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Management of gastroenteritis at home

SIR,-Dr B A Wharton's leading article (14
November, p 1277) and the article by Drs
P S Morrison and T M Little (p 1300)
expressed concern over the way children with
gastroenteritis were treated at home. We share
their concern and would like to report our
experience.
The case records of young children (aged up to 2

years) admitted to the regional gastroenteritis unit
at this hospital (serving a population of over
300 000) during two periods, November 1975 to
October 1976 and November 1980 to May 1981,
were scrutinised. As part of a larger study on the
changing pattern of infantile gastroentritis (de-
tails to be published elsewhere), we examined the
preadmission medication given to these children.
There were 274 children in the first period and 258
in the second period. Two-thirds of the children in
each period were aged under 1 year. Despite a
five-year interval, during which major advances
have been made in the understanding of the patho-
physiology and treatment of acute diarrhoea,
children admitted to this hospital continued to
have had drugs precribed. There was no significant
change in the proportiorl of children prescribed
drugs from the first to the second periods (60 v
63 0). Only 10o of children in the latter period
were given appropriate treatment and advice (that
is, glucose-electrolyte solution and regrading of
milk) by their general practitioners. Moreover, in
this same period about 28", of children received
two or more drugs.

Antidiarrhoeal agents were the commonest drugs
prescribed in both periods (30", v 28"). Seven-
teen children received Lomotil (diphenoxylate
hydrochloride and atropine sulphate). Antibiotics
continued to be commonly prescribed (20 U v
16 %0). There was an increased frequency of anti-
emetics and antispasmodics (5 5°' v 9°,) but
fewer sedatives like promethazine and chlorproma-
zine (10°o v 3-5%o) were prescribed in the second
period than in the first. Fortunately, toxicity
remained uncommon (<1 -,) despite all these
medications.
Our findings clearly show that many young

children with gastroenteritis are still not prop-
erly managed at home by general practitioners.
Like Drs Morrison and Little, we feel that
there is "indeed room for improvement."

K C CHIN
DENISE KINCH
N J BEECHING
C CROCKER

MICHAEL J TARLOW
University Department of Paediatrics and

Child Health,
East Birmingham Hospital,
Birmingham B9 5ST

SIR,-The paper by Dr P S Morrison and
T M Little (14 November, p 1300) makes
depressing reading; but the management of
gastroenteritis at home, especially in the very
young infant, is fraught with difficulties
because of the need for continued observation
not only of the state of hydration of the child
(which can be overestimated in the chubby
infant) but also of the fluids being used by the
parents.

Full timetables often prevent the family
doctor revisiting as often as he would wish,
and it is a sad fact of life that the more the
doctor says by way of instruction the less is
retained by the patient. Recipes which
include such statements as "a pinch of salt
to each pint of boiled water" often result in
the administration of a higher sodium con-
centration than intended.

Before Dic ralvtr (sodium chloride and
dextrose powde . i- ade available ii

general practice a useful measure was des-
cribed by Cutting,' which enables mothers to
start rehydration in the home with a solution
which, although "less adequate than a com-
plete replacement formula, fulfils the physio-
logical criteria to facilitate rapid absorption."
The measure is a two-ended spoon, which can
measure 4 g granulated sugar in the larger
scoop and 0-9 g of salt in the smaller scoop.
Mixed in 200 ml water, this gives a safe
solution containing 75 mmol(mEq) sodium
per litre.

This is a useful (and cheap) instrument for
the GP to use, and with prompt use at the
onset of diarrhoea in an infant should help to
improve the domiciliary management of this
condition. The spoons are available from
TALC (Teaching Aids at Low Cost), Institute
of Child Health, 30 Guilford Street, London
WC1N 1EH.

A M ROBSON
Leamington Spa, Warwicks

Cutting W. Journal of MAaternal anid Child Health
1979 ;July :276-81.

Indian childhood cirrhosis

SIR,-Dr A Paton's leading article (17 October,
p 1006) on Indian childhood cirrhosis, I am
afraid, does not reflect the controversial status
of Indian childhood cirrhosis in India. Our
complete classified review (1887-1980)1 of the
literature on Indian childhood cirrhosis and
its critical analysis2 reveal numerous dis-
crepancies in the frequencies of various
features of this entity.

