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[Abstract] Objective To explore the effect of simvastatin on blood vessel brittleness in patients with type 2 diabetes mellitus

(T2DM). Methods

ed and divided into observation group(50 cases,2 cases of patients were exclused) and control group(45 cases). The two groups a-

A total of 95 cases of patients with T2DM treated in the Third People's Hospital of Anyue County were select-

dopted combined oral medications or insulin intensive therapy to controlling blood glucose(<{7. 0 mmol/L) and HbA1c(<7.0%) 1
month before intervention,and maintained fasting blood glucose and HbAlc on this level. Additionally, the observation group re-
ceived 40 mg simvastatin one night, which lasted for 12 months. The levels of blood TG,LDL-C,CRP and common carotid artery in-
tima-media thickness(IMT) were determined before and after intervention. Results There were statistically significant differences
in levels of fasting blood-glucose, TG, LDL-C and CRP in the observation group and control group between before intervention and
after intervention(P=0. 000). In the observation group,statistically significant difference was found in the IMT before and after in-
tervention(P=0. 002) , while no obvious difference was found in the control group(P=0. 910). After intervention, there was no sta-
tistically significant difference in fasting blood-glucose and HbAlc between the observation group and control group(P =0. 851,
0. 646) ,while statistically significant differences were found in the levels of TG, LDL-C,CRP and IMT between the two groups
(P=0.000). Conclusion For patients with T2DM in the absence of statins—related contraindications,long-term application of lip-
id-lowering drugs,oral statins, plays a positive role in the prevention and treatment of atherosclerosis, and reducing blood vessel
brittleness.
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