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[ Abstract)

cal and ultrastructural changes of multiple organs with dysfunction in severely burned dogs.

Objective  To investigate the effects of postburn fluid resuscitation on the pathohistologi-
Methods For-
ty — four mongrel dogs were randomly divided into four groups: (1)immediate infusion(Il, n=8), (2) de-
layed infusion (DI, n=15),(3) no infusion (NI,n=14) , (4) normal control( NC, n=7). The dogs
were inflicted with 50% TBSA Il degree flame burn produced by napalm in concentration of 30g/L burning
for 30 seconds on the back. Small pieces of tissue samples of heart, lungs, liver, kidneys and gastrointesti-
nal tract were taken from injured dogs at 72 postburn hours ( PBHs) or moribund stage for the examination
Results
blood circulation disturbance and degenerative changes were found in all above internal organs. These chan-

with light microscope (LM ) and transmission electron microscope ( TEM). Different degrees of
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ges were more evident in DI than in II and NI groups.

could induce multiple organ dysfunction in early postburn stage.
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Conclusion

Multiple organ dysfunction syndrome;

Delayed postburn fluid resuscitation

Pathohistology;  Ultra-
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