CHS-114, an Anti-CCRS8 Cytolytic Monoclonal Antibody Demonstrates Selective Intratumoral Treg
Depletion and Favorable Immune Remodeling in Participants With Advanced Solid Tumors
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Statistics: *=p<0.05; **=p<0.01; **=p<0.001; ****=p<0.0001; when not shown, comparisons are not statistically significant.




