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It has drawn attention for some time that diabetes mellitus, hypertension,

hyperlipemia and obesity are found in the same patients, and accumulation of such risk

factors is liable to cause arteriosclerotic cardiac diseases. In recent years, involvement

of insulin resistance and hyperinsulinemia has been reported in many cases as a common
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factor in such glucose metabolism disorder, essential hypertension, lipid metabolism
disorder and obesity. In the action mechanism of insulin resistance and the resultant
hyperinsulinemia to compensate insulin resistance inducing various pathological states,
involvement of biological activities of insulin other than glucose metabolism are con-
ceived. Insulin shows vasodilation, acceleration of sodium reabsorption in the kidneys,
cell growth and potentiation of sympathetic nerves, and insulin resistance is considered
to cause dysfunction leading to hypertension. In this study, we report insulin resis-

tance and hypertension based on the results in our department and discussion of litera-

ture.
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The data from large clinical trials are essential for practicing evidence based medi-

cine (EBM).

The main reasons why physicians and patients today are convinced of the
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