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Transmission of  Lyme disease by tick is well known. How-
ever, some studies have provided evidence of  gestational trans-
mission and others have suggested transmission through lacta-
tion.  In addition, transmission by intimate human contact has
been hypothesized.  Given the implications, for the fetus and
infants, it is essential that more research be done in this area,
so that the mother can be treated efficaciously.
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Transplacental Babesia
infection in dogs
”This is the first confirmed report of transplacental
Babesia infection in any animal species.”

A Babesia gibsoni infected bitch was mated with
an uninfected dog in order to determine whether
this parasite could be vertically transmitted. The
bitch delivered a litter of four live and one stillborn
pup. The four pups died from congenital babesio-
sis between 14 and 39 days post-birth. Babesia
gibsoni DNA was detected in tissue from all five
pups. These results show that vertical transmis-
sion occurred by the uterine route and not via the
transmammary route. This is the first confirmed
report of transplacental Babesia infection in any
animal species.
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