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Summary and Implications

Figure 2. Response locus impacts T cell PPP2R2D expression. (A) Uniform manifold approximation and projection
for dimension reduction (UMAP) of PBMC samples mapped to Azimuth reference, merged, and filtered on clusters
present in all subjects. (B) Feature plots showing PPP2R2D mRNA expression in representative subject per
rs9419387 genotype, downsampled to 2,000 cells each. Red circles = cell populations with significantly different
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* Response locus correlates with decreased PPP2R2D expression by memory T cells

* Response locus associates with increased T cell exhaustion in vivo

 PPP2R2D knockout validates causal impact of PPP2R2D on T cell exhaustion in vitro

* Future work required to determine whether differential drug dosing or drug selection would help to rescue
response in PPP2R2D-mediated non-responders to ATG
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