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Clinical Research Progress of Abatacept in the Treatment of Anti—cyclic Citrullinated Peptide Antibody
Positive Rheumatoid Arthritis
HUANG Qian',LI Tao',XIE Yan',LIAO Xia’,ZHANG Quan—bo',QING Yu-feng’
(Department of Geriatrics',Department of Rheumatology and Immunology? Affiliated Hospital of North Sichuan Medical College,
Nanchong 637000,Sichuan,China)
Abstract: Rheumatoid arthritis (RA) is an autoimmune disease characterized by chronic joint inflammation and persistent synovial cell infiltration.
Studies have shown that anti—cyclic citrullinated peptide antibody (ACPA) positive RA patients have a worse prognosis. Abbasip is a biological
disease modifying antirheumatic drugs (bDMARD) that blocks T cell activation. Compared with ACPA negative patients, it has a better remission
effect on ACPA positive patients. Its mechanism of action and its clinical efficacy and safety in ACPA positive patients have also attracted much

attention. This article reviews the mechanism of abasip and its efficacy and safety in ACPA—positive patients, in order to provide reference for clinical

treatment and further research in the future.
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