For instance, increased levels of x-feto-
protein in 45" cases of Indian childhood
cirrhosis have not been confirmed by subse-
quent studies and the same is true for other
immunological parameters such as 5 1C
complement fraction, o-1-antitrypsin, and
smooth muscle antibodies.3 The incidence of
Mallory's hyaline in hepatocytes has varied
from 140) to 82"W.5 We have found that
orcein-positive deposits in hepatocytes are
found not only in Indian childhood cirrhosis
but also in conventional cirrhosis of Indian
children.'; Six hypotheses about aetiology and
pathogenesis have been proposed to date.
Serial liver biopsy studies on 76 apparently
healthy siblings of patients with Indian
childhood cirrhosis over a period of two years
showed that over 25", developed full-fledged
Indian childhood cirrhosis7; this contrasts with
the figures given in your editorial as well as
with our experience.8 We are convinced that at
the root of the so-called enigma of Indian
childhood cirrhosis is the failure to define
precisely the minimum clinicopathological
diagnostic ctiteria in a precise manner, as has
been done by us recently.9 By 19795 over 100
papers had been published (since the first
descriptions by Sen in 1887 and Gibbons in
1888) but not one of them had shown how the
entire liver looked in cases of Indian childhood
cirrhosis.

Indian childhood cirrhosis is a total mis-
nomer for three reasons. Firstly, a syndrome
like Indian childhood cirrhosis has been
reported from 12 countries (excluding India)-
Bangladesh, Britain, Burma, Canada (Mexican
child), China (north), Costa Rica, Indonesia,
Israel, Malaysia, Mexico, Sri Lanka, and West
Africa. Secondly, Indian childhood cirrhosis
more often than not is not a true cirrhosis5 and
the liver has certain gross resemblances to that
seen in neonatal hepatitis (in its late stages)

and neonatal hypoxia.10 Thirdly, Indian
childhood cirrhosis often reaches an irre-
versible stage in childhood and thus its
genesis must undoubtedly occur in infancy
and possibly at the intrauterine if not pre-
zygotic stage. In India, wherevir al hepatitis is
endemic and where toxins (arsenic, copper,
aflatoxin) abound in the environment, it is
more than likely that Indian childhood
cirrhosis is multifactorial and is a syndrome.
We therefore propose a new and, in our
opinion (on the basis of the facts cited above),
more accurate designation for Indian childhood
cirrhosis, namely infantile posthepatic pre-
cirrhosis syndrome, with the proviso that the
hepatitis may be viral or toxic, or both.

A G BHAGWAT
Department of Pathology,
Postgraduate Institute of Medical Education and

Research,
Chandigarh 160012,
India

Bhagwat AG. Indian Paediatr 1980;17:581-4.
Bhagwat AG, Walia BNS. Indy Paed 1981 48:433-7.
Sehgal S, Walia BNS. Lanicet 1975;ii:1144-5.
Sehgal S, Aikat BK, Bhattacharya T, Walia BNS.

Ind3 Med Res 1977;65:89-94.
Bhagwat AG. Lancet 1979;ii:640-1.
Portmann B, Tanner MS, Mowat AP, Williams R.

Lancet 1978;i:1338-40.
Patel BD, Parekh SR, Chitale AR. Indian Paediatr

1974;1 1:19-28.
Bhagwat AG, Vashishtha KK, Walia BNS. Fed Proc

1980 39:877.
Bhagwat AG, Banerjee CK, Walia BNS. Bulletin of

the Postgraduate Institute of Medical Education
and Research Chandigarh 1980;14:146-51.

Ghosh ML, Emery JL. Gut 1973;14:209-12.

Sleep problems in young children

SIR,-I was interested in Dr H B Valman's
reminder that small doses of trimeprazine
tartrate stimulate rather than sedate small
children (7 November, p 1265). Perhaps
anaesthetists should make more use of this
effect than they do. As day-case surgery for
children becomes more common sedation
becomes more difficult. Oral trimeprazine
3 mg/kg body weight induces sleep but may
delay full recovery from general anaesthesia for
several hours. And if the operation is per-
formed in the afternoon the patient may have
to be kept in hospital overnight.

Trimeprazine given orally one to one-and-a
half hours before operation in doses one-
tenth of those generally administered produces
an alert child, curious about all that is going on
around him, and easily entertained or dis-
tracted. General anaesthesia is induced peace-
fully. Full recovery is not delayed. In practice,
children at 1-2 years receive Vallergan Forte
0-5 ml, at 2-5 years 1 ml, and at 5-8 years 1-5
ml. Intramuscular papaveretum 1 mg/4 kg
body weight during induction of general
anaesthesia provides postoperative analgesia if
required.

