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Full-course management of anti-inflammatory therapy in gout: interpretation and clinical practice keypoints of the
2025 Guideline ZHAO Tian-yi, CAO Ling, LIU Mian, XIAO Qiu-feng, ZOU He-jian, ZHU Xiao-xia. Department of Rheu-
matology, Huashan Hospital, Fudan University; Research Center for Rheumatic, Immunologic and Allergic Diseases, Fudan
University , Shanghai 200040, China
Corresponding author: ZHU Xiao-xia ,E-mail ; 15901811889 @ 163. com

Abstract Gout is an inflammatory arthropathy driven by monosodium urate crystal deposition on the basis of hyperuri-
cemia. In patients with recurrent gout, inflammatory responses persist throughout the disease course. Historically, clinical
management has centered on urate-lowering therapy, whereas systematic guidance is still lacking for anti-inflammatory treat-
ment of gout. In November 2025, a multidisciplinary panel convened by the Rheumatology Prevention Professional Committee
of the Chinese Preventive Medicine Association developed and issued the Guideline for Anti-inflammatory Treatment of Gout
(2025 Edition) based on the latest evidence. The guideline proposes a " whole-course anti-inflammation" framework and
bridges the long-standing clinical gap of prioritizing urate lowering over inflammation control through an " assessment-stratifi-
cation-decision" approach. This article summarizes the fundamental principles of anti-inflammatory therapy for gout patients,
discusses anti-inflammatory strategies for those with comorbid cardiovascular disease, gastrointestinal disease, and chronic
kidney disease, and presents long-term anti-inflammatory management plans for patients with tophi. Building on these discus-
sions, we further analyze evidence-based challenges in clinical anti-inflammatory management of gout, with the aim of promo-
ting the development of clinical research in the field.

Key words Gout; Inflammation; Guideline; Practice
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