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Effect of Statins on Matrix Metalloproteinases in Patients with Diabetes Mellitus and Periodontitis. Hou Jia,Tao Hong. Department of Sto-
matology, The First Affiliated Hospital of Xi'an Jiaotong University ,Shaanxi 710061 ,China

Abstract Objective To explore the effect of statins on the changes of matrix metalloproteinases in patients with diabetes mellitus
and periodontitis. Methods We chosen statin therapy in patients with diabetes ( ST group) of patients with diabetes, diabetes patients
without statin treated ( NST group ) , non diabetes periodontitis patients ( periodontitis group) and periodontal normal patients ( control
group) , each group of 30 cases. We measured the bleeding index (BI), plaque index (PLI) , attachment loss ( AL) and gingival crevic-
ular fluid volume (GCF), level of matrix metalloproteinase and tissue inhibitor of metalloproteinase — 1 ( TIMP = 1) and the contrast of
glycosylated hemoglobin (HbAlc), random blood glucose (RPG) differences with ELISA method. Results AL, Bl and GCF were signif-
icantly higher in diabetic patients( P <0.05). Compared with NST group, AL, BI and GCF in ST group were significantly decreased (P <
0.05). The levels of MMP - 1 and MMP — 1/TIMP — 1 in patients with periodontitis were significantly higher than those in the control
group(P <0.05), MMP - 1/TIMP - 1 and MMP - 1 were significantly higher in the NST group than the control group( P <0.05). The
levels of HbAlce, MMP -1, MMP — 1/TIMP -1 in ST group were significantly lower in NST group( P <0. 05). But the difference of MMP
-8 between the two groups was not statistically significant( P >0. 05). Conclusion Statins can decrease the levels of MMP — 1 and MMP
—1/TIMP -1 in the patients with diabetes mellitus and periodontitis, and have potential value in reducing blood glucose and improving
the physiological condition of the patients’ periodontal condition.
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