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Figure 1 Development of vascular complications in diabetes.
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Figure 2 Incidence of coronary heart disease (CHD) in diabetic
and non-diabetic subjects (Finnish study).”
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Figure 3 Insulin resistance and stroke.
Insulin resistance is higher in patients with atherothrombotic
infarction.'”
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Figure 4 Vascular stiffness impaired lower leg’s blood flow assessed with magnetic resonance angiography.
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The incidence of cardiovascular events in diabetic patients is 2 to 3 times higher than that in non-diabetic subjects.
The clinical findings suggest that diabetic patients has excess risk for the development of atherosclerotic lesion according
to their insulin resistance or features of metabolic syndrome, or diffuse sclerotic lesion according to their hyperglycemia.
Therefore, it has been shown that hyperinsulinemia/insulin resistance and hyperglycemia are independent risk factors for

macrovascular complications in diabetic patients. Diabetic patients develop vascular lesions differently, depending on their risks.

(J Jpn Coll Angiol, 2010, 50: 533-539)
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