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Correlativity of TNF-a, LPS, IL-6 and PAF with acute coagulation dysfunction in the patients with traumatic brain injury
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[Abstract] Objective To study the correlativity of tumor necrosis factor—a (TNF-a), lipopolysaccharide (LPS), interleukin—6
(IL-6) and platelet activating factor (PAF) with the blood coagulation function disorder in the patients with traumatic brain injury (TBI).
Methods The platelet count (PLT) and the content of D—dimer (D-D), activated partial thromboplastin time (APTT), TNF-«, LPS, 11.-6
and PAF in the blood were determined on admission to hospital in 65 patients with TBI, who had trauma index = 17 points and GCS <
10 points, from January, 2009 to June, 2012 and the normal healthful subjects who served as control. Results PLT [(74.91+30.70)x10%/L]
was significantly related negatively to the blood levels of TNF-a [(39.93+18.88)ng/ml], LPS [(439.38+91.48)IU/L], IL-6[(417.61+73.66)
ng/ml] and PAF[(16359.91+4321.92)ng/L] (P<0.01) and the blood levels of D-D[(1934.92+708.49)U/L] and APTT[(69.44+15.52)s] were
significantly related positively to the blood levels of TNF-a, LPS, IL-6 and PAF in the patients with TBI (P<0.01). The blood levels of
D-D, APTT, TNF-a, LPS, IL-6 and PAT were significantly higher in the patients with TBI than those in the control group (P<0.01). The
blood level of PLT was significantly lower in the patients with TBI than that in the control group (P<0.01). Conclusions It is suggested
that TNF-a, LPS, IL.—6 and PAF may participate in the pathogenesis of the blood coagulation function disorder in the patients with TBI.
The treatment early after TBI directed at the changes in the blood levels of TNF-a, LPS, IL-6 and PAF may be helpful to improve the
coagulation function and the decrease in the mortality in the patients with TBI.
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