Sphingosine-1-phosphate receptor type 4 (S1PR4)
deficiency differentially affects acute and chronic intestinal
Inflammation in a murine colitis model
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role of S1IPR4 in the development of acute and
chronic intestinal inflammation.
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Figure 3: Clinical disease activity performed in acut (a) and Figure 4. Representative images of/acgte, chronic colitis and control Figure 5: Score of the histopathology index in acute,
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Figure 6: Percentage of IL-10* B cells in the spleen and Figure 7: Percentage of T,17 cells in the Payer’'s plagques and Figure 8: Immunglobuline M (IgM) in blood plasma
mesenteric lymph nodes in acute and chronic colitis models. mesenteric lymph nodes in acute and chronic colitis models. (Plasma) and faeces (Stuhl) of a acute and chronic
IL-10* B cells identified as B220* CD19* IL10". T,17 cell identified as CD3* CD4* CD45* RORyt". colitis mice.
*nP <0.05

Conclusions: Inhibition of S1PR4-mediated signalling attenuates acute inflammation in a murine model of acute colitis, while it

accentuates histopathological changes in a model of chronic intestinal inflammation. Our data suggest that altered regulatory B cells numbers
and altered T,17 response are implicated in the increased inflammatory response Iin the chronic model, while no differences in the production
of natural IgM could be detected. The mechanims leading to increased inflammatory activity in the acute model remain to be clarified. S1PR4
may thus represent a potential therapeutic target for agonists and antagonists in the appropriate clinical setting.



