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[ Abstract] Objective To explore the clinical effect of low — dose urokinase, low molecular heparin combined with
sodium ozagrel applied after 6 to 12 hours of onset of acute cerebral infarction. Methods From January 2013 to June 2015, a
total of 86 patients with acute cerebral infarction ( duration between onset and admission within 6 to 12 hours) were selected in
the Department of Neurology, the Second People’s Hospital of Nanhai District, Foshan, and they were divided into A group (n
=35) and B group (n=48) according to the therapeutic methods. Patients of A group received conventional treatment, while
patients of B group received low - dose urokinase, low molecular heparin combined with sodium ozagrel; both groups
continuously treated for 14 days. NIHSS score before treatment, after 24 hours, 7 days and 14 days of treatment, NDS score
and Barthel index before treatment and after 14 days of treatment, and incidence of adverse reactions were compared between the
two groups. Results No statistically significant differences of NIHSS score was found between the two groups before treatment
(P>0.05); after 24 hours, 7 days and 14 days of treatment, NIHSS score of B group was statistically significantly lower than
that of A group, respectively (P <0.05). No statistically significant differences of NDS score or Barthel index was found
between the two groups before treatment (P > 0.05); after 14 days of treatment, NDS score of B group was statistically

significantly lower than that of control group, while Barthel index was statistically significantly higher than that of control group
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(P<0.05). No statistically significant differences of incidence of adverse reactions was found between the two groups (P >

0.05). Conclusion The clinical effect of low — dose urokinase, low molecular heparin combined with sodium ozagrel applied

after 6 to 12 hours of onset of acute cerebral infarction is certain, can effectively improve the neurological function and quality of

life, with relatively high safety.
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