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Role of BALF from dogs with acute severe smoke inhalation injury in inducing lung in-

jury of normal rats
NIE Fa-chuan YANG Zong cheng, LIU Zhiyuan LUO Qt zhi, HUANG Yue-sheng (Inditute of Bums, Southwest Hospital Third Military Medical Univer-

sity  Chongging 400038, China)

Abstract: Objective To investigate the existence intensity and pemisting time of biologic activity of bronchoalveolar lavage fluid ( BALF)
oollected from dogs with acute severe smoke inhalation injuty in early post-injury stage. Methods BAIF was collected 1 h after the establishment of
acute severe sawdust smoke inhalation injury in 5 dogs and the fluid was perfused into the lungs of Wistar rats in the amount of 5ml/ kg (group C).
Nomnal saline (group A) and BALF from nomal dog (group B) were perfused into the lungs of rats and served as contwl. The respiratory rate,
PaO» lung water content and the expanding stability of lungs in all rats were determined at the time points of 4 12 and 24 h after the purfusion. Re-
sults Compared with the rats in group A and B, the rats in group C had higher mortality, wider range in RR, higher lung water content Pa0, de-
creased obviously and lower lung expanding stability. The rais in contwl groups showed slight mechanic obstruction in their aitways in the course of
expetiment. M earwhile, the rats in group C showed higher oxidative activities and lower total anti-oxidative activities in lung tissues. Conclusion
It is certain that the BALF collected from dogs with acute severe smoke inhalation injury in early post-injury stage could induce obvious injury in lung

stucture of nomal rats showing certain mechanic obstruction in snall aiways. The injuring activity of the BALF can be aleviated ultimately 24 h

after the perfusion of the BALF.
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