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and- 1983) 41% of 317 patients who were thought to have died
from paracetamol alone did so either outside, or on arrival at,
hospital. In 1979, 61 of 65 such patients who died outside
hospital had no evidence of hepatic necrosis at necropsy; in
1983, 58 of 65 patients had no evidence of liver damage.
Furthermore, in most of these cases the circumstantial
evidence pointed towards other drugs that had not been
sought analytically.

Secondly, treatment of patients may be wrongly or in-
advertently withheld. There arr a few clinical chemistry
departments who still refuse to undertake emergency
measurement of plasma paracetamol concentrations. Less
commonly, patients may present atypically after-an overdose
-for example, with abdominal pain, coma, and/or metabolic
acidosis. Finally, a few patients, despite being aware of the
consequences, deliberately present late to hospital or conceal
their history of overdose.
The management of paracetamol poisoning is now well

established. Patients who present to hospital within four
hours of taking at least 10 g paracetamol should undergo
gastric lavage. Children aged less than 6 years tend to swallow
only small amounts of paracetamol, and gastric lavage is
probably unnecessary. In-neither adults nor children has the
value of syrup of ipecacuanha been established. Moreover,
ipecacuanha induces symptoms indistinguishable from those
that sometimes occur early in paracetamol poisoning.
When four hours or more have elapsed after the overdose

the plasma concentration of paracetamol should be
measured. Specific treatment is required if the concentration
falls above a line drawn between 1-32 mmol/l (200 mg/l) at
4 hours and 0-33 mmol/l (30 mg/l) at 15 -hours after the
overdose. Acetylcysteine should be given intravenously,
or, alternatively, oral methionine may be given unless the
patient is either vomiting or unconscious (usually the result
of taking another drug). Both agents are of little value more
than 15 hours after overdose. Patients' at risk of hepatic
failure should receive a prophylactic infusion of dextrose to
prevent hypoglycaemia, and established hepatic or renal
failure should be managed conventionally.
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The need for a public health
alliance
Last week in a room containing not a molecule of smoke
about 50 people interested in public health got together and
plotted the formation of a public health alliance. All sorts of
factions were represented, including a smattenng of doctors,
several people from local government, and the Health
Education Council, which had sponsored the meeting. But
do we need such an organisation, and ifwe do what should be
its aims and structure?
The case for some organisation is strong. Firstly, many

issues are debated without the public health aspect being
considered. For instance, the possible health consequences
of privatising water supplies received very little attention;
rarely do we hear anything of how deterioration in sewers
may harm health; and nor did anybody seem even to notice
the health implications of recent changes in public transport.
Secondly, there are issues on which the health message does
not come through nearly as strongly as it should. These
include poverty, unemployment, housing, and homeless-
ness. Thirdly, on some subjects-such as raising childhood
immunisation rates-nobody is campaigning comprehen-
sively, although -individual groups are active. Fourthly,
campaigns on some issues--for instance, reducing the harm
done by alcohol-are failing dismally despite several groups
working hard. Perhaps an organisation with larger interests
and one that coordinated the other groups could be more
successful. Finally, no one group seems to have an overall
view of the myriad public health issues-not even the
Facuky of Community Medicine, the professional associa-
tions, Health Concem, the College of Health, or the Health
Education Council.

So, those at the meeting agreed, an organisation is needed,
and this will need to be a new organiisation. Those existing
already are neither reaching decision makers nor impressing
them with their arguments. The aim-of the new organisation
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should be to ensure that whenever decisions are being made
that might affect health-and there are a great many-the
consequences to health are considered. Those decisions
might be taken in the Cabinet, in any government depart-
ment, in Brussels, in local government, in industry, or in the
NHS. This is, of course, a very general aim, and several of
those at the meeting thought that one more definite aim ofthe
new organisation should be to work for the 38 specific goals
for the year 2000 of the European office of the World Health
Organisation. I

Indeed, some suggested that the new organisation might
become a "British chapter" of the WHO initiative. Others
had been impressed by the American and Canadian public
health associations, which are large organisations with indi-
vidual and group members. Without government support
they produce authoritative documents on a wide range of
public health topics and make sure that the information
reaches decision makers. Whether or not they influence
public policy is more debatable. Others preferred the model
of the London Food Commission, which was founded by
representatives from various relevant organisations. It takes
an issue, forms a working party, produces a report, and then
fulfils an educational and lobbying role. Another model
might be the Maternity Alliance, which has succeeded
in amplifying the voice of pressure groups concerned to
improve the health of mothers and children. Agreement
could not be reached at last week's meeting on the exact form
of the new organisation or alliance, but a small planning
group has been set up. It is expected to produce plans for a
second meeting in October.

