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FA%2:0 : #2RJ® ( Diabetes mellitus, DM )
S RE ( Hyperlipidemia )
IMNIT B ESR ( Cardiovascular disease, CVD)
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Patients with type 2 diabetes have an increased prevalence of lipid abnormalities that contributes to high-
er rates of CVD (Cardiovascular disease). Lipid management aimed at lowering LDL cholesterol, raising HDL c-
holesterol, and lowering triglycerides has been shown to reduce macrovascular disease and mortality in patients
with type 2 diabetes, particularly those who have had prior cardiovascular events. Lifestyle intervention includ-
ing MNT (Medical nutrition therapy), increased physical activity, weight loss, and smoking cessation should al-
low some patients to reach these lipid levels. Pharmacological treatment is indicated if there is an inadequate re-
sponse to lifestyle modifications and improved glucose control. However, in patients with clinical CVD and LDL
>100 mg/dl, pharmacological therapy should be initiated at the same time that lifestyle intervention is started. The
first priority of pharmacological therapy is to lower LDL cholesterol to a target goal of <100 mg/dl (2.60 mmol/l)
or therapy to achieve a reduction in LDL of 30 —40%. For LDL lowering, statins are the drugs of choice. A re-
duction in LDL to a goal of <70 mg/dl is an option in very-high-risk patients with overt CVD. If the HDL is <40
mg/dl and the LDL is between 100 and 129 mg/dl, a fibric acid derivative or niacin might be used. Combination
therapy, with a statin and a fibrate or statin and niacin, may be efficacious for patients needing treatment for all
three lipid fractions( LDL,HDL,TG), but this combination is associated with an increased risk for abnormal transam-
inase levels, myositis, or rhabdomyolysis. Consideration should be given to similar lipid-lowering therapy in pa-
tients with type 1 diabetes as in type 2 diabetes, particularly if they have other cardiovascular risk factors or fea-
tures of the metabolic syndrome. (J Intern Med Taiwan 2005; 16: 169-174)



