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Clinical study of edaravone in treatment of acute cerebral infarction

LI Xiao-hong', ZHENG Yu-min', WAN Li-shu?
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Abstract: Objective To explore the clinical effect and mechanism of edaravone in the treatment of acute cerebral infarction.
Methods Patients (121 cases) with acute cerebral infarction from March 2011 to March 2013 for the treatment in the First
Affiliated Hospital of China Medical University were randomly divided into control (60 cases) and treatment (61 cases) groups. The
patients in the control group accepted conventional treatment, and those in the treatment group treated with Edaravone Injection 30
mg add 0.9% sodium chloride solution 100 mL, iv infusion, 2 times/d, 10 d for one courses. NIHSS, proinflammatory /anti
inflammatory cytokines, free radicals of before treatment, treatment for 5 and 10 d were compared after 1 — 2 courses treatment.
Results The efficacy on the patients in the treatment and control groups were 83.61% and 61.67%, and there was significant
difference between the two groups (P < 0.05). After the treatment, the NIHSS scores in the two groups were decreased, and there was
statistical significance before and after the treatment (P < 0.05,0.01); NIHSS score in the treatment group was significantly lower
than that in the same time point in the control group for 5/10 d and at the end of the treatment (P < 0.05, 0.01). From the treatment of
10 d, interleukin 6 (IL-6), endothelin 1 (ET-1), and malondialdehyde (MDA) were decreased, while interleukin 13 (IL-13) and
superoxide dismutase (SOD) were more increased than before the treatment in the two groups. The difference was statistically
significant (P < 0.05, 0.01). The IL-6 and ET-1 of 5, 10 d and at the end of the treatment in treatment group were different compared
with the control group, and the difference was statistically significant (P < 0.01). The IL-13 and the level of SOD in 10 d and at the

end of the treatment in the treatment group were different compared with the control group (P < 0.01). At the end of the treatment,
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the level of MDA in the treatment and control groups was statistically significant (P < 0.01). Conclusion Edaravone have the good

therapeutic effect on acute cerebral infarction patients, the mechanism may be related to scavenging free radicals and inhibiting

inflammatory oxidative stress.
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Table 1 Comparison on clinical efficacy between two groups
ZH 5 FEARZE R/ B peidaglt] JoAE A AL/ e/ HRH %
BT 18 21 12 7 3 0 83.61"
PapiE 9 10 18 12 10 1 61.67
SXRALLLE: TP<0.01
P <0.01 vs control group
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Table 2 Comparison on NIHSS scores between two groups ( X+s )
215 n/f YRITHT HIT 5d BIT 10d 1RIT 4R
BT 61 18.3242.15 12.07£3.05"* 10.13£2.02"* 6.3542.04""44
it 60 18.0443.21 16.75+1.78" 12.424+4.14" 10.584+1.65"
SRMITATHE: TP<0.05 TP<0.01; SRPIXEA L. 4P<0.05 **P<0.01

"P<0.05 "P<0.01 vs same group before treatment; P < 0.05

44p<0.01 vs control group during the same period
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Table 3 Comparison on cytokine between two groups
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HITEEHR 21.0316.4874%  32.8946.74744 40.25+£8.74"4* 98.554+32.4874% g.06+1.12744
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WITER 30.25+7.58" 38.56+20.74" 57.89+14.95"  8236+4135"  10.11%+2.16"
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