Suppression of mismatch repair in cells of pathogenic Neisseria species
enhances the antigenic variation of pilE
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Possible ways of regulation: Fig. 3. Polymorphism map of the most functions of proteins. frequency in prE
e Inactivation of MMR leads to common mutS alleles in N. gonorrhoeae. |
accumulation of mutations.
e MMR proteins suppress homologous
recombination.

Fig. 5. The average variability of pilE polymorphic sites in
each group of N. gonorrhoeae isolates.

Gene Presence Analysis

: : Based on the mutS/mutl gene

/ l presence, all isolates were divided into
presented gene, \ three groups (Fig. 4). At this stage, the
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(15/1L) (25/2L) (35/3L) PubMLST Dataset plugin was used,

Conclusion

Using bioinformatics tools, we analyzed the genomes of
N. gonorrhoeae isolates deposited in the PubMLST database. It has
been established for the first time that the loss of mutS or mutL genes
leads to an increase in pilE variability in the cells of pathogen isolates.
This may be used by bacterium to avoid a human immune response.
Regulation of MMR process in cells of pathogenic Neisseria spp. is a
potential approach to the treatment of gonorrhea.
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Fig. 4. Dividing of N.gonorrhoeae isolates genomes £th inisol
with mutS/mutL-presence or absence. presence ot the genes In Isolates.




