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Role of pulmonary neutrophils aggregation on pathogenesis of acute respiratory distress syndrome
ZHAO Zan-mei ZHAO Jin-yuan
( Peking University Third Hospital ~Beijing 100191  China)

Abstract: Objective To investigate the role of the pulmonary aggregation of neutrophils on the pathogenesiso of acute re—
spiratory distress syndrome ( ARDS). Methods Healthy adult rats were randomly divided into 2 groups: control and ARDS
0. 12 mg/kg of oleic acide ( OA) was given by femoral venous injection for making ARDS model and the controls were only given
equal normal saline. Then the artery blood and lung tissue samples were collected respectively at 10 min 30 min 1h 2h
6 h 12 h and 24 h after OA injection for detecting of blood gas analysis blood routine pulmonary level of myeloperoxidase
( MPO)  lung wet/dry weight ratio and pulmonary pathological examination meanwhile the spectrum of reactive oxygen spe—
cies ( ROS) were also detected by electron spin resonance ( ESR) technique. Results The resulis showed that the level of
arterial oxygen partial pressure and oxygenation index in OA group were decreased quite early which could be seen at 10 min af-
ter OA injection; 2h later after injection reached their valley points oxygenation index lowered to 189.45 mm Hg suggested
that according with the diagnostic standard of ARDS. The total white blood cells count and neutrophiles count in OA group ap-—
peared decrease at 1h after injection their valley points were at 3 h (4.46 x10°/L) and 1—3 h (1.82 x10°/L—2. 16 x10°/
L)  but 6 hours later after OA injection they all increased to 11. 68 x 10° /L and 5.93 x 10° /L. respectively; while in con—
trols  majorty of the peripheral blood WBC was lymphocytes. The ROC in lung tissues of OA group showed increased at 10 min
after OA injection the peak point was at 1h after OA injection while its peak value of MPO was at 2h after OA injection (5. 82
U/g) . Actually the pathological changes of lung in OA group were appeared from 10min after OA injection 6 h later the
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damage was quite severe already ( pathological score reached 9.78) . Tt was suggested that the changes of PMN and ROS were
much earlier than other changes such as MPO activity wet/dry weight ratio pathologic score etc. Conclusion The study sug—
gested that the PMN the pulmonary aggregation of neutrophils and the production of large amount ROS may be the most important
initiators of ARDS caused by chemical poison and also the most important signal of lung injury in ARDS.
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