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Further exploring the synovium and its role during kOA will bring us closer to a more

synovifis complete understanding of kOA and anti-fibrotic interventions to attenuate stiffness and
and fibros improve function before and after TKA.

B In:40-r=-0.4|;-0p=\:.loosall:b B Studies on the crosstalk between synovium and articular cartilage using the SF as a medium
healing g ” will aid us in refining evaluation of kOA severity status non-invasively by screening
iggment RN o inflammatory and fibrogenic factors in the SF linked to structural features of kOA.
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Fig. 1. Higher SFb moderately correlates with lower (worse) KOOS.
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