
From cytokine signaling to clinical signs in AS and RA, research reveals 
key distinctions that are changing the way we see these conditions.1,2 

Ankylosing Spondylitis (AS) 
vs Rheumatoid Arthritis (RA): 
The differences go deep



Learn more about AS vs RA at RealityofSpA.com

HLA=human leukocyte antigen; IL=interleukin; iNKT=invariant natural killer T; Th=T helper cells; TNF=tumor necrosis factor.
Adapted with permission from Smith JA, Colbert RA. Arthritis Rheumatol. 2014;66(2):231-241.

Multiple cell types and cytokines are 
implicated in AS10

The pathophysiology of AS is complex and involves the interplay between 
multiple cell types and cytokines, including dendritic cells, T cells, TNF-α, 
IL-17, and IL-22.10

AS vs RA: 
A deeply different pathogenesis
Recent investigations have revealed distinctions in the T cell subtypes associated with the pathogenesis of 
AS and RA:

•  B cells linked with rheumatoid factor (RF): The presence of serum RF and spontaneous RF-secreting 
B cells is a common feature in most patients with RA3,4

•  T cells linked with HLA-B27: In contrast, most patients with AS are RF-negative. Many AS patients in 
particular are positive for HLA-B27, which is thought to facilitate the role of T cells in the pathogenesis of  
all spondyloarthritis, including AS5,6

•  IL-17A–expressing T cell levels are higher in AS: IL-17A–expressing T cell levels are elevated in the 
blood and facet joints of patients with AS6-9
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AS targets different sites than RA2,12-15

Similar prevalence rates have been reported for both AS and RA11

• AS is largely undiagnosed; delays of up to 9 years have been reported

Age of onset is earlier in patients with AS than RA11

• AS: Mean age of onset is at 20 to 30 years
• RA: Younger onset is at 42 years, older onset is at 68 years

Radiographic changes may not be seen for up to 10 years after the onset of clinical 
symptoms in AS11

Main structural outcome in AS is abnormal new bone formation vs bone erosion in RA2,12

A deeply different burden
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See the differences at RealityofSpA.com

Further elucidation of these AS disease mechanisms may point to an 
independent direction in the science behind AS.

Investigators are taking a closer look at the distinctive pathogenic mechanisms of AS, 
including the roles of T cells and cytokines such as IL-17A and IL-22.6,10

AS is different from RA


