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Research progress on JAK inhibitors in treatment of axial spondyloarthritis
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Abstract: Axial spondyloarthritis is a type of immune-mediated chronic inflammatory disease, and Janus kinase (JAK) inhibitors have

brought new directions for the treatment of axial spondyloarthritis due to their unique oral administration route and broad-spectrum

cytokine inhibition. JAK inhibitors, such as tofacitinib, upadacitinib, filgotinib, and ivarmacitinib can significantly improve disease

activity in patients with axial spondyloarthritis and have better safety. This article summarizes the research progress of JAK inhibitors

in treatment of axial spondyloarthritis, providing an important oral targeted therapy option for patients with axial spondyloarthritis who

have insufficient response to traditional treatments.
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