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DNA Methylation in Escherichia coli

Background Biofilm-Inducing Factors in Vibrio cholerae
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occupancy can mask changes in no . , \ ©, Figure 3: (Left) Frequency distribution of occupancy scores at Dam and Dcm methylation sites at the single base pair level for each strain. The two motifs . Analysis in the context of E. coli DNA methylation concluded that there is no global response in protein occupancy at methylation sites
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occupancy landscape can then be Figure 2: Overall workflow of IPOD-HR. Protein DNA-interactions are crosslinked with formaldehyde, the cells - = Proto] ke and EPOD locat > b " D for 0. 15 30 and €0 i frer th p— increasing cell density and induced production of cyclic-di-GMP. The most notable difference in occupancy peak changes and EPOD
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tools to identify EPODs. DNA. This ?Ng IS SECIURence(; anddtfhe rea6d5 are aligned with the genome and quantified to produce a protein at the Dam and Dcm methylation sites. This holds to be true even when looking specifically at EPODs. These findings strongly suggest at the top shows the tcp (red) and acf (green) operons. Transcription factor binding sites (pink) are also shown. with virulencg o!oerons. I?roadly, ’Fhis investiga.ltion Fnto thg role of Iarge-scalg protein occupancy in regulating the V. cholerae gen.o-me in
occupancy landscape. Reproduced from [6]. that DNA methylation states in E. coli do not impact large-scale protein occupancy. response to biofilm-forming conditions could identify the importance of previously overlooked regulators of V. cholerae pathogenicity.
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