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An experimental investigation of the effect of seawater immersion on endothelial cells in

dogs sustained by burn-firearm combined injury
YAN Hong, LAI Xi-nman, GE Heng-jiang (Research Institute of Surgery, Daping Hospital, Third Military Medical University, Chongqing
400042, China)

Abstract: Objective To study the influence and mechanism of seawater immersion on endothelial cell injury
sustained by burn-firearm combined injuty to impwve the early therapeutic efficacy. Methods The dogs with burn-
firearm combined injury were randomly divided into two gmoups: immersion group and contwl group. In immersion
group, the dogs were immersed in seawater for 4 hours, then taken out from seawater. Blood samples were collected
from central vein at 4 h, 7 h, 10 h, 20h and 28 h following wound for the detection of changes of the circulating en-
dothelial cells (CEC) and von Willebrand Factor G(WF). The same procedures except immersion were performed in
the contwol group. Results The levels of CEC and vWF elevated at 4 h and 7 h following wound in control group (P
<C0. 05), but the levels of CEC and vWF significantly elevated at 4h, 7h, 10h, 20h and 28 h in immersion group
(P<0.05 or P<<0.01). There was significant difference between the immersion group and the control group(P<
0.05 or P<<0.01). Conclusion Seawater immersion after burn-fireamm combined injury can cause extensive acute
damage to endothelial cells. The damage of immersion and burn-firearm combined injury is more severe and longer
than that of simple burn-firearm combined injuy.
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Tab 1 The change of circulating endothelial cells after wound (cells 0. 9 1, x +5)
Group n Before wound Alter wound
4h 7h 10h 20h 28h
Control 10 0.54+0.17 0.75+0.11 * 0.88+0.15* 0.9240.20 * 0.6740. 25 0. 63+0.12
Immersion 10 0.53+0. 11 0.92+0.12 % 1.1440.21 "7 1.4340.34 *F 2.0040. 14 57 2. 0840.21 %
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Tab 2 The change of Von Willebrand Factor after wound( %, x +s)
G ! fdore wound 4h 7h Aﬂelro“:urld 20h 28h
Control 10 93.87 £13.01 128.22+22.33 % 128.12+29. 52 * 127. 73+25. 30 * 122.55 £11.45 119.95418.32
Immersion 10 100. 78 +-26.78 138.91+16.37 173.65+15. 78 * % 174.33+20.4 "7 185.78 +8.99 **¥F  189.7949.97 77
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