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« We assessed intestinal immunity by flow cytometry and high throughput quantitative RT-PCR (NanoString), the intestinal
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microbiome by 16S lllumina sequencing, and fecal uracil concentrations by LC-MS.

Figure 3. Oral uracil treatment induces modest changes in the rectal transcriptome.
A) Fold-change frequencies of ASVs identified as differentially abundant in response to uracil treatment. Data show
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Conclusions and Future Directions
- Oral uracil treatment induces significant shifts in systemic T-cell activation, with limited evidence of perturbed intestinal T-cell activation.
- Oral uracil treatment significantly increases rectal epithelial ROS production, but only modestly perturbs the intestinal transcriptome and microbiome.

- Oral uracil treatment does not increase susceptibility to low-dose, rectal SIV challenge.
- Uracil bioavailability remains low in the intestinal lumen following oral treatment. Alternate delivery methods are necessary to assess the effect of intestinal uracil bioavailability on
intestinal immunity, the intestinal microbiome, and susceptibility to rectal SIV infection.




