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30 (with a median age of infection 
of 24 months).4,5 Polio was therefore 
more contagious than measles, and it 
was confined to children younger than 
6 years, whereas measles often spilled 
over to children aged 6–10 years.5 
Water-borne polio outbreaks have 
never been reported.

During the past two decades there 
have been innumerable importations 
of WPV type 1 from endemic countries 
to polio-free locations. Adults, 
themselves immune but prone to 
reinfections, were the travelling 
transmission vectors. In endemic 
communities, presumably adults and 
children acted as transmission vectors.

The role of oral poliovirus vaccines 
(OPVs) was to rapidly reduce WPV 
transmission, preparing for a final 
assault with inactivated poliovirus 
vaccine (IPV), which induces better 
pharyngeal immunity to interrupt 
respiratory transmission than OPVs.

GPEI’s second error was to continue 
using vaccine viruses (which occa-
sionally caused polio) beyond their 
epidemiological need. According to 
WHO, the most common cause of 
vaccine-associated paralytic polio 
(VAPP) in vaccinated children is the 
type 3 virus, and the most common 
cause in unvaccinated contacts of 
vaccinated children is the type 2 
virus.6 WPV type 2 was eradicated 
in October, 1999,7 so use of the 
type 2 vaccine should have ended in 
November, 2002.7 Continuation of 
the type 2 vaccine until April, 2016, 
resulted in unknown numbers of VAPP 
cases and many outbreaks caused by 
circulating vaccine-derived poliovirus 
(cVDPV) type 2, beginning in 2006.8 
Today, very high priority must be 
given to interrupting the transmission 
of cVDPV type 2 in over 20 countries.

Type 3 vaccine virus should have 
been removed by the end of 2015, 
3 years after WPV type 3 was last 
detected in November, 2012.8 The 
consequences of continuing the type 
3 vaccine include unknown numbers 
of VAPP cases and the recent cVDPV 
type 3 polio outbreak in Israel.9
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and Risk Factors Study (GBD) 2019. 
We also support Stanton and 
colleagues’ call for further clarification, 
justification, or reconsideration 
of the theoretical minimum risk 
exposure level of zero for unprocessed 
red meat selected by GBD in their 
latest estimates. Not only does the 
increase in the estimated burden 
appear implausible, but the lack of 
transparency in the assumptions 
underlying the calculations under-
mines the authority of the GBD 
estimates. 

When the assumptions used 
within a study are not clearly stated 
and explained, the results become 
questionable,  and replication 
difficult. Estimates of preventability 
are exquisitely dependent on 
their underlying assumptions—as 
outlined by discussions surrounding 
population attributable fraction 
methodologies.2,3 Further, insuffi-
cient clarity of such assumptions 
potentially reduces their use within 
policy development. 

World Cancer Research Fund 
(WCRF) International has been 
at the forefront of exploring the 
relationships between diet, nutrition, 
physical activity, and cancer for over 
20 years. Following our review of 
the evidence related to unprocessed 
red meat, we concluded that red 
and processed meat are causal 
contributors to the development 
of colorectal cancer. Nevertheless, 
neither WCRF nor other international 
organisations recommend complete 
avoidance of meat. In many diets 
worldwide, red meat is an important 
source of several nutrients.4 Removing 
meat from such diets is impractical 
and unrealistic, and carries a risk 
of nutritional deficiency judged to 
outweigh future cancer risk.5,6 The 
absence of an explicit rationale 
for the assumptions underlying 
the GBD estimates is troublesome, 
unsupported by the evidence, and 
unrealistic. 

We declare no competing interests.

Published Online 
July 11, 2022 

https://doi.org/10.1016/
S0140-6736(22)01274-0

Challenges en route to 
polio eradication
The Global Polio Eradication Initiative 
(GPEI) has set a new target of 2026.1 
Since the original target of 2000 
was missed, GPEI has consumed 
US$1 billion each year.2

Two fundamental errors have 
debased the GPEI. First, the GPEI 
assumed, without evidence, that in 
low-income countries, the predom-
inant route of transmission of wild 
polioviruses (WPVs) was faecal–oral, 
despite every epidemiological clue 
supporting respiratory transmission. 
In the pre-eradication era, polio 
infections began in infancy during 
exclusive breastfeeding, with 
a median age of infection of 
15 months.3 WPVs’ basic reproduction 
number (R0) was 40–45,4 making 
faecal–oral transmission implausible, 
whereas the R0 of measles was 


	Challenges en route to polio eradication
	References




