with large
institutions. The policy of the 'sixties has not in fact produced
great concentration: many district general hospitals are a
mixture of old and new buildings on several sites, over half of
England's hospitals have fewer than 100 beds, and only about
30 general hospitals have more than 800. Health authorities
have had to modify plans for centralised hospitals (or never
made them) simply because the money never matched their
aspirations.
The arguments against large hospitals and in favour of small

ones outlined in Dr Vaughan's paper will be familiar to those
who have tried to close small hospitals in the face of local
opposition: large hospitals are expensive to run, difficult to
manage, hard to get to, and impersonal; smaller hospitals are
easier to staff, more personal, easier to get to, and derive more
support from their community. While emphasising the need
for different patterns of service to meet diffeient needs, the
paper specifically recommends a main hospital of 450 to 600
beds (with a further 200 or so in teaching hospitals or for
regional specialties) with an accident and emergency service,
medical and surgical beds, the children's unit, some maternity
beds, a small psychiatric unit, and 30% of the geriatric beds.
Local hospitals might provide geriatric and psychiatric

services, some outpatient clinics, day surgery, and a casualty
service "preferably run by general practitioners."

Hospital Services acknowledges that a review of policy was
necessary for financial reasons-health authorities will have to
maintain existing facilities because there is little capital to
reorganise them-but it does recognise some of the difficulties
of dispersal. These include the expense of running two
hospitals rather than one, the greater costs of medical staffing,
and the problem of deploying and training nurses: "Such a
policy could therefore result in a lower overall quantity of
clinical service for a given level of revenue than would be
possible with a more concentrated service." Such a policy is
unlikely to be welcomed by authorities trying to maintain levels
of service with less money than before. At best Dr Vaughan's
paper merely recognises what health authorities are already
doing in the face of lack of capital and delayed plans. At worst
it is a dishonest response to the real problem of hospital
provision in England: a persisting lack of capital investment
in the NHS.
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Genital herpes
Genital herpes has recently been described as the most
important sexually transmitted disease.' It has a higher
prevalence than other sexually transmitted diseases and a
tendency to recur; we have no effective treatment or vaccine;
and there is an association between recurrence and sexual
problems and a link with subsequent carcinoma of the cervix.
Sexual transmission can take place in the absence of symptoms
or signs, and a baby may be infected during delivery, sometimes
with catastrophic results, though this seems to be a more of a
problem in the United States than in Britain.

Gardner found that genital herpes accounted for 13-5% of
cases of all sexually transmitted disease in his private practice
in Houston, Texas.' Figures for Britain are hard to obtain:
only the cases seen in clinics for the treatment of sexually
transmitted diseases are notified, and many must be seen
elsewhere without notification. One survey2 suggests that in
about 60% of cases notified from these clinics the diagnosis is
soundly based on clinical observation supported by the results
of viral culture; but in units such as dermatology and
gynaecology departments the diagnosis is less likely to be
supported by the results of viral culture.

Genital herpes was first notified as a separate disease by the
sexually transmitted disease clinics in Britain in 1971, when
3671 new cases were recorded, or 12-2 per 100 000 population.3
By 1976 the total had doubled, to 7547; and by 1978 the
provisional total was 8957, or 28-8 per 100 000 population.4
The disease is now about twice as common as syphilis, for
which the provisional number of new cases (of all forms)
was 4802 in 1978.4 Genital herpes is thus much commoner
than primary syphilis, from which it must be differentiated;
the clinics report about one fresh case of primary syphilis

 on 24 M
ay 2023 by guest. P

rotected by copyright.
http://w

w
w

.bm
j.com

/
B

r M
ed J: first published as 10.1136/bm

j.280.6228.1335-a on 7 June 1980. D
ow

nloaded from
 

http://www.bmj.com/


1336 BRITISH MEDICAL JOURNAL 7 JUNE 1980

for every seven of herpes, a similar ratio to that reported from
Boston, Massachusetts.5

Genital herpes is usually due to type 2 herpes simplex virus,
labial herpes being mostly due to type 1-which generally
produces the primary infection during childhood, when it is
subclinical. Infection with the type 2 virus leads to the
recurrent form of the disease. Most patients who seek medical
advice have recurrent disease and present with a cluster of
vesicles or erosions, often preceded by local pain or discomfort
as in labial herpes. The vesicles, usually found on the penis
or the vulva, soon burst to form erosions that heal in a few
days. An acute necrotic herpetic cervicitis has also been
described.6 Occasionally primary lesions are seen; they are
more extensive and persist longer, tending to be more florid
in women than in men. Immunocompromised patients are
susceptible to herpes simplex virus infection and may have
more frequent and extensive attacks.

