
 THE CRITICAL ROLE OF B CELLS IN SJÖGREN’S DISEASE 1-4

Sjögren’s disease (SjD) is believed to be a B-cell–driven autoimmune disease in which hyperactivation of B cells can lead to chronic inflammation and potential 
irreversible organ damage. Systemic manifestations, if left untreated, may significantly impact long-term health and reduce life expectancy.1-6
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Hyperactive B cells produce a 
constant supply of autoantibodies, 
which can contribute to epithelial 
cell damage and inflammation.7,11,13,14
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2 Among these cytokines and chemokines 
is B-cell activating factor (BAFF), which  
is central to activating autoreactive B 
cells, promoting their proliferation,  
survival, and differentiation.8,9
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1 Environmental factors may trigger 
epithelial and immune cells to 
release proinflammatory cytokines  
and numerous chemokines.7

IgG, immunoglobulin G; SSA, Ro/SSA  
autoantigen; SSB, La/SSB autoantigen.
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Sjögren’s disease is a serious, systemic autoimmune disease that can be progressive15-18

Beyond sicca, inflammation or damage  
can also occur in11,19,20
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Novartis has expanded its commitment to rheumatology by  
partnering with experts and universities to explore new ways 
�to target B-cell hyperactivity and BAFF.

Based on the “Living with SjD” survey assessing demographics, symptoms, quality of life, cost, and treatment in adult  
patients with SjD (N=2961), which includes respondents who “somewhat agreed” or “strongly agreed.”21
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A more comprehensive approach to patient care is needed—one that considers not just 
dryness, but also other factors such as fatigue, joint pain, organ involvement, and 

overall disease activity16


