Bromodomalin Factor 9 is an essential regulator of transcription in Leishmania
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or recruitment of polymerase complexes. They are poorly characterised
in Leishmania but we hypothesise they could orchestrate constitutive
gene transcription, and would be essential for parasite survival.

BDF5 is found in foci at the periphery of the nucleus
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We genetically validated the BDFs in Leishmania mexicana, a robust,
genetically tractable species. After identifying BDF5 as essential in both
promastigotes and amastiogtes we determined the genomic distribution
of the protein to be mostly at transcriptional start sites. Proximal pro-
teomics identified many complexes involved in processes require for
transcription. We then used spike-in controlled, total RNA-seq to show
that BDF5 is required for optimal transcription of RNA polymerase |l
transcribed PTUs.
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Assessment of LmxBDF5 Essentiality

BDF5 is essential for amastigote survival in mice

Parasite Burden is Reduced 50-fold After 8-Week Infection
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BDF5 ChIP-Seq Proximity Proteomics

BDF5 is located predominantly at transcriptional start sites XL-BiolD used to determine proximal proteome of BDF5 Total RNA levels and transcription from pol Il PTUs decreases after BDF5 deletion
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