The ATP-hydrolyzing ectoenzyme E-NTPDS8 attenuates colitis.

<Abstract>

Extracellular adenosine triphosphate (ATP) released by mucosal immune cells and by microbiota in
the intestinal lumen elicits diverse immune responses that mediate the intestinal homeostasis via
P2 purinergic receptors, while overactivation of the ATP signaling leads to mucosal immune system
disruption, which leads to pathogenesis of intestinal inflammation. In the small intestine, hydrolysis
of luminal ATP by E-NTPD7 in epithelial cells is essential for control of the number of Th17 cells.
However, the molecular mechanism by which microbiota-derived ATP in the colon is regulated
remains poorly understood.
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<Message by Dr. Hisako Kayama>

This study elucidates a mechanism that reduces the number of neutrophils in colon tissues and
prevents the severity of colitis. We hope that our research results will lead to the pathogenesis of
ulcerative colitis and the development of new therapies. We would like to express our deepest
gratitude to all colleagues and the patients who provided specimens.
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