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The Effects of Dieda Tongbi Emplastrum on MMP-13, Collagen II mRNA Expression in the Knee

Osteoarthritis Model Rabbits
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(1. The First Affiliated Hospital of Hunan University of Chinese Medicine, Changsha, Hunan 410007, Chinas
2. Hunan University of Chinese Medicine, Changsha, Hunan 410208, China)

(Abstract] Objective To observe the effects of Dieda Tongbi emplastrum on MMP-13 (matrix metalloproteinase—13),
COL-II mRNA expression in the knee osteoarthritis model rabbits. Methods The 65 healthy New Zealand rabbits were
randomly divided into normal control group, sham—operation group, modeling group, Dieda Tongbi emplastrum group, Gutong
patch group, 13 rabbits in each group. The model group, Dieda Tongbi emplastrum group, Gutong emplastrum group were
built by improved Hulth molding method. The normal group and sham-operation group were opened the joint cavities without
any treatment. The model group, Dieda Tongbi emplastrumand and Gutong patch group were treated with adhesive tape, Dieda
Tongbi emplastrumand and Gutongtie for 4 weeks, respectively. The changes of joint cartilage in all model rabbits were
observed, and the expressions of MMP-13 and COL- Il mRNA in joint cartilage were detected. Results (1) The histologic
articular cartilage score of Dieda Tongbi emplastrum group was lower than model group (P<0.05). (2) MMP-13 mRNA test: the
MMP —13 expression in model group was increased than that in normal control group (P<0.01). The MMP-13 mRNA
expression of Dieda Tongbi emplastrum group were lower than that in model group (P<0.01). (3) COL-II mRNA test: the
expression of COL-II in Dieda Tongbi emplastrum group was increased than that in model group (P<0.01). Conclusion Dieda
Tongbi emplastrum can protect the articular cartilage in knee osteoarthritis model rabbits and delay the course of knee
joint degeneration by reducing COL~ Il degradation and inhibiting the expression of MMP-13.
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R LA SR 1 S R g 21K % 5 L MMPs 27 15
FUIA G, WS BRFT 18 5 2 75 i o i T R R
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JBE B AR AR, 4 V0 A AT HE 8 BLYL 6 )5 76 6 B
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R W 21 12 2.67+0.19%"
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SR AT 38 5 A0 R A B B 3 AR | O Ik
FEI AL, HAAIT KOA Y 32 B IR0k 5 $G if.  4:
WS IE IR T 45 % 20T KOA A BEL Ik 26 Uk S < i
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