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Clinical study on the role of reinforcing kidney activating blood drugs( TCD)in the regulation of classic Wnt/
B-catenin pathway in patients with osteoarthritis Tang Mengya ™ ,Ni Huiying ,Zhang Xuemin ,Shao Lifang. * Fuy-
ang TCM Orthopedic—Traumatological Hospital , Fuyang 311400, Zhejiang , China

ABSTRACT Objective:To observe the clinical curative effect of reinforcing kidney activating blood drugs (TCD) on knee osteoarthritis
(KOA) and to study its mechanism of action. Methods ; Thirty patients with KOA were enrolled in the study and were treated with oral rein-
forcing kidney activating blood drugs(TCD). The JOA scores and WOMAC scores were compared between pretreatment and post-treatment
and the expression of Wnt—5a mRNA , B-catenin mRNA and BMP-2 mRNA were detected through real-time fluorescence quantitative PCR.
Results:; After twelve-week treatment,the JOA scores increased significantly (62. 01 +/-11.79 vs 80.90 +/- 6. 90 points,z =4. 767,P =
0.001) ,while the WOMAC scores decreased significantly (43.20 +/-10.89 vs 19.20 +/-5.43 points,z =4. 535 ,P =0.002) ,and the ex-
pression of Wnt—5a mRNA , 3-catenin mRNA and BMP-2 mRNA were down-regulated(2. 74 +/-0.69 vs 1.44 +/-0.29,t =4. 874 ,P =
0.001;3.21 +/-1.13 vs 1.45 +/-0.32,:=5.574,P =0.001;3.55 +/-1.38 vs 1.33 +/-0.53,:=4.235,P =0.003). Conclusion: In
the treatment of KOA , oral application of reinforcing kidney activating blood drugs (TCD) can improve the knee joint functions, relief the
knee pain and down-regulate the expression of Wnt—5a mRNA , B-catenin mRNA and BMP-2 mRNA , so it may be the mechanism of action
of reinforcing kidney activating blood drugs( TCD)in the prevention of KOA.
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