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Development of mutator Plasmodium falciparum and its application for mutants
generation.
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MSH2-1 is thought to be one of the major DNA mismatch repair proteins of
Plasmodium species. The MSH2-1 mutant of P. falciparum 3D7 was generated by substituting the 513rd
proline to threonine with CRISPR/Cas9 based gene editing. The parent strain 3D7 and the MSH2-1
mutant were maintained by the continuous in vitro culture for around 200 days, and then spontaneous

mutations were genome-widely evaluated by high-throughput sequencing. Increases of i
insertion/deletion mutations in microsatellites and structural variants in subtelomeric regions were

observed in the MSH2-1 mutant.

Plasmodium falciparum MSH2 DNA CRISPR/Cas9
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