Certainly it would seem wrong to launch a new organisa-
tion without paying any attention to the thousands that
already exist with some interest, no matter how small and
tangential, in public health. Those organisations are too
often failing, however, to move public health issues to the
centre of the political stage, where they rightly belong, and
some initiative is badly needed. Any new group that might be
formed will be born into a hostile world and will need to be
well equipped. It will need: the support of existing organisa-
tions; independence; access to high quality unbiased infor-
mation and advice; and resources. All may be difficult to
come by.

RIcHARD SMITH
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1 World Health Organisation Regional Office for Europe. Targets for health for all. Copenhagen:

WHO, 1985.

Lymphostatic disorders

The lymphatic system plays a fundamental part in regulating
the physiological environment by returning protein, cells,
macromolecules, and fluid to the general circulation as well
as removing metabolic byproducts, dying or mutant cells,
microbes, and inorganic matter. ' Oedema may develop
either from an excess of capillary filtrate with normal but
overloaded regional lymphatics or from defective lymphatics
with an unaltered lymph load.2 Stasis due to obstructed
lymphatics (low lymph flow failure) is characterised by
oedema fluid with a high protein content; it is seen, for
example, after mastectomy. Overproduction of lymph, such
as that associated with chronic venous insufficiency, causes

high lymph flow failure-but this may also lead to lymph
stasis through secondary damage to the lymphatic system.
The term "lymphostatic disorder" has been suggested as a
replacement for "lymphoedema" as it refers to all types of
lymph stasis and overcomes the problem that there may be no
clinically detectable oedema in some late stages of the
condition.3
A lymphostatic disorder, then, is a progressive condition

characterised by four main components: excess protein,
oedema, chronic inflammation, and excess fibrosis.4 Fibrosis
occurs late and reduces the perceptible pitting. Chronic
peripheral lymph stasis produces thickened skin giving
enhanced skin creases and deepened skin folds; it prevents
the pinching ofa fold of skin over the dorsal aspect of the toes
or fingers (Stemmer's sign).5 Hyperkeratosis and verrucous
and condylomatous changes are also features oflongstanding
lymph stasis, and if severe these are termed elephantiasis.
The patient's disabilities include pain, reduced mobility,

and impaired function of a limb. Psychological disturbances
also occur since the gross distortion of the tissues may affect
the patient's social acceptance. Chronic lymph stasis
commonly predisposes to infection and more rarely to the
development of tumours (as in the Stewart-Treve's
syndrome). Acute inflamimatory episodes, referred to as
"cellulitis" or "erysipelas" may or may not be related to
bacterial infection, but these invariably further damage
existing lymphatics so compounding the problem.3

Lymphostatic disorders are considered rare, but we have
no reliable epidemiological data on their prevalence. The
reported incidence for lymph stasis after mastectomy varies
from 9% to 63%.&1o This variation is due to differing
operations, whether or not the patient was irradiated, and the
length of follow up-and it also depends on the definitions of
severity or techniques of measurement. The diagnosis of
chronic lymph stasis may usually be made clinically, though
malignancy must always be excluded. Lymphography is
widely used, but it provides only static non-functional
anatomical information, and may be harmful." The best
means of estimating lymphatic function is quantitative
indirect lymphoscintigraphy. 12
The management of lymphostatic disorders is unsatis-

factory. The "grin and bear it" approach is as unacceptable
as are mutilating surgical operations or amputations.
Macrosurgery has no long term benefits, but advances in
microsurgery are encouraging, particularly with lymphati-
covenous anastomoses.'3 No single operation is likely to be
the answer in all cases. Drug treatment has been disappoint-
ing, and despite their widespread use diuretics are ineffec-
tive. The benzopyrone oxerutins reduces experimental high
protein oedema, but its effect is slow and unpredictable.'4
Physical treatment appears to be the most effective treat-
ment; it comprises massage, compression with bandaging or
pneumatically inflated sleeves, and gentle exercises.'5 The
improvement needs to be maintained by elastic hosiery, and
the patient should be encouraged to use the limb normally.
When the disorder is secondary to cancer vigilance for
recurrence must be paramount. Infection must be treated
promptly with antibiotics such as phenoxymethylpenicillin.
Prophylactic attention to skin hygiene is essential, buL
recurrent attacks of "cellulitis" may require long term
treatment with antibiotics.
The aim of the recently formed British Lymphology

Interest Group is to encourage clinical and scientific research
programmes, to develop a platform for the dissemination
of knowledge about lymphatic disorders, and to compile
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