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Protection of oxygen—enriched perfluorocarbon emulsion for the rabbit model with acute respiratory distressed
syndrome induced by oleic acid WEN Zhengfeng, LYV You, LIN Zhaofen.Department of Critical Medicine, The Second
Hospital of Yinzhou District, Ningbo 315192, China.

[Abstract] Objective To explore the protection of oxygen—enriched perfluorocarbon emulsion for the rabbit model with
acute respiratory distressed syndrome induced by oleic acid. Methods Eighteen New Zealand rabbits were randomly di—
vided into oleic acid + emulsion group, oleic acid group, and basic control group with 6 rabbits in each.The rabbit model
of ARDS was induced by oleic acid.After successfully modeling, the rabbits in oleic acid + emulsion group were vapor—
ized oxygen—enriched perfluorocarbon emulsion for 15min, and the rabbits in the basic control group and oleic acid
group were given the same amount of vaporized normal saline inhalation. Before modeling for 30min (basic value) , after
modeling for 30min, and Omin, Smin, 15min, 30min, 60min, 120min, 240min, 360min after inhalation, the PaO, was observed
in three groups, tumor necrosis factor—a (TNF-a) and interleukin—1@ (IL-1B) at 360min after inhalation and the Smith
lung injury score ,the lung coefficient and lung permeability index were calculated.The lung tissue was collected and the
lung pathological changes were observed. Results Compared with oleic acid group, the PaO, of oleic acid + emulsion
group was higher at 0 min and 360 min after inhalation of oxygen—enriched perfluorocarbon emulsion (1=2.56,2.30, P
< 0.05).At 360 min after inhalation, the Smith lung injury score and lung coefficient of oleic acid + emulsion group were

lower than those of the oleic acid group (1=2.56,2.34, P<<0.05) , while the differences in concentrations of TNF-a and

DOI: 10.13558/.cnki.issn1672-3686.2021.006.005 IL-1B in serum and BALF between two groups
AT < F S RHE S (2014BAKO5B02) were not statistically significant (1=0.92, 0.52, 0.82,

VEZ AT 315192 WIVT S 0%, BRMN IX 45 — BE B T I 0.38, P>0.05).In the oleic acid group and oleic acid

SeRLEBIE ) AT ANEE (B A ) 3 1 T B ek B K E + emulsion group, there were pathological damages
B 22 R MK RS ) such as edema, hemorrhage, necrosis, inflammatory

exudation and alveolar atrophy or disappearance.
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Conclusion Oxygen—enriched perfluorocarbon emulsion can increase the partial pressure of blood oxygen and reduce

the degree of lung injury in ARDS rabbits induced by oleic acid,but it can not inhibit the release of inflammatory factors.
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