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Comparison of clinical efficacy between argatroban and rivaroxaban in treatment
of acute venous thromboembolism

JIN Xin, JIN Bi
Wuhan Union Hospital, Tongji Medical College, Huazhong University of Science and Technology, Wuhan 430022, China

Abstract: Objective To compare the curative effect and adverse reaction of argatroban and rivaroxaban in acute venous thrombosis
patients. Methods Patients (254 cases) with venous thromboembolism in Wuhan Union Hospital from June 2010 to June 2012 were
analyzed by retrospective study method. The patients were randomly divided into the control (98 cases), argatroban (101 cases), and
rivaroxaban (55 cases) groups. The patients in the control group were administered with ordinary heparin 1.25X 10* U in 48 mL normal
saline, 2 mL/h, by iv continuous pumping, for 7 d. The patients in the argatroban group were administered with argatroban (40 mg/d) in 96
mL normal saline with 4 mL/h in first 2 d and 20 mg/d in 48 mL normal saline with 2 mL/h in last 5 d, the course of treatment was 7 d. The
patients in the rivaroxaban group were po with rivaroxaban (10 mg/d), for 7 d as one course. The diameters of double lower limbs were
measured daily, and the blood coagulation function, blood routine test , routine urine test, and occult stool test were monitored. Besides, the
D-dimer level was detected before anticoagulation treatment and after 7 d of the treatment, and the bleeding tendency of patients was
observed. After 7 d, all patients were po Huafalin for three or six months. INR value was tested, and the dosage of Huafalin was adjusted
to maintain the INR value from 2 to 3. Results After 7 d of the treatment, the lower limb swelling remission rate of the argatroban group
was 95%, and those of rivaroxaban and control groups were 89% and 96%, respectively. There was no significant difference in the three
groups. The concentration of D-dimer in the three groups were no statistical difference. Adverse reactions of bleeding in argatroban and
rivaroxaban groups were lower than that in the control group (P < 0.05). Conclusion Argatroban and rivaroxaban as new anticoagulant
drugs show no distinguishable clinical curative effect compared with the traditional ordinary heparin. Argatroban is with less adverse
reaction compared to the ordinary heparin, and doesn’t cause thrombocytopenia.
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Table 1 Comparison on limb swelling remission in three groups
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Table 2 Comparison on D-dimer level in three groups ( x+£s)
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Table 3 Comparison on adverse reactions in three groups
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