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[Abstract] Ankylosing spondylitis (AS) is a chronic inflammatory disease characterized by inflammation of
the sacroiliac joints and the spinal attachment point and is the most common type of spondyloarthritis (SpA). The
pathogenesis of AS is related to both the immune system and the skeletal system. The main pathological changes
include enthesitis, osteogenesis changes, osteolytic bone destruction, and immune system changes. Bone cells interact
with immune cells, secrete a series of inflammatory factors, and jointly regulate the pathogenesis of AS. The
imbalance of various immune cells in AS and the changes in inflammatory cytokines lead to a disorder of bone
metabolism. At the same time, the osteocytes express various inflammatory cytokines, which leads to an imbalance of
the immune system. The interaction between the immune system and the skeletal system has become a hot spot in the
pathogenesis of AS. Understanding the bone immunological mechanism of AS will help to understand the exact
pathogenesis of the disease and explore new treatment methods for it. In this review, the changes of various immune
cells and inflammatory cytokines in AS and their effects on the skeletal system, as well as the changes of various
osteocytes in the skeletal system and their effects on the immune system, were reviewed, and the latest progress in the
treatment of AS was summarized.
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