Spondyloarthropathies
Spondyloarthropathies are chronic inflammatory diseases affecting the peripheral and axial joints:

--Ankylosing spondylitis


--Reactive arthritis (Reiter’s Syndrome)


--Psoriatic arthritis


--Enteropathic arthritis (most often with IBD)

Unlike almost all other rheumatic diseases, these diseases start in one’s twenties, and are more 
common in males!
“Enthesopathy” is inflammation at the bony insertions of ligaments and tendons.  This causes 
recurrent tendonitis and sausage-like swelling of digits (especially in psoriatic arthritis).              
The inflammation is mostly CD8 T cells.  Enthesopathy is unique to spondyloarthropathies.
Inflammation of the spine is also unique.  There is fibrosis, bone formation, and fusion/obliteration 
of joint spaces (“ankylosis”).  This gives the characteristic appearance of the bamboo spine.  
Sacroiliac joints go first, then it moves up the spine.  Severe morning stiffness.
Inflammation of the gut is most common in enteropathic and reactive arthritis.  It is triggered by an 
enteric infection.

(Raymond removed image showing enthesitis of a tendon attachment.)

Reiter’s Syndrome = Reactive Arthritis
Often is triggered by GI infection.  Occurs in young adults, especially males.  Can lead to inflamed 
Achilles tendon (and other tendons), heel spurs, skin lesions, conjuctivitis.
Psoriatic Arthritis
Arthritis of the axial skeleton and DIP joints.  Other signs include sausage-like dactylitis, psoriasis, 
and nail pitting.  The inflammation is mostly CD8 T cells in the skin and synovium. 
HLA-B27
The association between HLA-B27 and spondyloarthropathies is one of the strongest genetic 
correlations known to medicine!  It’s found in 95% of patients with ankylosing spondylitis.
HLA-B27 has a unique “B pocket” not found on other HLA molecules, and certain mutations in 
this B pocket is a major risk factor for developing spondyloarthropathy.
There are other susceptibility genes or perhaps different forms of HLA-B27, which causes 
differeneces in risk between people.
Transgenic rats with HLA-B27 develop IBD followed by spinal arthritis and ankylosis.

Normally, HLA I present intracellular endogenous peptides to CD8 cells.  Self-reactive T cells are 
then eliminated in the thymus.  During an intracellular infection, HLA I may present a 
peptide specific to joints in the context of inflammation.  This would break tolerance.

Alternatively, the molecular mimicry model proposes that bacterial peptides presented by HLA-B27

activate CD8 cells which the cross-recognize self peptides also presented by HLA-B27 
within joints.
Infectious etiology or “trigger” for spondyloarthropathies
Reactive arthritis follows certain intracellular GI or GU infections, especially Shigella, Salmonella, 
Yersinia, Campylobacter, Klebsiella, and Chlamydia.
Reiter’s Syndrome is called reactive arthritis because bacterial material or dormant organisms may 
persist in the joint, causing chronic inflammation.  If there is an outbreak of GI problems 
followed by people complaining of axial pain/stiffness, think Reiter’s Syndrome.  Bacteria-
reactive CD8 T cells will be found in the joint space.
(Raymond removed image of T-cell mediated tissue injury.)























































