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Objectives (up to 3 lines):  

 
The aim of this internship is to dissect the immune mechanisms and cell populations that originate from the 
Gut and are involved in the Arthritis development 
 

Abstract (up to 10 lines):  

 
SpondylArthritis (SpA) is chronic rheumatic disease characterized by inflammation of the spine and sacroiliac 
joints. The primary lesion is the enthesitis located in peripheral et axial entheses. The relationship between 
SpA and inflammatory bowel disease is closely linked to dysbiosis and gut inflammation. We hypothesized 
that immune cell activation originates from the gut and migrate toward joint to cause pathological lesions. We 
have recently shown, using our unique SKG mouse model that fully recapitulate SpA pathophysiology, that 
some immune cell populations are activated within the gut early after the injection of curdlan (arthritis trigger), 
before the onset of the arthritis. These cells are then detected in the periphery (Spleen) before accumulating 
within the joints at the onset and development of arthritis. We also observed a cytokine skewing toward IL-17 
pathway. We know aim at dissecting the precise mechanism of action involved in these cell recruitment as 
well as study other very promising immune cell populations.  
 

Methods (up to 3 lines):  

 
Mouse experimentation. Ex vivo analyses. Flow Cytometry Analysis. In vitro co-culture. RT-qPCR. 
 

Up to 3 relevant publications of the team:  
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Requested domains of expertise (up to 5 keywords):  

 
Immunology and Cell Biology. 
 


