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Simvastatin Therapy to Patients with Chronic Obstructive Pulmonary
Disease Complicated with Metabolic Syndrome

CHEN Shi, LI Cheng-hong, YE Sheng-lan
(Department of Respiratory Disease, Affiliated Hospital, Jianghan University, Wuhan 430015, Hubei, China)

Abstract: Objective: To investigate the functional mechanism and impact of simvastatin inter-
vention in patients with chronic obstructive pulmonary disease complicated with metabolic syndrome.
Methods: 60 patients with chronic obstructive pulmonary disease with metabolic syndrome in sta-
tionary phase were randomly divided into intervention group and control group. The intervention
group was given additional oral simvastatin 8 weeks for a cycle. CAT scores, pulmonary function and
the levels of plasma C—reactive protein(CRP), interleukin—6 (1L.—6) , interleukin—-8 (1.-8) , SOD,
blood lipids were recorded before and after treatment. Results : The CAT scores and CRP levels, inter-
leukin-6 (IL-6) , interleukin-8 (IL-8) , SOD, blood lipids decreased in interventiong group after
treatment; compared the intervention group before and after treatment, and compared intervention
group after treatment to control group after treatment, there was statisticat difference (P<0.05) ; in
control group, compared before treatment to after treatment, there was no statistical difference. In
comparison of FEV1, FEVI% , in intervention group and in control group before and after treatment,
between the two groups also, there were no statistical differences (P > 0. 05). Conclusion: Short
term simvastatin treatment can improve the clinical symptoms and reduce the CRP and inflammatory
mediators levels in patients with COPD, improve the quality of life, reduce the level of lipids. but
can not improve lung function.

Key words: chronic obstructive pulmonary disease; metabolic syndrome; simvastatin
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