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Clinical Observation of Edaravone in Treatment of Acute
Cerebral Hemorrhage
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[ Abstract] Objective  To observe the clinical curative efficacy of edaravone in treatment of acute cerebral
hemorrhage. Methods  Sixty four cases were randomly divided into treatment group (n =32) and control group
(n=32). Patients in the control group were given routine treatment of acute cerebral hemorrhage. Patients in the
treatment group were treated with edaravone in addition to the routine treatment, bid, a total of 14d. Results
Clinical efficacy of the treatment group after 1 month, neural function defect score improvement was significantly
better than the control group (P<0.05). Conclusion Edaravone in treatment of cerebral hemorrhage is safe and
effective, and is worth generalizing in clinical application.
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Tab. 1 Comparison of CSS and BI scores in patients in two groups between before and after treatment (X+5)

CSS 14y BI $¥43
Mo n o : o .
MEY R VAIT)E 21d MEp g AITIE 21d
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Tab. 2 Comparison of clinical efficacy between two groups [n(%) ]

Aol n SAm  REIY oA Al AL AR
T 32 9(28.1)"  14(438)"  5(15.6) 3(94) 1(3.1) 23(71.9)"  28(87.5)°
X IR 32 4(12.5) 7(21.9) 9(28.1) 8(25.0) 4(125) 11(31.4)  20(62.5)

538 L, “P<0.01.
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Tab. 3 2 Comparison of brain edema degree between groups before treatment and treatment day 14 (n)

JEIT AR 7K b S 2% TRITER 14 RINAK P S5
41 5 n
0% 1% 2% 3% 0% 1% 2% 3%
MEpagEl 32 8 11 9 4 16 12 34 14
XFHEZH 32 9 10 10 3 10 11 9 2

538 L, 4P<0.05.
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