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Deconstruction of rheumatoid arthritis
synovium defines inflammatory subtypes
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[Humby F, et al. Ann Rheum Dis. 2019:78(6):761-72.]
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[Humby F, et al. Lancet. 2021;397(10271):305-17.]
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Pathologically expanded peripheral T helper cell AMP-RA
subset drives B cells in rheumatoid arthritis Phase |

[Rao DA, et al. Nature. 2017; 542(7639): 110-14.]
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Defining inflammatory cell states in rheumatoid
arthritis joint synovial tissues by integrating AMP-RA
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[Nature. 2023;623(7987):616-624.]
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CTAP assignment before and after therapy
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