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Effect of decimeter wave on matrix metalloproteinase—9 expression in type 2 diabetes rats/LIU Kuanzhi,LU
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Abstract Objective:To explore the feasibility of decimeter wave therapy in diabetic macroangiopathy through ob-
serving the effect of decimeter wave on matrix metalloproteinase-9 (MMP-9) expression.Method: Sixty SD rats were
divided randomly into normal control group (group A),type 2 diabetes mellitus (T2DM)model group (group B),T2DM
with rosiglitazone group (group C) and T2DM with decimeter wave group (group D). Type 2 diabetic rat model was
established by high—fat diet and low dose of STZ. The MMP-9 mRNA expression in arterial wall was observed by
RT-PCR. Meanwhile the changes of MMP-9 mRNA expression were observed after 4,8 and 12 weeks of T2DM re-
spectively. Result:MMP-9 mRNA in DM rats was 1.15,1.30,1.45 and 1.99 times higher than that of control rats at
week 0,4,8 and 12 after DM. MMP-9 mRNA dropped by 26.80%,27.16% and 46.46% in rosiglitazone group and
25.90% ,26.08% and 43.35% after treatment for 4,8 and 12 weeks respectively.Conclusion: Similar to rosiglitazone,
decimeter wave could decrease the expression of MMP-9 mRNA. It was suggested that decimeter wave may treat
diabetic macroangiopathy.
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