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as intensive care and cardiac surgery to wish to make their
own measurements of electrolytes and to buy direct reading
ion selective electrodes, which are convenient to use. Routine
clinical chemistry laboratories, however, have continued to
purchase flame photometers or indirect reading ion selective
electrodes, as these instruments generally have a higher
capacity. Inevitably, the discordant results from the two
systems will give rise to confusion in interpretation.
The solution to this dilemma may be a compromise whereby

laboratories will decide to continue to assay most specimens
on high capacity indirect reading instruments but will retain
a direct reading ion selective electrode to monitor those few
patients with pseudohyponatraemia. Clinicians and clinical
chemists must understand the problem so that they can
select the correct samples for direct reading ion selective
electrode measurement without creating an impossibly large
workload for the instrument-and they must also realise that
the two different types of instruments will give different
answers in a small minority of patients.
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Rotavirus in the home and
hospital nursery
Rotaviruses cause most of the severe diarrhoeal illness in
children between the ages of 6-9 months and 2 years. By
contrast, rotavirus infection in neonates-even in premature
infants-is mild.1-4 In this, the human infant differs appre-
ciably from the young farm animal, where the younger the
animal the more severe the disease; thus for piglets under a
week old there is a high mortality from rotavirus infection. A
weaning piglet, however, although it may become ill and lose
weight, is much less likely to die of the infection. The same
applies to calves and lambs. This discrepancy may be explained
by the fact that in man maternal antibodies cross the placenta
and may confer protection to the neonate. Calves, pigs, and
lambs acquire no such antibody from their mothers and have,to
rely on antibody in colostrum to protect them from infection.

Children who become infected with rotavitus while they are
in hospital usually recover in about eight days and then go
home. Possibly these children excrete rotavirus at a later stage,
although, until recently, this has been described only in
children who are immunocompromised. A second episode of
excretion has recently been described by Dearlove et al.5 The
second infection may have been caused by a different serotype
of rotavirus; but previous accounts of endemic infection by
rotaviruses in special care baby units of maternity hospitals
have all found that the same strain of virus appeared to be

"resident" in the hospital and that the strains which were
present in the community were not encountered in the
nurseries and special care baby units.3 4
Once rotaviruses become established within a hospital

nursery they are difficult to eradicate. This is not surprising,
since viruses survive for days or even weeks on an impervious
surface at high or low humidities (though not so well at inter-
mediate humidities) and at ordinary temperatures.6 Viruses are
excreted in faeces in enormous numbers-100x 101 virus
particles/g faeces is not unusual. Thus the most exceptional
care is required to prevent their transfer from baby to baby, via
nurses' hands or on other contaminated articles. Wiping a
surface with disinfectant may reduce the infective count by a
millionfold but is of little avail if there are ten thousand million
particles.

Experience suggests that the only way of eradicating rota-
virus from the hospital nursery is to stop admissions to that
particular unit until all the mothers and babies in it have gone
home. Once the infected unit is empty, it may be disinfected by
spray and formaldehyde fumigation and after 10 days or so
the staff, provided they are still healthy, can return to ordinary
duty.

Episodes of endemic diarrhoea in maternity hospitals, often
going on for months, have so far been described only in major
centres where the laboratory is able to detect the causative
virus.7 This sort of infection may be common but under-
diagnosed, because until recently the ability to screen for viral
infections has been limited. Now that enzyme-linked immuno-
sorbent assay and other diagnostic tests-for example, reverse
passive haemagglutination8-are becoming generally available,
we may expect that many more examples will be reported.

Rotavirus infection in babies, whether symptomatic or
asymptomatic, causes them to lose weight. In developed
countries this probably does not matter, since the babies soon
make it up again. In poor conditions in the tropics, however,
Mata et a19 showed that repeated episodes of diarrhoea caused
young children to lose weight to the extent that they never
made it up, so that their final growth was stunted.

