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#j il Fig.1 Global comparison of metabolic expression ex vivo. RA T-cells show reduced anaerobic
SpA patients (n = 12) st MM i | glycolytic activity (LDH) and trends toward increased lipid uptake (CD36) and energy stress (AMPK),
and RA patients (n = 23) 2daysinvitro T eell acivation while signaling pathways remain largely comparable.
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Fig.2 Frequencies of T cell subsets. RA  Fig.3 Metabolic expression of T-cell subsets. AMPK is broadly increased in all subsets, mTOR Fig.4 Metabolic patterns of subsets in RA.
shows increased T+, In both CD4 and IS generally higher but not significant, while AKT and HK1 remain largely unchanged. Glutl is Taave: Tem @nd T4y, show consistently low
CDS8 T cells compared to SpA, with a slightly elevated, CD98 and CD36 show subset-specific increases or trends, highlighting marker expression, Ty highest in mTOR,
trend toward fewer CD8 Ty ve- differential metabolic regulation across T-cell populations. while CD4 exhibiting greater heterogeneity.
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Fig.5 Change of metabolic expression from ex vivo to stimulated. HK1 shows a significantly higher comparing sequential visits and responses to treatment.
iIncrease in RA, LDH and AKT display trends toward higher induction, while CD98 shows a trend
toward lower induction in RA compared to SpA.
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