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Effect and mechanism of aprotinin on acute lung injury

in rats induced by perfluoroisobutylene
Wang Lijun' Hao Jian' Zhao Jian® et al
(' Dept of Cardiopulmonary Rehabilitation Hangzhou 128 Hospital Liberation Army Hangzhou Clinical College of
Anhui Medical University Hangzhou 310007 ; * Institute of Pharmacology and Toxicology Academy of
Military Medical Sciences Beijing 100039)
Abstract Objective
perfluoroisobutylene (PFIB) . Methods

male Sprague-Dawley rats were averagely and randomly divided into saline control group (N group) ALI group (I

To research the effect and mechanism of aprotinin on acute lung injury in rats induced by

The model of acute lung injury in rats was induced by PFIB. Forty adult

group) and aprotinin groups(5 15 g 30 mg/kg L/M/H group). The rats in I group were intravenously injected
with normal saline and the rats in aprotinin groups were intravenously injected with aprotinin (5 15 30 mg/kg)
thirty minutes after PFIB was inhalated. The brochoalveolar lavage fluid (BALF)and blood were collected in rats of
each group 24 hours later. The arterial blood gas was observed. The wet to dry weight ratios (W/D) were deter—
mined. The total protein in bronchoalveolar lavage fluid was evaluated by BCA method. The tumor necrosis factor-o
(TNF -o) and the interleukin-6 (IL-6) were determined by ELISA method. The pathological changes in lung tis—
sues were also observed under the microscope. Results The levels of lung wet-dry weight ratio total protein con—
tent in BALF IL-6 TNF-o were significantly higher (P <0. 05) than the group N. With the treatment of aprotin—
in the levels of wet to dry weight ratio total protein content in L group were not significantly different (P >
0.05) compared to group I. But the values of IL-6 TNF-o were lower (P <0.05). The levels of wet to dry
IL6 and TNF-w in group H were significantly lower than that in group I (P <0. 05)

weight ratio  total protein
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group L and group M(P <0.05). After the rats exposed to PFIB the values of PH and partial pressure of oxygen
were decreasing and the values of carbon dioxide partial pressure were improving. With the treatment of aprotinin
all the values could improve towards a good situation. Histopathology of lung tissue showed that aprotinin could sig—
nificantly improve lung tissue damage with high doses of the most. Lung tissue histopathology showed aprotinin
could significantly reduce lung tissue damage and high-dose aprotinin was most effective. Conclusion  Aprotinin
the protease inhibitor could relieve inflammation in the lungs of rats with ALI induced by PFIB though blocking the
excess release of cytokines and inflammatory mediators.
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