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The application of thrombelastogram in acute carbon monoxide poisoning
HE Dongyuan ,CHAI Cuicui” , ZHOU Wenhui . ZHANG Wenting , LI Li .GOU Ying , ZHU Xiangiang
(Department of Blood Transfusion ,the First Hospital of PLA ,Lanzhou,Gansu 730000, China )
Abstract: Objective  To discuss the method and values of thrombelastogram(TEG) in the patients with acute carbon monoxide
poisoning(ACOP) who are anticoagulant therapy. Methods 44 patients with ACOP and 45 health physical examination were en-
rolled in the study as ACOP group and control group respectively. Before and after treatment.blood samples were collected and were
tested by using TEG and routine haemostatic assays. Then the results of these tests were analyzed statistically. Results In the pa-
tients with ACOP, the study showed that major parameters of thrombelastograph,Including response time(R) , coagulation rate(q) ,

and maximal amplitude of thrombus(MA) significantly increase(P<Z0. 01) ,while TT,APTT,PT,FIB showed no significant differ-

ence compared to control group(P>0. 01). Conclusion
more sensitively,and provide a reference for clinical treatment.
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TEG indexes can reflect the function of platelet in patients with ACOP

routine haemostatic assays
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