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Clinical study on edaravone combined with citicoline in treatment of acute cerebral
infarction
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Abstract: Objective To study the clinical efficacy and safety of edaravone combined with citicoline in the treatment of acute
ischemic cerebral infarction. Methods The patients (90 cases) diagnosed as acute cerebral infarction in Shanghai Tong Ren Hospital
from May 2009 to May 2012 were randomly divided into edaravone group, citicoline group, and combination group, each had 30
cases. On the basis of conventional therapy, the patients in the edaravone group were given edaravone, in the citicoline group were
given citicoline, while in the combination group were given edaravone combined with citicoline for 14 d. Before the treatment, 14 d,
and 90 d after the administration, the clinical efficacy and the changes of superoxide dismutase (SOD), neuronspecific enolase (NSE),
and high-sensitivity C-reactive protein (Hs-CRP) levels were observed, and NHISS, ADL, and MAS were tested. Results Before the
treatment, SOD, NSE, and Hs-CRP levels as well as NHISS, ADL, and MAS tests scores in the three groups had no statistical
difference (P > 0.05). The SOD level in the combination group was higher than that in the edaravone group (P > 0.05) and the
citicoline group (P < 0.05), while NSE and Hs-CRP levels in the combination group was less than those in the edaravone group and
citicoline group (P > 0.05) in 14 d after the treatment. The SOD level in the combination group was higher than that in the edaravone
group and citicoline group (P < 0.05), while NSE and Hs-CRP levels in the combination group were less than those in the edaravone

group and citicoline group (P < 0.05) in 90 d after the treatment. Compared with the scores before the treatment, NIHSS scores in the
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all three groups decreased (P < 0.05), while ADL and MAS scores increased (P < 0.05) in 14 and 90 d after the treatment. Also NIHSS scores
in the combination group were significantly lower than those in the edaravone group and citicoline group (P < 0.05), and its ADL and MAS

scores were significantly higher than those in the edaravone group and citicoline group (P < 0.05). On day 14, the distribution of efficacy in

the combination group had statistically significant difference compared with that in the edaravone group and citicoline group (P <0.05). The

effective cases and rate in the combination group were higher than the number in the edaravone group and citicoline group in 14 and 90 d after

the treatment. No serious adverse reactions had been reported. Conclusion Compared the treatment with the application of

edaravone or citicoline alone, the combined use of the two drugs is more effective to the removal of free radicals, neurons protecion,

the recovery of nerve function, daily function, and motor function, thereby improving the condition and prognosis.
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Table1 Comparison on SOD, NSE and Hs-CRP levels in serum of patients with acute ischemic cerebral infarction ( x5, n=30)

4151 B B SOD/ (U-mL™) NSE/ (ug- L™ Hs-CRP/ (mg- L)
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WITIE 144 148.7426.2 16.843.0° 81+1.5
IR 90 d 168.2+13.5 145+13" 6.8+13

& 2 BITHT 136.1+22.7 26.1+4.0 15.842.0
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HRRT T "P<0.05; SHGERZEME: 2P<0.05; 5 BRI "P<0.05

"P <0.05 vs same group before treatment; P < 0.05 vs edaravone group; “P < 0.05 vs citicoline group
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Table 2 Comparison on NIHSS, ADL and MAS scores of patients with acute ischemic cerebral infarction ( X=*s, n=30)
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"P <0.05 vs same group before treatment; “P < 0.05 vs edaravone group; “P < 0.05 vs citicoline group
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Table 3 Comparison on clinical efficacy distributionof patients with acute ischemic cerebral infarction
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