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Effect of seawater immersion on hemostatic function of endothelial cells in dogs sus-

tained burn-firearm combined injury
YAN Hongl , TAI Xi*nanz, GE Heng*jiangl ('Depariment of Anesthesiologys > Department 6, Institute of Surgery Research, Daping Hospitak
State Key Labomatory of Trauma Burns and Combined Injury, Third Military Medical University, Chongqing 400042 China)

Abstract: Objective To investigate the effect of seawater immersion on the hemostatic function of endothelial
cells in dogs sustained burn-firearm combined injuty and the mechanisms. Methods Dogs with burn-firearmm com-
bined injury were randomly divided into two groups: immersion group and control group. Dogs in immersion group
were immersed in seawater for 4 h, and then taken out from seawater. Blood samples were collected from central vein
before wound, immediately after immersion, at 4, 7, 10, 20, and 28 h after immersion to detect the changes in cir-
culating endothelial cells (CEC), tissue-type plasminogen activator (t-PA), plasminogen activator inhibitor (PAD),
and thomboxane B, 5-ket0-prostaglandin Fi. (TXB, 6KPGF..). Dogs were sacrificed at 28 h after wound for the
purpose of pathological exanination of the lung tissue. The indices detected except seawater immersion in the control
group were the same as those in the immersion group. Results In the control group, the levels of CEC, PAI-1, and
TXB: I6-K-PGF increased, but the level of t-PA decreased at 4 and 7 h after wound. However, in immersion group,
the levels of CEC, PAI-l and TXB2/6-K-FGF1a kept increasing, but the level of t-PA kept decreasing at 4, 7, 10,
20, and 28 h. Each index in immersion group from 4 h to 28 h after wound was significantly different from that in the
control group (P<0.05 or P<<O0. 01). Thrombosis was found in lung tissues in the immersion group. Conclusion

Seawater immersion after burn-firearm @mbined injury can lead to extensive acute damage to endothelial cells and
a disorder of hemostatic function of EC, wresulting in thromhosis. The damage caused by immersion and burn-fiream
combined injuty is more severe and lasting longer than that by simple burn-fireamn combined injury.
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Tab2 Changes of tPA and PAF1 (x =)
Time after wound (h)

Group n Before wound
4 7 10 20 28

tPA (IU/mD
Control 10 0.86810. 04 0. 8164-0.02 * 0.7964-0.02 * 0.79740.02 * 0.790 40.05 * 0.805 40.02 *
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PAF1 (AUMD
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