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Figure S1. Distribution and differentiation trajectories of T cells in JIA patients and

cHC. (A) UMAP of high-quality T cells in JIA patients and cHC. (B) Differentiation
trajectories of T cells in JIA patients and cHC.
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Figure S2. UMAP projections reflect the gene expression in T cells of JIA patients
and cHC. (A) UMAP projections reflect the expression of CCR7, RELB and IRF1in T cells
of JIA patients and cHC.
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Figure S3. Violin plots showing the differences
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CCR7+/RELB+/IRF1+ T cells and CCR7+/RELB-/IRF1- T cells from JIA. (A) Violin plots
showing the differences in expression levels of IL18, IL1B, TNF, IFNy and NFKB2 in
CCR7+/RELB+/IRF1+ T cells and CCR7+/RELB-/IRF1- T cells from JIA.
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Figure S4. Distribution and differentiation of T cells in HLA-B27* JIA and HLA-B27-
JIA. (A) UMAP of high-quality T cells in HLA-B27" JIA and HLA-B27- JIA. (B)
Differentiation trajectories of T cells in HLA-B27* JIA and HLA-B27- JIA. (C) Heatmaps
showing dynamic changes in gene expression in T cell subtypes of HLA-B27* JIA and

HLA-B27 JIA.
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Figure S5. Violin plots showing the differences in gene expression levels in T cells from
HLA-B27* JIA, HLA-B27- JIA and cHC. (A) Violin plots showing the differences in
expression levels of IL18, IL4, IL6 and IL1B in T cells from HLA-B27* JIA, HLA-B27" JIA

and cHC.
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Figure S6. Immune cells in peripheral blood from JIA patients, cHC, pSS patients,
SLE patients and aHC. (A) UMAP projection of the JIA, cHC, pSS, SLE and aHC. (B) Dot
plot showing the expression level of classical cell markers used to assign cell identity.
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Figure S7. The proportion of immune cells and gene expression were different
among five groups. (A) The proportion of different subtypes of B cells. (B) The
proportion of different subtypes of Myeloid cells. (C) Violin plots showing the differences in
expression levels of RELB and IRF1 in T cell subtypes from cHC, JIA, aHC, pSS and SLE.
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Figure S8. The DEGs and cytokine expression profile score of T cells and CD4 T
cells among the three groups. (A) Venn plots for the overlap of the upregulated DEGs in
T cells and T cell subtypes among three groups. (B) Profile scores of IL-2, IL-17, TNF and
NF-kappaB in CD4 Naive among three groups. (C) Profile scores of IL-2, IL-17, TNF and
NF-kappaB in CD4 TCM among three groups.
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Figure S9. Classification and differentiation trajectories of B cells in JIA patients. (A)
Integrated UMAP graph of B cell subtypes derived from JIA and cHC. (B) Trajectory plots
of B cell subtypes in JIA and cHC. (C) Integrated UMAP graph of B cell subtypes derived
from HLA-B27* JIA and HLA-B27 JIA. (D) Trajectory plots of B cell subtypes in HLA-B27*
JIA and HLA-B27- JIA.
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Figure S10. Differentiation trajectories of Myeloid cells in JIA patients. (A) Trajectory
plots of Monocyte subtypes in JIA and cHC. (B) Trajectory plots of Monocyte subtypes in
HLA-B27* JIA and HLA-B27- JIA. (C) Heatmaps showing dynamic changes in gene
expression in Monocyte subtypes of HLA-B27- JIA and HLA-B27" JIA.



