
recover with time, gaining tolerance of previously offending
foods. The foods can then be reintroduced. The timing of this
tolerance is variable, ranging from about 18 months to 8 years
of age,'6 and different foods may often be tolerated at different
ages in one subject. All children studied to date have
successfully been reintroduced to virtually all excluded foods
without symptoms recurring.

Non-infective colitis in children under 1 year of age seems,
then, to be predominantly allergic in origin and to follow a
similar course to other disorders related to atopy. Parents may
be reassured that their children will "grow out of it" and that
classic inflammatory bowel disease does not develop later.
The serious colonic inflammatory diseases do occur in infancy,
however, and infants with bloody diarrhoea require full
investigation and a precise diagnosis to be made before
treatment is started.
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Chemoprophylaxis for Haemophilus influenzae type b

Rifampicin should be given to close contacts

Capsulated Haemophilus influenzae type b causes meningitis,
bacteraemia, epiglottitis, and a range of other invasive
diseases, mainly in young children.' Laboratory reports of
cases of invasive H infiuenzae disease increased from 869 in
1983 to 1259 in 1989 in England and Wales (Communicable
Disease Surveillance Centre, unpublished data), though the
true incidence may be higher.2 Secondary cases, although
rare, are important because they are potentially preventable.
At any one time about 1% of children aged under 6 years are

colonised with H influenzae type b, generally in the naso-
pharynx.3 Carriage rates are higher in household and other
contacts of children with established infection,45 and surveys
in the United States have shown an increased risk of
Haemophilus infiuenzae type b disease in these contacts.6" The
risk is highest in household contacts aged under 2 years (3-3%
over 30 days) and declines with increasing age: for children
aged under 6 years the relative risk is up to 800 times greater
than the background level of disease.68 12 For other contacts
most information is derived from American day care centres.
Rates of secondary disease vary considerably," 13-16 but com-
bining the studies gives a risk of about 1% over 60 days for
untreated classroom contacts aged under 2 years-25 times
higher than the background level. 7

Rifampicin 20 mg/kg in a single daily dose for four days
eliminates H influenzae type b from the nasopharynx in about
95% of cases." Elimination ofH influenzae type b does not,
however, necessarily equate with prevention of secondary
disease. In the only prospective trial of rifampicin versus
placebo in household contacts there were three secondary
cases among 125 children aged under 4 years who received
placebo and none in 95 who received rifampicin.11 Among
children aged under 4 attending day care centres in the same
study, a single case occurred in 91 who received placebo
compared with no cases in 208 given rifampicin. Follow up
was for 30 days.

Other studies in day care centres have shown a reduction in

the incidence ofsecondary disease over 60 days after rifampicin
prophylaxis,3 16 though failure of prophylaxis has been
reported in both household'9 and day centre contacts.20"2 Even
if administered with perfect efficiency rifampicin prophylaxis
would prevent only 1 2% of cases in the United States."I

Surveillance of contacts beyond 60 days has not been
undertaken, though the risk period is probably much longer,6
especially when rifampicin is used. '3 After nasopharyngeal
H infiuenzae type b has been eradicated from the target
population susceptible contacts may slowly become
recolonised and late secondary cases may then occur.
Susceptibility may be reduced in the interval, however, by
exposure to non-pathogenic haemophili or cross reacting
Escherichia coli22 or by immunisation with conjugated vaccines
when these become available. Second episodes of invasive
disease also occur occasionally,2325 and it has been proposed
that rifampicin in addition to primary antibiotics might
prevent some of these episodes, though failures have been
recorded.26
No placebo controlled studies of the influence of antibiotics

on secondary attack rates in household, nursery, or playgroup
contacts will have been completed in Britain before an
effective vaccine is introduced. A policy on chemoprophylaxis
therefore has to be established on the basis of American
experience, although the data may not be comparable.
The grounds for giving rifampicin prophylaxis to household

