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Background Results Conclusions
Salmonella enterica is a highly diverse species of Gram-negative Loss of eptB function in S. Typhimurium results in decreased expression . Infection of mice with a S. Typhimurium eptB mutant results in
bacteria that can be grouped into typhoidal and non-typhoidal of pro-inflammatory cytokines and i_ncrfeased bacterial dissemination to increased bacterial burden in the spleen and Peyer’s patches,
serovars. Non-typhoidal serovars, such as S. Typhimurium, cause systemic sites. N compared to infection with wild-type S. Typhimurium.
gastroenteritis and inflammatory diarrhea, whereas typhoidal A - t » The size of the spleen is significantly decreased in mice after
serovars, such as S. Typhi, cause systemic disease with a Stre@ @(ﬁi\?.yp @\ infection with an eptB mutant compared to mice infected with
comparatively decreased inflammatory response. However, the "Day-1  Dayu AeptB Day 4 the wild-type strain.
properties that distinguish these two closely related groups remain i—l—'  There is a significant decrease in expression of inflammatory
poorly understood. strep  oral gavage collect cytokines, such as Mip-2 (Cxcl2) in the spleen in mice
Salmonella enterica subspecies enterica (I) serovar e O e infected with an eptB mutant compared to mice infected with
/ \ 107 CFU Peyer's patches the wild-type strain.
Typhimurium Typhi B 0 ) O C -

How can these two closely yp?. ?yp. . o I o g : : : Together, these results suggest that in the absence of EptB,
related Salmonella 7 - I mtel_ectm IS able to bind to .ar_ld detoxﬁy S. Typhl_murlu_m LPS,
serovars cause such l l = 10° 5 16 leading to decreased systemic inflammation during infection.

drastically different disease Gastroenteritis  Typhoid Fever S 1o 3150 f e

oresentations? L - g 14 [ These resu.lts h_ave _broad |mpI|cat|_ons for how. pat_hogeps such
i_: 2 as S. Typhimurium induce systemic shock during infection and
10— Colon Pever's —— 12— 1 may also help to explain a mechanism for how S. Typhi is able to
Previously, comparative analysis of Salmonella genomes revealed Content  Patches evade immune detection and enhance dissemination to systemic
that typhoidal serovars contain a higher number of pseudogenes D . Mip-2 (Cxcl2) . Mip-2 (Cxcl2) A. Experimental set-up sites.
than non-typhoidal serovars. One such pseudogene is eptB, which guoo) T g 100 P = bacte o oy & post
codes for a phosphoethanolamine transferase that can specifically gwooo § 50 C. Spleen length Day’4 o Future Directions
modify the outer keto-deoxyoctulosonate (KDO) residue of S oo s . |l : D. Min-2 (Cxcl2) oxpression ir Infection of intelectin-1 KO mice with WT vs. eptB mutant S.
lipopolysaccharide (LPS). £ 4000 g cecum and spleen Day 4 p.i. Typhimurium
LPS Structure o, ©° N S o (QPCR) epten =3, WTn=3 Generation of an even stealthier S. Typhimurium mutant:
0+ P NH Does EptB prevent wT eptB WT eptB *p <0.05, ** p <0.01

ntelectin binding to combine the eptB mutation with other mutations that trigger a
HO OH

Shosphoethanolamine Salmonella LPS? Working Model decreas_ed inflammatory rgspo_nse (Vi capsul_e) |
(PEtN) Does intelectin binding S. Typhimurium S. Typhi Generation of eptB mutations in other bacteria (E. coli)
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decrease systemic
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Human intelectin-1 I1s known to bind to and recognize multiple nron § Inflammation
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