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Day 21. 100-200 ug of PBS, anti-CTLA-4, and/or anti-PD-1 antibodies were intraperitoneally implemented on Day 19, ggazr{ﬁ?aet:'vnee:gg[‘y;gmalor immune cell subsets in spleen. (A) Gating strategy for Flow Cytometry analysis. (B) arthritis group.
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harvested spleen. bones. and serum. Live Single Lymphocytes T Cells CD4TCe"S CXCR5- CD4 T Cells underpinning arthritis differ by ICI regimen in our in vivo system.

A : * We successfully generated in vivo murine model recapitulating the human
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