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The changes of thrombin-antithrombin complex level in critically ill patients with deep
vein thrombosis and its values in anticoagulant treatment”
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Abstract: Objective To investigate the value of thrombin-antithrombin complex (TAT) for evaluating
the risk of lower extremity deep vein thrombosis (DVT) and the efficacy of anticoagulant treatment in critical-
ly ill patients. Methods Sixty critically ill patients who stayed in the ICU for more than one week were col-
lected from January to May in 2017, in which fourteen cases were diagnosed with DVT, called thrombus
group, forty-six cases were diagnosed without DVT, called control group. TAT, thrombotic protein (TM), D-
Dimer (D-D),fibrin (original) degradation product (FDP) were measured in all patients when suspected they
had thrombosis. Low-molecular-weight heparin were given to the patients in thrombus group and then detec-
ted the plasma levels of TAT,D-D and FDP on the second day after treatment. Results The plasma levels of
TAT,TM,D-D and FDP in thrombus group were significantly higher than those of control group (P<C0.05).
As to TM, there was no significant difference between the two groups (P =0. 332). The receiver operating
characteristic (ROC) curve analysis suggested that the area under the ROC curve of TAT,D-D and FDP in the
diagnosis of DVT were 0. 901,0. 726 and 0. 753 respectively (P<C0. 05). Among these parameters,only TAT
decreased obviously after anticoagulant treatment compared with that before anticoagulant treatment ( P <C
0.05). Conclusion TAT could be used as a valuable predictor of DVT in ICU patients, and it could be also
used to judge the anticoagulation efficacy in DVT patients.
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