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[ Abstract])
articular cartilage fibrosis, damage, degradation and depigmentation. Currently, there are an increasing number of
studies have shown that Toll-like receptor (TLR) mediated innate immune system has participated in the incidence
and progress of osteoarthritis, among which TLR/NF-«B signaling pathways play an important role. Genetic,

Knee osteoarthritis is a degenerative joint disease induced by many factors and result in

metabolic or mechanical factors cause an initial injury to the cartilage resulting in release of several cartilage
specific auto-antigens, which trigger the activation of immune response. Immune cells including T cells, B cells
and macrophages infiltrate the joint tissues, cytokines and chemokines are released from different kinds of cells
present in the joint, complement system is activated, and cartilage degrading factors such as matrix
metalloproteinases (MMPs) and prostaglandin E2 (PGE2) are released, resulting in further damage to the articular
cartilage.Here we reviewed the studies implicating nature immune system and the TLR /NF-«kB signaling pathways
in the pathogenesis of osteoarthritis.
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