E N S FRY
North Tlees General Hospital,
Stockton-on-Tees,
Cleveland TS19 8PE

Meal frequency and duration of
overnight fast: a role in gall-stone
formation?

SIR,-Dr J P Capron and others (28 November,
p 1435) in their short report concluded that
reduced meal frequency and short-term
prolongation of fasting might increase the risk
of gall-stone formation.

Daily water consumption of about 400-
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700 ml per day in patients with gall stones has
been observed.' Drinking 500 ml of tap water
causes gall-bladder emptying and opacification
of the common bile duct.' I have observed in
normal subjects a mean rise of 3 125 mmol/l
in total serum bile acids 30 minutes after they
have drunk 500 ml of tap water. In cholecy-
stectomised patients the fasting basal mean
value for total serum bile acids was 11 mmol/
and the value after drinking 500 ml of tap water
was 40 mmol/l (unpublished personal ob-
servations).
The rise in serum bile acids after drinking

water is due to gall-bladder emptying, in-
testinal absorption, and hepatic uptake. To
increase the meal frequency is not practicable
often, and it may cause an increase in weight.
However, drinking water may be advised freely
as it will not alter the nutritional value of the
daily diet and it is easy to use. Water may cause
an increase in synthesis of bile acids, which
may partly explain the marked rise in total
serum bile acids seen in the cholecystectomised
patient after drinking water.

Drinking water at regular intervals in
sufficient quantity may help in preventing
gall-stone formation by decreasing the stay
time and concentration of bile in the gall
bladder and possibly by an increase in bile
acid synthesis in cholecystectomised patients.

M V MATH
University Department of Medicine II,
Singapore General Hospital,
Singapore 0316

'Math MV, Rampal PM, Faure XR, Delmont JP.
Singapore Medical Journal (in press).

SIR,-In their report on overnight fasting and
gall-stone formation Dr J P Capron and others
(28 November, p 1435) mentioned the possi-
bility that consumption of breakfast may be-
come more regular and substantial with aging.
We can confirm this possibility from a study of
a group of 772 persons (teaching staff and
students of London University).

Replies to a questionnaire revealed that 340%
of those aged 17-20 regularly omitted break-
fast (they had nothing more than a cup of tea
or coffee five or seven days a week), a propor-
tion that fell steadily with increasing age (260'
at 21-30 and 31-44, 11 at 45-59), until at
60 and over only 10 7"o omitted their break-
fast. The association between age and break-
fast habits was highly significant (p < 0 0001).
Moreover, it has been reported from several
countries that about 250) of schoolchildren
over the age of about 10 years regularly omit
breakfast.'
Dr Capron and his colleagues in attempting

to explain these findings on gall-stone forma-
tion mentioned the possibility that their older
patients may when younger have had dif-
ferent breakfast habits. We have been unable
to find any evidence in the literature to indicate
whether the habit of omitting breakfast has
become commoner than it was a generation
ago or whether aging as such causes the change.
There could be a physiological difference

between breakfast eaters and non-eaters
since there appear to be many persons who
refuse to eat breakfast even when it is presented
to them at what is to them an early hour, but
do so later on arrival at work or at a nearby
restaurant and also eat breakfast at the week-
end at a later hour. We attempted to relate
this to a self-applied questionnaire designed to
measure what is termed "morningness" and
"eveningness,"'2 but were unable to classify

our 772 subjects into sufficiently distinct
"morning" and "evening" types-most of
them were in an intermediate category.

A E BENDER
NIGEL DICKIE

Department of Food Science and Nutrition,
Queen Elizabeth College,
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Highly selective vagotomy

SIR,-Mr J R Salaman and his colleagues have
produced a timely addition to the literature
concerning highly selective vagotomy (28
November, p 1438) by reminding us how
prevalent dyspeptic symptoms can be in a
"normal" population. The late incidence of
symptoms and recurrence after this operation
is uncertain. In a study still to be reported in
detail' we have shown that most patients
allocated to Visick grades 3 and 4 after highly
selective vagotomy are nevertheless apparently
satisfied with the outcome of surgery compared
with their preoperative state.
Although we share the authors' conclusions

on the limitations of Visick grading, the paper
contains an error. They quote a recurrence
rate of 3-3"0, but as they were able to review
only 66 of their 91 patients the recurrence rate
in their series is in fact 3/66=-45°o-

ALAN G FRASER
P W BRUNT

NORMAN A MATHESON
Aberdeen Royal Infirmary,
Aberdeen AB9 2ZB

Fraser AG, Brunt PW, Matheson NA. Br J Surg
1981 ;68:804.

