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Abstract

Objective: To observe the effect of extracorporeal shock wave therapy (ESWT) on the expressions of interleu-
kin-1B (IL-1B) and tumor necrosis factor-a (TNF-a) in cartilage of rats with experimental knee osteoarthritis
(OA), and to explore its potential mechanism.

Method: Thirty rats were randomly and averagely divided into treatment group, model group and control
group. The method of heel tendon resection on unilateral hind limb was used to establish OA animal model.
The treatment group was treated with ESWT(each 1000 impulse, energy flux density 0.lmJ/mm®), the control
group hadn't any treatment. The rats were sacrificed respectively at 4 weeks after ESWT. The articular genu
rinse solution were collected from rats for detecting the expressions of IL-1B and TNF-o in synovia by ELI-
SA, and immunohistochemical staining was used to observe the expression characteristics of IL-1B and TNF-a
in cartilage of each group, and the differences were compared among the groups.

Result: Expressions of both IL-1f and TNF-o were down-regulated significantly in treatment group compared
with model group, the difference between the two groups was significant (P < 0.05). ELISA assay showed the

concentrations of IL-1B and TNF-a in joint irrigation of treatment group and model group rose higher than
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that of control group (P<0.01), after ESWT those reduced more in treatment group than in modal group(P <

0.05), immunohistochemical assay showed the positive rates of IL-f and TNF-a in cartilage rose higher in treat-

ment group and model group than that in control group(P < 0.01), after ESWT positive rate reduced more in

treatment group than in model group(P < 0.05).

Conclusion: In KOA the level of IL-1f and TNF-o rose, while ESW could down-regulate the expressions of
IL-1B and TNF-a of KOA rats. It suggested by reducing the level of inflammation factors of cartilage ESW

might prevent and treat KOA.
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