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Infants too young to receive pneumococcal conjugate vaccine benefit from herd
immunity
m Poehling KA, Talbot TR, Griffin MR, et al. Invasive pneumococcal disease among infants before and after introduction of
pneumococcal conjugate vaccine. JAMA 2006;295:1668–74

T
he Netherlands and the UK have recently joined a relatively small number of European
countries to recommend a heptavalent pneumococcal conjugate vaccine (PCV7) as part
of universal childhood immunisation programmes. PCV7 was incorporated into the US

childhood vaccination programme in June 2000 and is recommended for all children aged 2–
23 months. Since is introduction, evidence has shown that the rate of invasive
pneumococcal disease (IPD) among children younger than 2 years has reduced by at least
60%. This study investigated for the first time rates of IPD in children aged 0–90 days before
and after the introduction of PCV7.

A prospective population based study was undertaken with active laboratory based
surveillance for IPD in infants aged 0–90 days across eight US states before (July 1997–June
2000) and after (July 2001–June 2004) the introduction of PCV7. The mean rates of IPD for
infants aged 0–90 days decreased 40% from 11.8 (95% CI 9.6 to 14.5) to 7.2 (95% CI 5.6 to
9.4; p = 0.004) per 100 000 live births following PCV7 introduction. Notably, there was a
significant decrease of 42% from 7.3 (95% CI 5.6 to 9.5) to 4.2 (95% CI 3.0 to 5.9; p = 0.01)
per 100 000 live births in rates of IPD among infants aged 0–60 days—that is, those too
young to receive the vaccine. Furthermore, subgroup analysis by race showed that the
previous disproportionately high incidence of IPD in black compared with white infants was
eliminated after the introduction of PCV7.

The authors conclude that this is the first study to suggest that neonates and infants too
young to receive PCV7 are benefiting from herd immunity. They emphasise the importance
of continued surveillance of IPD to observe if the trend continues, and to determine if
serotypes not included in PCV7 emerge as an important cause of IPD in neonates and young
infants.
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