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We identified two transcription factors of malaria parasites (AP2-G1 and Ap2-G2) that
regulate sexual development of gametocytes. We investigated binding sites of these
transcription factors on the genome with ChIP-seq (Chromatin immunoprecipitation
followed by high-throughput DNA sequencing) and identified candidate sequences for their
cis-acting elements. Our study indicated that these transcription factors regulate gene
expression independently or cooperatively and suggested that other regulatory factors are

involved in the gene regulation by these transcription factors.
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