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The object of this study was to express cytokines such as interferon in
haemoprotozoan Babesia parasite that causes asymptomatic infection in cattle. The parasite which
expresses cytokine can modify immunity of the host animal accordingly regardless the types of
pathogens such as viruses, bacteria, and parasites to reduce the damage caused by chronic
debilitating infections caused by these pathogens. In order to develop a basic technology to produce

Babesia parasite which expreses cytokines, an experimental system for editing the parasite genome
with the CRISPR / Cas9 system and a knockdown experimental system applying the glucosamine (GIcN)
-induced gImS ribozyme were established in non-domestic parasite species Babesia bovis.
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