Notice to readers

Changes to the management of
meningococcal disease in Australia
The Communicable Diseases Network Australia
(CDNA) has agreed to change its Guidelines for
the Early Clinical and Public Health Management
of Meningococcal Disease in Australia, June 2001,
with regard to saliva.
Although salivary contact has in the past
been regarded as a means of transmission of
meningococci, there is little evidence to support this
view. Indeed, the available evidence indicates that
neither saliva nor salivary contact is important in the
transmission of meningococci.
Saliva has been shown to inhibit the growth of
meningococci. The inhibitory property is due to the
presence of other bacteria in saliva, streptococci
in particular.1 As a result, meningococci can only
rarely be isolated from saliva. In a study in the
United Kingdom three swabs, one from the posterior nasopharyngeal wall, another from the tonsillar
area, and the third from the front of the mouth,
were taken from 258 college students and cultured for meningococci. In total, 32 per cent of the
nasopharyngeal swabs and 19 per cent of the tonsillar swabs cultured Neisseria meningitidis. However,
only one swab (0.4% of those collected from the
front of the mouth) cultured the organism.2
Carriage of meningococci has not been convincingly shown to be associated with saliva contact.
A case-control study of United Kingdom university
students found no association between carriage of
meningococci and sharing of drinks or cigarettes
and a weak association with ‘intimate kissing’
(OR=1.4, CI from 1.0 to 1.8).3 It is unclear whether
carriage in these circumstances is due to saliva
contact rather than to droplets shed during household-like (i.e. close and prolonged) contact.
Invasive meningococcal disease has not been shown
to be associated with salivary contact. A case-control study from Auckland, New Zealand found no
increased risk (p=0.07) of invasive meningococcal
disease in children <8 years of age who had shared
an item of food, drink or paciﬁer in the two weeks prior
to hospitalisation.4 A case-control study of college
students in the United States of America found no
association (in multi-variate analysis) between invasive meningococcal disease and kissing two or more
contacts on the mouth in the month prior to the onset
of the illness.5 Clusters of invasive meningococcal
disease in people who have had a low level of salivary contact (e.g. footballers who have shared drink
bottles, churchgoers who have shared a communion
cup) appear to be very rare. Although clusters have
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been described, for example, in association with
sporting events6 and sports clubs,7 the reported
details indicate that point-source salivary transmission was not involved. Secondary cases in situations
where dribbling of saliva is common (e.g. child-care
centres) are also rare.
As the available evidence does not support saliva
or salivary contact as being important in the transmission of meningococci, chemoprophylaxis is not
indicated for the following contacts of a case of
invasive meningococcal disease unless they are
either household-like, child-care or other very close
contacts (e.g. sexual contacts):
•

kissing contacts, even if mouth kissing was
involved;

•

food, drink (including drink bottle) sharing contacts;

•

cigarette sharing, bong sharing contacts;

•

communion cup, lip balm, wind instrument, referee’s whistle sharing contacts; or

•

any other similar low-level salivary contacts.

These revised recommendations are compatible
with recently revised guidelines for the public health
management of invasive meningococcal disease
from the United Kingdom.8
The revised Guidelines for the Early Clinical and
Public Health Management of Meningococcal
Disease in Australia will be available from http://www.
cda.gov.au/pubs/other/mening.htm. The CDNA and
will continue to review these guidelines and, when
necessary, post further amendments on the website.
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