contacts seem strong. Those for giving it to contacts in
playgroups, nurseries, and creches are less -clear because the
risk of disease is much lower, antibiotics would have to be
offered to many more people, and the evidence for protection
is weaker. Rifampicin is relatively safe and it reduces
secondary attack rates in household contacts for at least 30
days. Other antibiotics-for example, ciprofloxacin-may
also work but have not been assessed. Adverse effects of
rifampicin include interference with oral contraception and
red coloration of urine, sputum, and tears. The Family
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Planning Association advice for a "missed pill" should be
followed,27 and wearers of soft contact lenses warned that these
may be permanently stained. Itching, rashes, and gastro-
intestinal reactions may also occur. Contacts must be advised of
the risk of late secondary disease occurring despite prophylaxis.
We advocate the use of rifampicin at a dose of 20 mg/kg a

day (up to a maximum of 600 mg daily) for four days for three
groups of contacts of patients with invasive Haemophilus
influenzae type b disease. With the exclusion of pregnant or
breastfeeding women, anyone with severely impaired hepatic
function, and children aged under 3 months, prophylaxis
should be offered to (a) all household members in households
where there is an index case of Haemophilus influenzae type b
disease, irrespective of age, and another child aged under 3
years; (b) all classroom contacts - both teachers and children-
where two or more cases of the disease have occurred within
120 days-that is, where spread of the organism may have
occurred within the class; and (c) all index cases of the disease
before discharge from hospital. Prophylaxis should not be
offered routinely to household contacts when there are no
other children aged under 3 years, to non-household contacts
of single cases, or to ward contacts in hospital outbreaks.
When prophylaxis is given all defined contacts must be

identified and treatment started as early as possible. These
recommendations are consistent with and amplify those of the
British Paediatric Association.28 A more detailed review of
H influenzae type b chemoprophylaxis may be found in the
Communicable Disease Report.29
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A requiem for vagotomy

Despite the last ditch efforts ofsurgeons

In the early years of this century Latarjet, a surgeon-
anatomist from Lyons, proposed vagotomy for relieving the
abdominal pains of tabetic crises.' In the 1960s we laughed at
his naivety but acknowledged his anatomical contribution by
giving his name to the nerve that we strive to preserve when
performing proximal gastric vagotomy. In the 1970s this
operation was hailed as the most physiologically sound one
for duodenal ulcer. Perhaps Latarjet is now laughing at us
as peptic ulcer surgeons join the ranks of the unemployed.
The incidence of serious complications of duodenal ulcer

and the need for operation began falling in Britain and the
United States in the early 1970s, well before the widespread
introduction of cimetidine. The long term safety of cimetidine
and the emergence of more and more powerful ways of
limiting or even abolishing the secretion of gastric acid has
given gastroenterologists and general practitioners the con-
fidence to manage medically almost all the exacerbations of
peptic ulcer disease. What a change has happened in the past
20 years.

In 1901 Moynihan, in a lecture describing the impact of
gastrojejunostomy on the management of duodenal ulcer
disease, said, "Gentlemen, we need look no further."2 (In
those days there were no women abdominal surgeons in
Britain.) In 1938 Ogilvie wrote, "The only safe course is to
advise gastrectomy in all ulcers that are not rapidly healed by
rest and diet. We can do this without hesitation because
we know that the patients will live happily ever after-
wards."3 The careful documentation of the high incidence
of symptomatic and metabolic consequences of operations,
particularly resection, has made their optimism seem almost
ludicrous.

Surgical prophets now, as then, are inviting the indigestible
prospect of eating their own words. Mindful of those risks
I predict that vagotomy for ulcer will soon go the way of
vagotomy for tabes; made obsolete by the conquest of spiral
organisms. Perhaps we have not yet entirely conquered peptic
ulcer disease by eradicating Helicobacter pylori, but we do have
effective means of controlling acid secretion. Nowadays, the

BMJ VOLUME 302 9 MARCH 1991 547

 on 24 M
ay 2023 by guest. P

rotected by copyright.
http://w

w
w

.bm
j.com

/
B

M
J: first published as 10.1136/bm

j.302.6776.546 on 9 M
arch 1991. D

ow
nloaded from

 

http://www.bmj.com/

