
BRITISH MEDICAL JOURNAL 15 OCTOBER 1977 977

although there have been no reports of high concentrations,
there have been several of normal values in groups of patients.
So far the technological and nosological procedures have not
proved reliable enough, but the importance of such studies is
nevertheless plain. Individuals with extreme values should be
identified and their families studied.

Wetterberg also reported that neutron activation analysis
had shown reduced antimony, arsenic, and phosphorus
concentrations in his patients. It seems very unlikely that the
reduced concentrations of these metals could be a cause of
schizophrenia, but trace elements are useful metabolic markers,
adding clues to what else might be studied with profit.
Another set of results implying that schizophrenia is a

specific biochemical entity was reported by Bird. Postmortem
examination of brains had shown that the amounts of dopamine
were increased in the nucleus accumbens while the glutamic
acid decarboxylase concentration was highly significantly
decreased. Similar decreases were reported in the putamen,
amygdala, and hippocampus. These findings could represent
a major step forward if confirmed. Enzymatic and other
chemical approaches to the postmortem study of brains seem
to be offering new insights-changes have been reported in the
acetylcholine pathways in senile dementias and in those of
gamma-aminobutyric acid in Huntington's chorea.
Today patients with schizophrenia are cared for and helped

much more effectively than ever before by a combination of
drugs and humanity. The saga of attempts to understand them
has not been futile. While fundamental research still resembles
throwing pebbles into an ocean, the work is being encouraged
and supported by the relatives and friends of those who suffer.

Emetics for acute poisoning
-treatment or hazard?

Recent reports in the national press of a death due to a salt
water emetic1 2 indicate the need to reconsider not only the
use of salt but also the place of emetics in the treatment of
acute poisoning. Sodium chloride used to be recommended as
an emetic by many authorities, perhaps because it was readily
available. Opinions have changed, however, and the current
view has been summarised succinctly in the statement3: "Salt
may be an occasionally successful emetic. It is a reliable
poison." In fact the efficacy of salt as an emetic has been rated
as only one-quarter that of syrup of ipecacuanha,4 and there is
a convincing list of reports of deaths from hypernatraemia due
to excessive doses.3 l In all of these fatalities the available
evidence suggests that had the emetic not been given the
patients would probably not have died from the original
poison-provided they had received adequate supportive
treatment. The deaths occurred either because an excessive
dose of sodium chloride was given at the outset or because
repeated doses were given when vomiting did not occur.

Against this background there are only two possible
approaches to the use of saline emetic: either (as advised by the
Federal Register'2 in the United States) it should never be
given, or advice on its use should be carefully stated and widely
circulated. The choice between these alternatives depends on
an appraisal of the efficacy and safety of the alternative emetics
and of the role of emesis in general.

In the immediate, first-aid care of acute poisoning measures

that reduce the amount of the poison retained within the body
have an obvious attraction, and certainly emesis can remove
worthwhile quantities of poison.13 14 However, though in
England and Wales 100 000 or more patients are admitted each
year with acute poisoning,15 most have taken amounts well
below the lethal level, and only 10 000 to 20 000 are at serious
physical risk. Caution must, then, be exercised in the use ofany
measure that carries a risk ofadverse effects on the patients who
are not in peril. This requirement alone excludes the use as
emetics, not only of sodium chloride but also of copper
sulphate and apomorphine, both of which carry serious risk of
toXiCity.16-18

Syrup of ipecacuanha, on the other hand, has not been
associated with fatalities, though severe toxicity was reported
in a child given three to six times the correct dose as treatment
for an overdose of an antiemetic.'9 Deaths have occurred in the
United States from the mistaken use of ipecacuanha fluid
extract, which is 14 times the strength of the syrup, but this
mistake should not recur so long as pharmacists are aware ofthe
danger from the concentrated formulation. The efficacy of
syrup of ipecacuanha compares well with that of other emetics
in children,'8 20 in whom gastric lavage is often technically
more difficult, but there is little information on its effectiveness
in adults. While most studies of emetics have been concerned
with their use in hospital Veltri and Temple21 reported a
series of 776 cases in which syrup of ipecacuanha was used at
home by unqualified personnel under telephone instructions
from the Salt Lake City Poison Control Centre. Emesis
occurred in 98 2" of their cases, but symptoms of poisoning
occurred in only 6400, suggesting that in many cases the
treatment had not been needed, and 9-40 of the patients
suffered from prolonged vomiting, suggesting that the treat-
ment was not without complications.
On balance, it seems that syrup of ipecacuanha may be the

treatment of choice in children when there is a risk of toxicity,
provided that treatment is given within four hours of ingestion
and that the poison is not corrosive, a petroleum distillate, or
an antiemetic. The treatment should be given only under
medical supervision, whether at home or in hospital. Other-
wise the primary concern of those administering first aid
should be the support of vital functions. For adults there is as
yet no convincing evidence on the efficacy of syrup of ipecacu-
anha, and gastric lavage remains the treatment of choice22
until further studies suggest to the contrary.
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