serum samples. Only 4 of 17 strains tested (3 fram CD patients and 1 fram
healthy danor) were significantly more reactive to 1gG of patients sera
than thase of cantrols. Although these high-lgG-binding strains are mare
imrrunogenic they possess the same virubent potential & the other ones
[4]. It is possible that they have specific surface antigens recognized by
imrrune system in CO pathents but not in contrals. The lack of difference in
IgG binding level among the other strains may be accounted for tolerance
of the immune syiem for endogenous fecal bacteria without cerlain api-
topes. Itis interesting that ane CD patient showed high IgG reactivity with
all E. coll strains, regard less of their origin. Perhaps, in this individual anti-
bady response was caused by comman E. coli antigen which could lead te
more severe manifestations of the diseass.

Comclusion: The testing of E. coll strains reveal that some bacteria are
mare prone bo bind to CD serum gs than these from healthy donors. It can
be assumed that the development af the disease, in addition to imbalance
in bacterial community, is associated with altered interaction betwesn the
Intestinal bacteria and human imemene system. So further studies on bden-
tification of igG-binding proteins may shed light on CD pathogenesis and
reveal new candidates for therapeutic targets.
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Intreduction: Immunaglabulin A (lgA} Is secreted by the intestinal mucosa
to prevent invasion of pathogenic and commensal bacteria and inflam-
mation of the epithelium. Fecal samples of patients with inflammatory
bowel diseases (IBD) contain a greater proportion of bacteria coated with
Igh compared with healthy ones [1]. lgA-coated microbes increase sus-
ceptibility to intestine inflammation after rarsferring inte mice [2]. 1BD
s often accompanied by intestinal dysbiosis, in particular an increased
abundance af Escherichio codi [3]. The previous study revealed that the
pathogenicity and virulence potential of £ coli strains solated from feces
of IBD patients does not differ from strains of healthy subjects [4].
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Alms & Methods: The aim of the study was to characterize the shifts of E.
coli Misske 1917 transcriptome profile in response to interaction with se-
cretory Igh.

The incubation of £, codi Missle 1917 with and without [control) monoclo-
mal lgh (55 meg/ml) fior 1 hour at 25°C in phosphate buffered saline [PES)
was performed. The experiment was carried oul in two biological replica-
tians. Total RMA was extracted after cell washing in PBS and libraries were
prepared for sequencing on MestSeq 500 platferm (Hlumina, USA]. Re-
sulting reads were aligned with Bowtie2, assigned to genes and counted
with feastureCounts. Differential eapression analysis was performed with
DeSeq? package.

Results: Incubation of E. coli with secretory IgA bed to a statistically sig-
nificant change in the expression of 68 genes (p adjusted < 0.05). Only
two genes were downregulated in the experiment with antibodies com-
pared to contrel. These genes encode carbamate kinase (log2FoldChange
(log2FC) = -1.10] and alternative ribosame-rescue factor A (log2FC = -1.22)
of E coli. The expression of the remaining 66 genes was significantly in-
creased in the experimental group. A number of genes for the bacterial
stress ad aptation increased their expression in Igh condition compared
to control. RMA polymerase sigma factor RpoS was upregulsted (log2Fc
= 0.98). This factor is the main regulator of transeriplion of genes involved
in the stress response. An increase in the expression of genes for nucheic
atid reparation, fatty acid beta axidation, glycalysis, citric acid cycle, and
transpart of metabalites, carbohydrates, and faity acids has been faund.
Porin genes omph, ampl, ampD (Iog2FC = 1.09, 104, 0.84, respactivaly)
were upregulated in bacteria after incubation with Igh. Porins are known
to play a role in adhesion of bacteria to the epithelium. For £ coll incu-
bated with antibodies, an increase in the expression of fimbriae penes
fira (leg2FC = 0.93), fimC (log2FC = 0.99) was observed. Using thess fim-
briae, bacteria are able to colonize hurman intestinal epitheliurm and form
biefilrms. The intestinal rmucoss in IBD patients produces mare 1A than in
controls, which can stimulate commensal E ool to synthesize maore adhe-
sion structures. This shift can lead to an enhamoement in the ability of E.
coli to adhere to intestinal epithelium, which can provake inflammation.
Conclusion: Interaction of E coli with large amounts of IgA produced by
intestinal mucosa of 1BD patients may lead to increase of bacterial adhe-
sion, causing epithelial inflammation. Porins and fimbriae of £ coll may
beceme a potential therapeutic target for IBD treatrment after verification
in further reseanch.
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