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Yellow fever- cause for concern?
At the turn of the century yellow fever was still ravaging large
areas of the Caribbean, South America, and Africa, with
occasional forays to seaports in North America and Europe,
including Plymouth and Southampton. With the discovery of
the disease's urban mosquito vector, Aedes aegypti, by Carlos
Finlay and Walter Reed the stage was set for the enormously
successful eradication programme directed by such pioneers as
Gorgas in Cuba and Panama and Soper in Brazil.' A aegypti
was virtually eliminated from the Americas, and urban yellow
fever disappeared. Small sporadic outbreaks of the disease
continued to occur only where man encroached on the natural
forest (or "jungle") cycle of the virus maintained by monkeys
and sylvatic mosquitoes, particularly Haemagogus spp.2
Maintenance of the virus continued in the enormous forests of
the Amazon basin, while a similar cycle with monkeys and
sylvatic Aedes spp existed in the rain forests of west and
central Africa.
The first isolation of yellow fever virus was made from a

febrile patient in Ghana in 19272 and soon led to the develop-
ment of two successful live attenuated vaccines-17D and
French neurotropic. Both vaccines were effectively used in
mass vaccination campaigns, but the less safe French neuro-
tropic vaccine has since given way to 17D, which must rank as
the best and safest of all viral vaccines in use today. The
combination of mass vaccination and measures to control
mosquitoes kept yellow fever in check and contained it within
the forest habitat, though large outbreaks occurred from time
to time, particularly in Africa. Two examples were the out-
break in the Nuba Mountains of the Sudan in 19392 and that in
southern Ethiopia from 1962 to 1964.3 The Ethiopian outbreak
affected over 100 000 people, with some 30 000 deaths. The
vector species were Aedes africanus and A simpsoni; A aegypti
was scarcely implicated.

In recent years, unfortunately, costly vector control
measures have been curtailed in many developing countries,
active surveillance has become minimal, and mass vaccination
has largely been abandoned. The ending of mass vaccination
in Senegal in 1960 is thought to have been a major factor in the
1965 Senegal outbreak,4 where A aegypti was a principal
vector. There are signs elsewhere that yellow fever is once
again becoming a major threat. In South America increasing
numbers of cases have been reported in the last three years,
with outbreaks in Bolivia, Brazil, Colombia, Ecuador, Peru,
and Venezuela. The disease even reappeared in Trinidad,
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causing 18 cases with seven deaths in 1979.5 The really worry -
ing aspect of the current state in the Americas is the way in
which A aegypti has reinfested regions where it had been
earlier eradicated and invaded other areas where it had not been
previously detected.6 It has appeared in many urban areas of
South and Central America, the Caribbean, and even the
southern United States. The mosquito's reappearance has
been dramatically emphasised by severe outbreaks of dengue
fever, another viral infection transmitted to man by A aegypti.
Urban yellow fever could easily reappear in Colombia and
Venezuela. In Colombia a changing pattern of rural yellow
fever has been noted where farm workers have become infected
without having been in forest areas-suggesting, perhaps, a
reservoir other than the monkey and a new vector.
West Africa has also seen extensive and sometimes devastat-

ing epidemics in recent years. Many cases go unreported either
through delay or official reluctance to publish figures: for
example, 208 cases were reported in Nigeria in 1969 but over
100 000 cases probably occurred. A huge epidemic has affected
Ghana in the last three years but only 494 cases have been
reported. Intense epizootic activity was noted in southern
Senegal in 1976 and a large-scale vaccination programme was
carried out in 1977. The disease struck unvaccinated Gambia
in June 1978. Only 30 cases were reported, but retrospective
serological tests suggested 8400 cases and 1600 deaths.7
Epizootics of yellow fever are constantly moving among the
rain forests of Africa, a variety of Aedes species as vectors. In
native Africans infections acquired through contact with the
forest cycle are often mild and go unnoticed. Epidemics tend
to occur where the forest meets the savanna and where large
non-immune human populations are exposed.

In October 1979 two unvaccinated French tourists visited
Toubacouta in southern Senegal.5 Three or four days later they
developed febrile illnesses. They died after five and nine days
in intensive care units in separate Paris hospitals from severe
haemorrhagic illnesses, but yellow fever was not suspected.
The diagnosis was considered only when yellow fever virus
was isolated from a febrile child in Senegal who had visited the
same village. The French visitors had been granted exemption
from vaccination-often extended to tourists staying for less
than 15 days. The lesson is all too clear.

Theiler W, Downs WG. The arthropod-borne viruses of vertebrates. An
account of the Rockefeller Foundation Virus Programme 1951-1970. New
Haven: Yale University Press, 1973.
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Mixed-sex wards
Why are mixed-sex wards not more common ? They are
popular with patients and have considerable advantages-
notably their flexibility-so that the whole hospital does not
have to be closed to admissions just because all the wards
allocated to one sex are full when there are still empty beds in
other wards. Furthermore, mixed-sex wards reduce the
number of consultant teams visiting each ward and this is
helpful. As many as seven consultants may share beds in one
single-sex ward, and in the course of a few months scores of
doctors-consultants, registrars, and housemen-may visit
patients in such a ward, making it very difficult for the nursing
staff to have that close contact with their medical colleagues
which is the essence of good patient care. By putting men and
women into one ward the number of consultants with beds in
that ward should be cut by half.

