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Abstract

the significance of VS-2 levels in patients with untreated mild-to-moderate hypertension. Method: Plasma total

Objective: To investigate the changes of circulating plasma vasostatin-2(VS-2) levels at fasting and

VS-2 levels at fasting were measured by ELISA in eighty-nine patients with untreated mild-to-moderate hyperten-
sion and seventy-six controls with normal blood pressure. BMI and heart rate (HR) were detected. Result: VS-2
levels were significantly higher in hypertension group compared with control group [ (0. 2440. 04) pg/ml vs(0. 32
+0.06)pg/ml, P<<0.05). Mean arterial pressure (MAP) and HR were positively correlated with VS-2 level (r=
0.301, 0.427, both P<<0.01). Age, BMI, TC, TG and glucose were not correlated with VS-2 level. Multiple
regression analysis showed that both MAP and HR were independent influence factors of VS-2 level (both P<C
0. 05). Conclusion:Circulating plasma VS-2 levels increase in patients with untreated mild-to-moderate hyperten-
sion, which suggests VS-2 might play a protective role in the pathological status of hypertension by antagonizing
the over-activated sympathetic nervous system.
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