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Abstract Objective: To investigate the concentration characteristics of inducible nitric oxide synthase (iNOS) and insulin-
like growth factor-1 (IGF-1) in joint fluid and its correlation with the degree of syndrome in knee osteoarthritis (KOA)
patients with phlegm-blood stasis syndrome and liver-kidney deficiency syndrome. Methods: The concentrations of iNOS
and IGF-1 in articular fluid of 47 patients with different syndromes of KOA were measured and quantified by traditional
Chinese medicine (TCM) syndrome scale. The characteristics of iNOS and IGF-1 concentration in articular fluid of
patients with different syndrome types and their correlation with TCM syndrome score were analyzed. Results: Liver-
kidney deficiency syndrome and phlegm-blood stasis syndrome in patients with KOA showed no statistically significant
difference in general (P>>0.05). KOA patients with phlegm-blood stasis syndrome iNOS in joint fluid concentration was
higher than that of patients with liver-kidney deficiency syndrome (P<Z0. 05), and the concentration of IGF-1 in articular
fluid in patients with liver-kidney deficiency syndrome was lower than that in patients with phlegm-blood stasis syndrome
of KOA (P<C0.05). TCM syndrome score of patients with phlegm-blood stasis syndrome of knee osteoarthritis was posi-

tively correlated with iNOS concentration level of joint fluid (r=0.167, P<Z0. 05). Liver-kidney deficiency syndrome in

patients with KOA in TCM syndrome score showed
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liver-kidney deficiency syndrome of KOA are different, which can reflect the severity of TCM syndrome to a certain

extent, which is consistent with the analysis of etiology and pathogenesis of TCM. The difference in the concentration

characteristics of inflammatory factors in joint fluid of patients with different syndromes of KOA may be related to the

different activation of JAK2/STATS3 signal pathway.
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