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Effect of hydroxyethyl starch on vascular reactivity of rat during hemorrhagic shock ZHAO Zhi-bin* ,
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of Lianyungang, Lianyungang 222002, Jiangsu, China

[Abstract] Objective To study the effect of hydroxyethyl starch (HES) on vascular reactivity of rat
during hemorrhagic shock and its mechanism. Metheds Forty SD rats were randomly divided into 5 groups:
normal control group, shock group, sodium chloride (SC) group, HES 130/0. 4 group and HES 200/0. 5
group with 8 rats in each group. Rats were hemorrhaged and maintained mean arterial pressure (MAP) at
40 mm Hg (1 mm Hg==0. 133 kPa) for 30 minutes, then rats were infused with fluids to restore and maintain
MAP at 70 mm Hg for 60 minutes. The infusion volumes of each fluid to maintain MAP were recorded. The
responses of MAP to norepinephrine (NE) were measured before shock, at 30, 60 and 90 minutes during
hemorrhagic shock. Concentrations of nitric oxide (NO) and nitric oxide synthase (NOS) of plasma were
measured at 90 minutes during hemorrhagic shock. Results The infusion volumes of each fluid to maintain
MAP were significantly different (all P<C0.01). HES 200/0. 5 group<HES 130/0. 4 group<SC group. In
HES 130/0. 4 group and HES 200/0. 5 group at 90 minutes during hemorrhagic shock, the responses of MAP
to NE were improved significantly compared with those of SC group (both P<{0. 05), plasma contents of NO
and NOS were reduced markedly compared with those of SC group (P<{0.05 or P<{0.01). Ceonclusion
HES can improve vascular reactivity during hemorrhagic shock by inhibiting plasma contents of NO and

NOS.
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Table 1 Comparison of responses of vascular to NE, plasma NO concentration and NOS activity in each group(x+s.,n=8)
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0 min 30 min 60 min 90 min
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