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Effect of angiotensin || and Ang [[ type 1 receptor antagonist on alveolar fluid clearance in rat with acute lung injury
Deng Jia sWang Le
(First Department of Internal Medicine , Traditional Chinese Medical Hospital of Jiangbei District ,Chongqging 400020 ,China)

[Abstract] Objective To research the effect of angiotensin [l (Ang [ ) and Ang Il type 1 (AT1) receptor antagonist on
alveolar fluid clearance (AFC) in rats with acute lung injury (ALID) induced by lipopolysaccharides (LLPS). Methods Twenty-five
healthy Sprague-Dawley (SD) rats were randomly divided into control group, ALI group and AT1 receptor blocker pretreatment
group (ALI4ZD7155 group),with 5 rats in each group. The ALI group was further divided into three subgroups of observation at
2,4 and 6 hours. ALI model of rats was reproduced with intraperitoneal injection of LPS 10 mg/kg. ZD7155 10 mg/kg was injected
intraperitoneally thirty minutes before administration of LPS. The pathological changes and ratio of wet to dry (W/D) weight of
lung tissue were measured at various intervals. The level of Ang [I in serum and lung tissue was determined by enzyme linked im-
munosorbent assay (ELISA). In measurement of AFC, The twenty-five SD rats lungs were obtained and randomly divided into con-
trol group,amiloride group, ALI group, ALI+ ZD7155 group and ALI+ ZD7155 + amiloride group, with 5 lungs of rats in each
group. AFC was estimated by evans-blue labeled albumin. Results W/D weight of lung tissue was significantly increased in ALI
group (P<C0.01),but significantly decreased in ALI+ZD7155 group (P<C0. 05). LPS significantly increased concentration of Ang
[l in serum and lung tissue in a time-dependent manner (P<C0. 05). Concentration of Ang || in serum and lung tissue was signifi-
cantly lower in ALI+ZD7155 group than in ALI group (P<C0. 05). AFC in amiloride group and ALI group was significantly de-
creased when compared with control group (P<C0.01). However, AFC in ALI group was significantly higher than amiloride group
(P<<0.05). AFC in ALI+ZD7155 group was significantly increased compared with ALI group (P<C0. 05). There was no signifi-
cant difference in AFC between ALI+ ZD7155 + amiloride group and amiloride group(P>0. 05). Conclusion
AFC in rats with ALI,however, ATl receptor antagonist could reverse the effect of Ang [[ on AFC.
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