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Abstract: Objective To investigate the change of soluble P-selectin (sPsel) and von Willebrand factor (vWF) levels after ad-
mission in traumatic patients and their relation with the coagulation indexes levels, coagulation disorders and prognosis. Methods
82 cases of severe trauma in ICU of Affiliated Tongji Hospital were prospectively selected and detected plasma sPsel, VWF anti-
gen, protein C, activity of coagulation factor V[ and routine coagulation indexes on admission and on every day within the first week
after admission. The 30 d fatality rate was recorded. Results The sPsel and vWF levels on admission in the patients with coagula-
tion disorders were lower than those in the patients without coagulation disorders (P<C0. 05) and significantly correlated with the
coagulation indexes (protein C and coagulation factor \[) levels (P<C0.05). The vWF level within 3 d after admission in the death
patients was significantly lower than that in the survival patients, but which on 7 d after admission in the death patients was signifi-
cantly higher than that in the survival patients (P<C0. 05); no significant difference in sPsel level within 1 week after admission
were found between the survival patients and the death patients. Conclusion Among severe traumatic patients in ICU, the low lev-
els of sPsel and VWF on admission are associated with the coagulation disorders, the significant rise of vVWF level on 7 d after ad-
mission is associated with the increase of the 30 d fatality rate.
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