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[Abstract] Objective Through analyse the results of thromboelastograpy in patients with blood and evaluate
application value of thromboelastograpy in hematology department,in order to provide the basis for blood transfusion
treatment. Methods The blood samples from 140 patients for preoperative examination of blood coagulation tests,
routine blood test and thromboelastograpy test, morever, test results were all analysed. Results R value suggests
30. 71% patients with high activity of blood coagulation factor, K value suggests 27. 86 % patients with low activity
of fibrinogen and MA value suggests 38. 57% patients with low function of blood platelet, 49 patients(35. 00%)
platelet count below 50X 10°/1.. 14. 29% patients PT longer than 15 s. 30. 71% patients APTT longer than 40 s.
Conclusion Thromboelastograpy can be used to detect clotting factor activity, fibrinogen activity, platelet function, to

make up for the shortcomings of conventional detection,and more significant guidance for the treatment of clinical

blood transfusion.
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