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[Abstract] Objective To evaluate the efficacy of combined antithrombotic therapy of acute cerebral in-
farction. Methods 227 patients with acute cerebral infarction were collected within 48 hours after onset from
January 2014 to October 2015, the patients were divided into the aspirin group(the aspirin therapy,48 cases) ,
the argatroban group(the argatroban therapy, 72 cases), the combined antithrombotic group(the argatroban
and aspirin therapy, 107 cases). Three groups were treated by the basic therapy such as stains lipid lowing ,
blood pressure and blood sugar controlling. the argatroban group and combined antithrombotic group were trea-
ted with venous argatroban in 1 week. It was 60 mg/d within the first 2 days and 24 h continuous drip . From
the beginning of the 3day, the dosage was changed to 10 mg each time, twice a day for 5 days. The degree of
neurological deficit was compared by the National Institutes of Health Stroke Scale (NIHSS) Scoring and the
rehabilitation condition was evaluated by modified Rankin Scale (mRS) scoring among 3 groups before treat-
ment, at the peak time of disease course and 14 d, 6 months after treatment respectively. Results There was
no significant difference in sex composition, age, blood pressure, blood glucose, LDL-C, admission NIHSS
score among three groups. 14d NIHSS score of each group was significantly lower than that at the peak time of
disease course. There were significant differences at the degree of improvement in NIHSS scores among the
three groups. NIHSS score improvement was significantly higher in the combined antithrombotic group than
those in the other two groups, while there was no difference between the aspirin group and the argatroban
group (F=15.379, P<C0.05). mRS score was significantly lower in the combined antithrombotic group 6
months after treatment than that in the aspirin group, while there was no difference among the other groups

(F=2.376, P>0.05). Conclusion Argatroban anticoagulant treatment is effective on the patients with acute
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cerebral infarction within 48 hours after onset. The combined antithrombotic treatment showed better effect and

prognosis.
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