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THE RELATIONSHIP BETWEEN INSULIN RESISTANCE
OF ESSENTIAL HYPERTENSION AND
RENIN - ANGIOTENSIN - SYSTEM

WANG Hui  YAN Zhao - 1i HU Kang — hong
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Abstract: Recently Insulin resistance is found in essential hypertension patients and parts of hy—
pertensive animal models. During the course of primary hypertension development angiotensin I pro—
motes insulin resistance involving the approach of PI3K which plays an important role in the Akt and
Glut4 of insulin downstream pathway influences the application of glucose and results in insulin resist—
ance. This paper demonstrate the possible mechanism of ARB and ACEI of improving insulin resistance
of hypertension patients from basical and clinical aspects providing evidence for the improvement of in—
sulin resistance by ARB and ACEI in clinical works.
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Fig. The interaction of Ang Il and insulin signal transmission
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