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The median age at death for specific causes of death does not
give any new information compared with the incidences; on the
contrary, it is based on less information as it does not take into
account the number of cases or the size of the population at risk. It is
thus not a measure of risk. Nor is the median age at death a measure
of premature mortality, as a complete evaluation of the impact of a
disease on premature mortality must also take into account the
number of deaths it causes. Nevertheless, median age at death
is effective in indicating diseases that are important causes of

premature mortality as well as changes over time. Given that it is
easy to calculate and does not require standardisation, we believe
that it has a useful role.
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SHORT REPORTS

Availability of "proper officers" out of
office hours to manage urgent
communicable disease and
environmental health problems
Arrangements to ensure the availability of "proper officers" out of office
hours to deal with emergency environmental health and communicable
disease problems are inadequate in England and Wales. This inadequacy is
part of a wider concern that current organisational arrangements in public
health are unsatisfactory.

During the investigation of an outbreak of milkborne salmonellosis in
Cambridge over the Easter holiday period in 1986 we found it difficult to
contact some of the environmental health officers concerned. This prompted
us to conduct a national survey of the availability out of office hours of

Response of switchboards when askedfor duty medical officerfor environmental health or community physician out of office hours.
Figures are numbers (percentages) of responses

Health authority switchboard Main general hospital switchbdard

No of district health Manned telephone No reply or unhelpful Satisfactory Unsatisfactory
Region authorities or call transferred recorded message response response

East Anglian 8 1 (13) 7 (87) 2 (25) 6 (75)
Oxford 8 2 (25) 6 (75) 2 (25) 6 (75)
West Midlands 22 7 (32) 15 (68) 8 (36) 14 (64)
South Western 11 5 (45) 6 (55) 4 (36) 7 (64)
South west Thames 13 7 (54) 6 (46) 5 (38) 8 (62)
Wessex 10 6 (60) 4 (40) 4 (40) 6 (60)
North east Thames 16 10 (63) 6 (37) 7 (44) 9 (56)
North Western 19 7 (37) 12 (63) 9 (47) 10 (53)
Trent 12 4 (33) 8 (67) 6 (50) 6 (50)
North west Thames 14 10 (71) 4 (29) 7 (50) 7 (50)
Yorkshire 17 7 (41) 10 (59) 9 (53) 8 (47)
Northern 16 10 (63) 6 (37) 9 (57) 7 (43)
Mersey 10 2 (20) 8 (80) 6 (60) 4 (40)
South east Thames 15 7 (47) 8 (53) 9 (60) 6 (40)
Wales 9 3 (33) 6 (67) 6 (67) 3 (33)

England and Wales 200 88 (44) 112 (56) 93 (46) 107 (54)

medical officers for environmental health (usually community physicians
but sometimes clinical medical officers and general practitioners) and of
environmental health officers.

Methods and results

All 200 district health authorities and corresponding general hospitals in
England and Wales' and 122 local authorities randomly selected from the 367
local government districts in England2 were telephoned out of office hours (at
weekends, on Bank holidays, and on weekdays after 7 pm) over six months
(December 1986 to June 1987) to determine the names and telephone numbers of
the duty medical officer for environmental health and the environmental health
officer.

Altogether 112 health authorities (56%) did not reply or had an unhelpful
recorded message that suggested calling during office hours. For the remaining 88
health authorities the telephone call was directly answered by or was automatically
transferred to switchboard staff, usually in the local hospital or ambulance
service. The switchboard operators of 107 general hospitals (54%) could not

identify the duty medical officer for environmental health or the community
physician. Responses varied considerably among the regions (table). Some
switchboard operators suggested that we contact the police or fire brigade; others
put us through to duty hospital staff, who were no more knowledgeable.

Eighty local authorities (66%) did not reply or had a recorded message asking
people to call during office hours. In 42 cases a recorded message gave the
telephone number of the duty environmental health officer or the call was
transferred to the officer's home.

Comment

Our survey shows that less than half of the district health authorities in
England and Wales and less than a third of the local authorities in England
had arrangements to ensure adequate availability out of office hours of
proper officers to manage urgent environmental health problems such as
outbreaks of food poisoning. Authorities need to be reminded of the
Department of Health and Social Security's guidance, which calls for

arrangements "to ensure that urgent calls out-of-office hours can be accepted
and dealt with promptly." '
We had access to specific directories that others who may need to make

urgent contact with the proper officers out of office hours are unlikely to
have.' 2 Our experience suggests that where on call rotas are available they
may not be kept up to date, possibly because proper officers are rarely
required outside office hours and authorities become complacent. Therefore
emergency contact procedures should occasionally be tested to ensure their
continuing effectiveness.

Organisational shortcomings in the management of environmental health
problems have been identified previously.4 Our study confirms continuing
deficiencies. The basis on Which resources are devoted to environmental
health is neither rational nor explicit, and the objectives of general managers
in health authorities are different from the objectives ofhealth committees of
local authorities. The medical officer for environmental health is employed
by a non-elected health authority but is accountable to an elected local
authority; this can create personal and professional difficulties for medical
officers. Will the recent inquiry into public health' remedy this?
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Infective endocarditis complicating
tricuspid valve disease in the carcinoid
syndrome
A distinct form of heart disease has been described in patients with the
carcinoid syndrome. Disease of the cardiac valves occurs as a late
complication in about half of the patients. ' Though abnormal cardiac valves
are more susceptible to infection than normal valves, we believe that no cases
of infective endocarditis have been reported in association with carcinoid
heart disease. We report a case of streptococcal endocarditis affecting a
regurgitant and stenotic tricuspid valve in the carcinoid syndrome.