Intensive-care and coronary-care units present few
problems. Patients are confined to bed, desperately ill, and
may easily be screened from neighbours. The advantage of
concentrating skilled staff and equipment in one unit rather
than splitting them over two are overwhelming and are widely
accepted. At the other end of the range, in geriatric and
psychiatric wards the advantages of judiciously mixing the
sexes in the day areas has long been accepted, because the
presence of the opposite sex encourages patients to take more
effort over their appearance, improving morale and aiding
recovery.

Surveys of acute wards in which the sexes are mixed1-5
have shown overwhelming satisfaction with the arrangements
on the part of both staff and patients. At Leicester' the wards
are divided into single-sex bays, giving patients a certain but
important amount of privacy. The findings at Greenwich2
were that patients from mixed wards partitioned into bays or
cubicles were more likely to choose a mixed ward on a return
visit, whereas those from unpartitioned mixed wards were
more likely to choose a single-sex ward.

Dividing up an old Nightingale ward may cause problems if
the partitions are so flimsy that noise carries from one bay to
the next-with complaints varying from embarrassment when
using bed pans to women being kept awake by men snoring.
Some problems are foreseeable; a woman with an intestinal
disorder necessitating frequent visits to the lavatory will be
greatly inconvenienced when in great haste she has to put on
her dressing gown every few minutes. Such problems may be
overcome, however, even in a converted Nightingale ward
provided there is adequate privacy for each patient, with
suitable curtains separating the beds from the ward corridor
used by both sexes. Adequate sanitary annexes are essential so
that patients may wash in privacy. Problems may be caused by
shortage of lavatories, so that when their own are full men may

wander into the women's area. This can be overcome by clear
labelling, and ideally their toilet areas should be placed so that
men and women do not need to pass the others' lavatories to
get to their own. Criticisms relating to the day area vary from
the men complaining of the women's ceaseless chatter to the
women complaining that the television is constantly geared to
the men's needs (sport) and they cannot choose the pro-
grammes they like. Such complaints may be reduced if
separate day areas can be set aside giving some choice for the
patients, but this is rarely possible.
One practical point is that male nurses may need chaperones

on mixed wards; if no nurse is available of the same sex as the
patient in the particular ward area a nurse from another ward
should be asked to act as chaperone. The Royal College of
Nursing5 advises that patients who are to be admitted to mixed-
sex wards should be forewarned, but this may not always be
practicable, and indeed where different bays are allocated to
separate sexes some patients may not even be aware that they
are in a mixed ward. The Leicester survey found that staff
were happy with the mixed wards and the consultants in
particular were strongly in favour, commenting that it would be
a serious backward step if any change were made. Nurses
prefer them because the mix makes their work more varied and
interesting. The case for mixed wards seems overwhelming
and the conversion of existing single-sex wards should now be
accelerated for the benefit of both patients and staff.

Shaw E. Survey of mixed-sex wards. Phase II. Leicester Royal Infirmary.
Leicester Area Health Authority (Teaching), March 1980.
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Regional Health Authority, May 1979. (Report 288.)
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Health and Social Service_Journal 1978;88, 26 May:A21-4.

Calnan J. Sex mix. World Medicine 1978 ;14, 8 Feb :45-6.
Royal College of Nursing. Mixed sex wards. London: Royal College of

Nursing, 1978.

Retinitis pigmentosa
The retina reacts to disease in only limited ways, and the
typical fundal picture of retinitis pigmentosa may result from
several different disease processes. Classically patients present
with constricted visual fields and night blindness, but the
progressive loss of the visual field may be so slow that the
patient may be unaware of it and complain only ofpoor acuity,
photophobia, or loss of colour vision. Retinitis pigmentosa
primarily affects the retinal rods, though increasing dysfunc-
tion of the cones is seen with age, and combined dystrophies
of the rods and cones do occur. The disease affects the retinal
photoreceptor-pigment epithelial cell complex, and the earliest
fundal changes are seen as a disturbance and atrophy of the
retinal pigment epithelium, often more obvious on fluorescein
angiography. This is followed by attenuation of retinal
arterioles and pallor of the optic disc, but the typical intra-
retinal bone-corpuscular pigmentation is a late sign, probably
appearing many years after onset of the disease. The diagnosis
may be confirmed by an absent electro-oculogram, and the
electroretinogram may show the comparative extent of
damage to the rods and cones.
Recently electron microscopy has greatly aided our under-

standing of the physiology of photoreceptors and has shown
the crucial part played by the retinal pigment epithelial cell in
their metabolism. Each rod is made up of an inner segment
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