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Searching for a drug target against parasitic protozoa, Trypanosoma
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Chagas®™ disease, one of "Neglected Tropical Diseases,” is caused by a
pathogenic protozoa called Trypanosoma cruzi via insect transmission. About 12,000 people die
annually due to this disease, mainly in Latin America. Development of a new drug is a pressing
matter, since current drugs are accompanied by serious side effects and are not effective for
patients in the chronic phase.

In this study, we searched for a drug target against Trypanosoma cruzi. We knocked out several
candidate target genes using CRISPR/Cas9 system, and identified essential genes for the parasite
survival. We also cloned the gene for protein overexpression in bacteria, and started inhibitor
screening and crystal structure analysis, which are the next step leading to drug development.
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