Case history

A 65 year old man presented with a six month history of increasing lassitude,
weight loss of 6-4 kg, and intermittent watery diarrhoea. He had a history of
prostatectomy for a benignly enlarged prostate and hypertension controlled with
bendrofluazide. He denied having had rheumatic fever. He had a ruddy
complexion and was feverish. Lymphadenopathy and finger clubbing were
absent. The pulse was regular, and blood pressure was 130/85 mm Hg. A harsh
mid-systolic murmur was heard, maximal at the apex. The murmur had not been
present one year previously. The liver was smooth and non-tetder, and its lower
edge was palpable two fingerbreadths below the costal margin. There was no
splenomegaly. The cardiac murmur changed over several days, becoming
maximal at the lower left sternal edge.
The white cell count was 13 8xI09/l with 69% neutrophils. An electro-

cardiogram showed sinus rhythm with right ventricular hypertrophy, and there
was slight prominence of the left border of the heart in a chest x ray film. Serial
blood cultures grew Streptococcus viridans. Echocardiography showed thickened
tricuspid valve leaflets with doming of the septal leaflet compatible with
tricuspid stenosis. The right atrium and right ventricle were dilated. Contrast
two dimensional echocardiography suggested tricuspid regurgitation. No
vegetations were seen on the tricuspid valve. The mitral valve was normal; the
pulmonary valve was not visualised. Computed tomography of the abdomen
showed an 8 x 1O cm mass posterolaterally in the right lobe of the liver and
multiple smaller low density areas throughout the liver, suggesting metastases.
No primary tumour was identified. The urinary 5-hydroxyindole acetic acid
excretion was 385 ptmol/24 h (normal 10-45 [tmol/24 h), confirming the carcinoid
syndrome.

Intravenous benzylpenicillin and gentamicin were given for six weeks. The
patient's fever settled rapidly, and his cardiovascular state did not deteriorate.
The diarrhoea and facial flushing, characteristic features of the carcinoid
syndrome, were treated with oral chlorpheniramine maleate and cimetidine. This
produced a prolonged period of normal bowel function, but the flushing,
although improved, was incompletely abolished.

Comment

The carcinoid syndrome is a rare cause of acquired cardiac disease,
causing predominantly right sided lesions, but valvular heart disease
is a frequent finding.'2 Not until 1954, however, was carcinoid heart
disease recognised as part of the full clinical and pathological syndrome.2
Pathognomonic fibrous plaques cover the pulmonary and tricuspid valves,
the endocardium of the right atrium and ventricle, and the intimal surfaces
of the vessels draining the right ventricle.3 The commonest valvular lesions
are tricuspid regurgitation and stenosis with mild pulmonary stenosis.4 The
two dimensional echocardiographic features of carcinoid heart disease

are distinctive: the tricuspid valve leaflets appear diffusely thickened,
shortened, and stiff without evidence of commissural fusion.4

Carcinoid tumours and their metastases grow slowly, and morbidity
largely derives from their endocrine effects. Cardiac lesions progress slowly
but can result in appreciable morbidity and mortality as congestive cardiac
failure develops.' Intractable heart failure has been successfully treated by
replacement of the tricuspid valve.5 We believe that the association of
carcinoid heart disease and infective endocarditis has not been documented
previously.
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Inhibitory effects of ranitidine on flushing
and serum serotonin concentrations in
carcinoid syndrome

Dramatic reductions in the frequency, duration, and intensity of flushing
attacks in the carcinoid syndrome have been reported during combined
treatment with HI and H2 receptor antagonists.' 2 We report a patient with a
metastatic pancreatic carcinoid tumour in whom admiinistration ofranitidine
alone lead to cessation of flushing attacks, together with a significant
reduction in serum serotonin concentrations.

Case report

A 73 year old man was admitted with flushing, and nausea and epigastric pain
after meals. Physical examination showed no abnormality. Laboratory investiga-
tions showed that he had non-insulin dependent diabetes as well as an appreciably
raised serum concentration of carcinoembryonic antigen and increased neuron
specific enolase, serum lactic acid dehydrogenase, and transaminase activities.

Ultrasound scan and computed tomogram ofthe abdomen and retroperitoneum
showed a small nodule in the head of the pancreas 1 cm in diameter and a solitary
liver mass 5 cm in diameter. Histological examination ofneedle biopsy specimens
from both lesions showed a metastatic endocrine pancreatic tumour. Serum
serotonin concentrations were measured using high performance liquid chroma-
tography and electrochemical techniques as described by Korpi (normal range
0 03 to 0-20 mg/1).3 The concentrations of serotonin in the serum were above
normal when he was not having a flushing attack, and repeated measurements
varied between 0-80 and 1-0 mg/I. During flushing attacks the concentration
rose to 1-30 ig/l. Because of his nausea and epigastric pain after meals
gastroduodenoscopy was carried out and biopsy specimens taken. Histological
examination showed non-specific haemorrhagic gastritis and superficial ulceration
in the duodenal bulb for which he was given ranitidine 150 mg orally twice daily.
This treatment resulted in immediate cessation of his flushing attacks.
We therefore carried out a single blind crossover study of ranitidine 150 mg

orally twice daily followed by three days when he received only antacids (the
placebo period was limited to three days for ethical reasons) and then a further
period when he received ranitidine as before. The frequency of flushing attacks
was recorded and serum serotonin concentrations were measured daily.
The results are shown in the figure. There was immediate cessation of flushing

during both periods of ranitidine administration and recurrence of symptoms
during the placebo period. The serum serotonin concentration fell as soon as he
started taking ranitidine. During the placebo period there was a progressive rise
to pretreatment values. One tailed unpaired analysis by the Mann-Whitney test
showed that serum serotonin concentrations were significantly lower when he was
receiving ranitidine than when he was receiving placebo (p<005).
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