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The effect of SLCO2A1 loss-of-function mutations in the SLCO2A1 gene and the
secretion of PGE2 in intestinal homeostasis
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We used systemic knockout mice SSLCOZAl—/—) and conditional SLCO2A1 knockout
mice in intestinal epithelium (SLCO2A1A IEC). SLC02A1-/- mice had no spontaneous enteritis or
colitis. In DSS colitis model, SLCO2A1-/- mice had more severe colitis compared with wild-type mice,
but not SLCO2A1A IEC mice. These findings suggest that the second hit is necessary for the onset of
ulceration and SLCO2A1 are important for intestinal homeostasis. SLCO2AL1 in cells other than
intestinal epithelium is important for inflammation control and tissue repair. Our findings might
have potential therapeutic implications for intestinal inflammation associated with SLC02AL.
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