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Characteristics of the acute lung injury induced by oleic acid and lipopolysaccharide in rats
LIQi, QIAN Gui-sheng, ZHANG Qing, WANG Chang-zheng (Institute of Respiratory Diseases Xinggiao Hospital, Third Military Medi-
cal University, Chongging 400037, China)

Abstract; Objective To investigate the characteristics of the acute lung injury induced by oleic acid (OA)
and lipopolysaccharide (IPS) in rats. Methods Wistar rats were injured with OA (0.2 mI/kg) and IPS 2 mg/
kg) to establish the acute lung injury (ATI) model. The indexes of respiratory rate, PaOa, wet weight/ dry weight
(W/D) of lung lobes, plasma IL-13, and pathological changes were observed. Results A cute respiratory distess
syndrome (ARDS) was found in rats treated with OA-IPS. The level of PaO,was lower than 8 kPa at the early stage.
Increased death rate, significantly increased water content in the lungs, more serious pulmonary edema and infiltration
of inflammatory cells accompanied by formation of hyaline membrane, and significantly increased plasma 1113 con-
tent were also found. There were significant changes of the above indices, especially in OA-LPS/4 h group. Conclu-
sion OA-LPS might cause serious ALI/ARDS. Injury due to second time low-dose OA-LPS after the first time injury
may induce ARDS, which may be associated with the abnormally increased level of anti-inflammatory cytokines.
There is a relative sensitivity between the two injuries.
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