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Association of receptor-interacting serine/threonine-

protein kinase 1/3 with disease activity of adult-onset Still’s

Abstract
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Objective: To investigate the receptor-interacting serine/threonine-protein kinase 1/3 (RIPK1/3) levels in
peripheral blood cells of patients with adult-onset Still’'s disease (AOSD), and analyze its relationship with
the disease activity. The role of RIPK1/3 in the pathogenesis of AOSD was also explored. Methods: Patients
diagnosed with AOSD between June 2010 and June 2015 in Renji Hospital were screened and analyzed in this
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retrospective cohort study, potential markers which might relate to the activity of the disease were also tested. To

explore and confirm the mechanism underlying the markers, intercellular RIPK1/3 productions by peripheral

blood cells were detected by flow cytometry between September 2016 and December 2017. Results: The absolute

counts of neutrophils and monocytes in patients were correlated with disease severity (r=0.6157, r=0.4278,

P<0.001). Intercellular RIPK1/3 levels by neutrophils and monocytes were significantly lower in AOSD than

those in healthy controls (P<0.0001). The percentage of monocytes with low RIPK1/3 in patients were correlated

with disease severity (P<0.05). Conclusion: The absolute counts of neutrophils and monocytes in AOSD can be

good markers to reflect the disease activity and RIPK1/3 levels in monocytes may possibly play an important role

in the pathogenesis of AOSD.
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