Diagnosis of jaundice

SIR,-We agree with Professor Ian A D
Bouchier's statement (14 November, p 1282)
that standard "liver function" tests (plasma
albumin and bilirubin concentrations, amino-
transferase and alkaline phosphatase activities,
and coagulation tests) are usually adequate for
the investigation of most patients suspected of
having liver disease and that serum bile acid
measurements do not help in the differential
diagnosis of patients with cholestatic jaundice,
confirmed by using these routine tests.
However, standard tests of liver function do not
leave every problem unresolved, and we have
found serum bile acid estimation to be useful
in at least two situations.

Patients with mild or well-compensated
liver disease may have no clinical evidence of
the underlying hepatic disorder, and plasma
bilirubin and liver function as assessed by
other routine tests may be so slightly deranged
as to leave the diagnosis in doubt. Our expier-
ence so far is that patients with only minor
degrees of hyperbilirubinaemia due to liver
disease have clearly and unequivocally in-
creased serum bile acid concentration.'
The corollary of this lies in the diagnosis of

Gilbert's syndrome. Gilbert's syndrome is
usually diagnosed in patients who have un-
conjugated hyperbilirubinaemia in the presence
of normal plasma aminotransferase and alka-
line phosphatase activities and plasma albumin
concentration and no evidence of haemolysis.
In addition, the diagnosis may be confirmed
by a period of fasting or alternatively a nico-

tinic acid test may be used. We have found that
patients with Gilbert's syndrome have normal
serum bile acid concentrations2; and their
measurement therefore offers a simple alterna-
tive to tests based on caloric restriction or
nicotinic acid, which are both more compli-
cated and more unpleasant for the patient.
These uses depend on the fact that serum

bile acid measurement is a sensitive test of
liver function, which might be expected since
the liver has to transport 30 g of bile acid daily
by comparison with only 250 mg of bilirubin,
which is a molecule of similar size. We have
shown that measurements of serum bile acids
provide a sensitive and specific index of liver
dysfunction'1 2 and this has also been found by
other investigators.3 We disagree, therefore,
with Professor Bouchier's statement that the
estimation of serum bile acids in the jaundiced
patient has not proved to be diagnostically
useful.

G J BECKETT
I W PERCY-ROBB
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University Department of Clinical
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Microbiology of pyogenic liver abscess

SIR,-Our attention has been drawn to the
paper by Dr J C Moore-Gillon and others (26
September, p 819), which suggests that among
others we may have mistaken Streptococcus
milleri (or microaerophilic streptococci) for
anaerobic streptococci in our report of 16
patients with liver abscesses, where we em-
phasised the importance of anaerobic patho-
gens.'

Since 1974 at the Royal Free Hospital
streptococci have been confirmed as strict
anaerobes by their sensitivity to metronida-
zole as well as their inability to grow in air or
in a carbon dioxide-enriched atmosphere.
This has been the standard practice in many
microbiology laboratories both in Britain and
in the United States for some years and cer-
tainly included that of Sabbaj et al,2 who
certainly did not confuse the terms micro-
aerophilic and anaerobic in their paper; they
merely grouped streptococci of both kinds
together when referring to primary isolation
techniques.
Dr Moore-Gillon and others are correct

when they say that "careful laboratory tech-
nique" is "necessary for the recovery of
fastidious organisms." Str milleri is certainly
no more fastidious than are peptostreptococci
or other strict anaerobes. It is also very
common to isolate mixtures of pathogens from
intra-abdominal abscesses of all kinds, and
these often include anaerobes. It is interesting
therefore that Dr Moore-Gillon and his col-
leagues are the only authors to report so many
pure growths of Str milleri from liver abscess
patients. This may be related to the total
absence of data about antibiotic therapy in their
patients, even though it was a "prospective"
study.

Antimicrobial agents given prior to drainage
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