Children are great disseminators of infection, and so it is not
surprising that Grimwood et al (p 575) find that they are the
principal spreaders of rotaviruses within families. Although
almost every child has antibodies against rotavirus by the age of
5,10 infections in adults do occur, especially in old people's
homes. In one study" antibody titres to one serotype of
rotavirus were found to be highest around the age of 10, and
slowly diminished thereafter, so that in people over 80 they
were sometimes undetectable. Outbreaks of infection in
geriatric units have been described by several authors."' 12 1:3
At least four serotypes of rotaviruses are now recognised,'4

which fall into two or perhaps three subgroups.'5 Studies in
animals have shown that infection by one rotavirus serotype
does not protect against infection by a rotavirus of a different
serotype.26 Most adults will have had some previous contact
with most serotypes of rotavirus and are therefore unlikely to
be as susceptible to infection as children. In one study,
however, in an isolated tribe of South American Indians,"7
when a rotavirus of a serotype to which none of the tribe had
been exposed was introduced, people of all ages developed
symptoms. Prevention must be important, a live attenuated
vaccine might help,'8 '19 but there are many difficulties to be
overcome before such a vaccine becomes available.
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Questions on clinical trials
In private, medical scientists will admit that therapeutic
research has had a poor record over the past two decades. Far
too many questions about the value of treatment that were
being asked in the early 1960s remain unanswered. For
rheumatologists the outstanding problem is whether any of the
available drugs really do slow down the disease process in
rheumatoid arthritis.
Among the reasons that that question is still unanswered are

the poor design of many clinical trials and the futile planning
of many medical conferences. No one gains from and much
time is wasted by meetings at which speakers read boring
accounts of poor studies to audiences assembled for other
motives, with little if any time for discussion.

Against that background, I was pleased to attend a meeting
held at the London Hospital earlier this year (and now reported
in a supplement' to the British Journal of Rheumatology).
The meeting had only a few, commendably brief papers and
most of the participants' time was spent in small workshops.
Furthermore, the final session produced some clear conclusions
and some more general opinions.

As an editor faced each year with the task of reading and

assessing dozens of clinical trials I found myself in strong
agreement with Richard Peto: a good trial should ask an
important question and answer it reliably. Peto, the "big
wing" man of trial design, believes that most good trials need
to be very large or to have a long period of treatment or both-
an approach vindicated by the contrast between the inconclu-
sive results of early, small trials of beta blockers in coronary
heart disease and the clear evidence of a small but important
effect that emerged from the massive later studies.
One of the main reasons that the beta blocker studies con-

vinced the sceptics was that the measure chosen was death-
as "objective" and "hard" an end point as anyone could want.
Rheumatoid arthritis provides no such clear measure-indeed,
as Verna Wright reminded the meeting, clinicians may all too
easily spend years writing "doing well" in the notes of a patient
who has become progressively more crippled before their eyes.
What matters to patients is the effects on their daily life of
their damaged joints, and the account by J F Fries of the
Stanford Arthritis Center Health Assessment Questionnaire2
suggested that a self administered questionnaire may be one
workable method of measuring the extent of an individual's
disability and of repeating that assessment at intervals. Typical
of the questions asked are "Are you able to open jars which
have been previously opened ?" and "Are you able to bend
down to pick up clothing from the floor ?" When combined
with a scoring system a questionnaire of this kind gives a good
measure of features of practical importance to the patient.
Indeed, one of the conclusions reached at the meeting was
that patients should be encouraged to take more part in decid-
ing the objectives of treatment.

So the way forward for rheumatologists seems to lie in better
designed, better organised trials, probably larger and multi-
centre, and certainly using assessment methods that are repro-
ducible, simple, and relevant to the patients' problems.
Clinicians in other disciplines might usefully ask themselves
similar questions to those posed at the London Hospital.
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Latissimus dorsi
reconstruction of the breast
The latissimus dorsi is a large triangular muscle taking its
origin from the lower thoracic and lumbar vertebrae, and from
the posterior crest of the ilium. As it sweeps along the posterior
wall of the axilla to be inserted into the bicipital groove of the
humerus the muscle narrows considerably. The skin overlying
the latissimus dorsi muscle is adequately supplied by per-
forating blood vessels from the muscle itself, and, con-
veniently for reconstructive purposes, the dominant nerve and
blood supply of the muscle (the subscapular neurovascular
bundle) enters its deep surface in the axilla. These anatomical
features make it possible for the whole muscle origin, with an
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