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Aim To observe the effect of antr oxidizer’ s improving vascular endothelial function on the early damage of
120 subjects were randomly divided into pressure-lowering control group and

Ultralente nifedipine and probucol in addition to ultralente- nifedipine together were respectively giv-

en to the two groups for 12 weeks, and the changes of blood lipoprotein, endothelins(ET), B,-MG in blood and urine and Alb in

urine before treatment with those after treatment.
damage of the kidney.

Results First, there were the damage of endothelial function and the early

Second, there was obvious decrease in EI- 1, low-density cholesterol, B,-MG in blood and urine and Alb

in urine after treatment, and the difference was significant ( P< 0. 05) ; while the above indexes decreased more remarkably in the

antt oxidizing treating group ( P< 0.01) .

diverse the early damage of the kidney in the hypertension patients better than only pressure lowering treatment.

Conclusions  Antr oxidizing treating can improve vascular endothelial function and

It was pointed

out that endothelins damage possibly had some association with the damage of the kidney in the hypertension patients.
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Table 1. The comparison of each index in different groups
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H i =E& (mmol/L) 1.39 £0. 61 1.45%0.76 1. 48 0. 85 1. 46 £0. 53 1.30 0. 44
HDLC (mmol/L) 1.18 0. 18 1.2910.39 1.28%0.38 1.3310.40 1.28%0.35
LDLC (mmol/L) 2.9510.55 2.9110.9 2.82+0. 88 2.91 £0. 35 2.40%0. 60
HEE 1 5310 68 +23¢ 59 £19* 69 £23¢ 51 19"
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a: P<0.05, b: P<0.01, SRHZATLES o P< 0.01, 5IEHGRALLE.
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