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Clinical observation of Argatroban Injection in treatment of acute progressive
cerebral infarction

ZHU Run-xiu, YUAN Jun, SA Ru-la
Inner Mongolia People’s Hospital, Hohhot 010017, China

Abstract: Objective To explore the effect and safety of Argatroban Injection in treatment of acute progressive cerebral infarction.
Methods Patients with acute progressive cerebral infarction who came to Inner Mongolia People’s Hospital from May 2013 to May
2014 (50 cases) were randomly divided into treatment (25 cases) and control (25 cases) groups. The patients in the treatment group
were treated with Argatroban Injection (60 mg diluted with 500 mL physiological saline) through 24 h continuous iv pump infusion on
the first 2 d. The next 5 d they were treated with Argatroban Injection (20 mg diluted with 100 mL physiological saline), through
continuous 3 h iv infusion twice daily in the morning and evening. They were treated for 7 d. The patients in the control group were iv
administered with Ozagreiner for injection 80 mg/time which was diluted with 500 mL physiological saline, twice daily, for 7 d. Ather
treatment in two groups lasted 14 d. After treatment, the treatment efficacy was evaluated, while the changes of NIHSS score and
Barthel indexes in two groups were compared. Results The efficacies in the treatment and control groups were 88.0% and 72.0%,
respectively, with differences between the two groups (P < 0.05). Within 14 d after the treatment, the NIHSS scores of the two groups
were significantly lower than those before treatment, and the difference was statistically significant in the same group (P < 0.05).
After treatment, Barthel index of the two groups were significantly improved than those before treatment, and the difference was
statistically significant in the same group (P < 0.05). After treatment, the two indicators in the treatment group improved better than
those in the control group, with the significant difference between two groups (P < 0.05). Conclusion Argatroban Injection has
good clinical effect in treatment of acute progressive cerebral infarction, and can reduce the NIHSS score and improve the Barthel
index, which is worthy of clinical application.
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Table 1 Comparison on clinical efficacy between two groups
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Table 2 Comparison on NIHSS score and Barthel index before and after treatment between two groups ( X£5,N=25)
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