Probably the most important aspect of genital herpes is its
association with subsequent carcinoma of the cervix, which
we last discussed in 1978.8 The nature of this association has
still not been explained. Genital infection often includes
cervical infection, and women with proved genital herpes
should be advised to have an annual smear test. Babies born to
mothers with a primary herpes simplex virus infection late in
pregnancy may develop generalised herpes simplex,9 which
is a severe disease with a high death rate (at one time pregnant
women with genital herpes were advised to have a caesarean
section but in Britain careful observation has taken its place).
Features include a rash, respiratory distress, bleeding, and
signs of hepatic disease and disease of the central nervous
system. Systemic forms of infection occasionally seen in
adults include hepatitis and disease of the central nervous
system, usually a benign meningitis (but encephalitis in
infection with type 1 virus). Herpes simplex virus may also
affect the rectum causing proctitis, and urinary retention has
been reported.10
The virus can readily be isolated from vesicular fluid or

from material scraped from an erosion within three days of
the onset of an attack inoculated on to BHK 21 or RK 13
cells.7 The virus causes a characteristic cytopathic effect that
may allow differentiation between the two types of virus, and
neutralisation tests can confirm the identification. Other
laboratory methods of identifying the virus include immuno-
fluorescence staining, electron microscopy, and cytological
examination of scrapings; but cell culture is the most widely
available technique. Primary infection can be recognised by
rising titres of complement-fixing or neutralising antibodies,
but no characteristic serological change appears in recurrent
attacks. In all cases of genital ulceration, however, early
syphilis must still be excluded by darkground (darkfield)
microscopic examination of serum from the ulcer. This should
be repeated daily for at least three days while treatment is
restricted to local application of physiological saline. In
addition, blood should be examined for antitreponemal anti-
bodies at the onset of the illness and again after three months.

Treatment is unsatisfactory and we have no proved means
of reducing the frequency of recurrence. Established antiviral
agents are too toxic for systemic administration in uncompli-
cated cases, and when applied locally they have only limited
influence on the course of an attack. One approach to manage-
ment is to explain to the patient the clinical course, the risk of
sexual transmission, and the complications, and to advise
careful hygiene and an annual smear test.1' If secondary
infection develops a non-treponemacidal antimicrobial agent
should be prescribed. Another approach is to give topical

antiviral agents. These include 5-iodo-2-deoxyuridine
(idoxuridine), cytosine arabinoside (cytarabine), and adenosine
arabinoside (vidarabine). Idoxuridine has been most widely
used; it has poor solubility and is usually dissolved in
dimethylsulphoxide (DMSO) in a 5% solttion, though
concentrations of up to 40%' have been used. It is usually
applied four times daily over the first three days after the
lesions appear. Lesions treated with 200° idoxuridine in
DMSO have been reported to heal faster and shed virus for a
shorter time than those treated with 5%/ idoxuridine in
DMSO, which in turn is better than DMSO alone.12 DMSO,
however, is painful when applied to an ulcer, and idoxuridine
is expensive and effective only when used during the first few
days of an infection.
Many other local preparations have been tried, including

ether, propionic acid, and boric acid; but they may be no
more effective than careful hygiene. Exposure to fluorescent
light after painting the lesions with heterotricyclic dyes
(known as photodynamic inactivation) is no longer rec-
ommended as photodynamically inactivated herpesvirus is
potentially oncogenic.14 One new antiviral agent under
investigation is acycloguanosine, which can be given intra-
venously.13 Theoretically at least, this is a more attractive
approach to a virus that retires to sensory ganglia between
episodes of clinical disease. Other possible measures include
vaccination'5 and stimulation of interferon production.'617
Systemic herpes should be treated with systemic antiviral
agents.

In any condition with such a variable, recurrent course any
treatment must be subjected to double-blind evaluation.'6
Eventually more effective treatment and prophylaxis may
enable us to control the disease. Meanwhile, perhaps the
most important aspects of the management of genital herpes
are sexual abstinence to avoid infecting a partner and tracing
any earlier partner who may be at risk.
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