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Effects of dl-3-n-butylphthalide soft capsules on oxidative damage and antioxidant capacity in
patients with acute cerebral infarction

GUO ZiQing ZHOU Ying SHU Kong-iang CHEN Chan-Juan. Depariment of Neurology The first hospiial of Changsha Chang—
sha 410005 China

Abstract: Objective To investigate the effects of d1-3-n-butylphthalide (NBP) on the oxidative damage and antioxidant capacity in
patients with acute cerebral infarction. Methods Sixty-two patients with acute cerebral infarction were divided into NBP group (given
NBP soft capsules) and control group (not given NBP soft capsules). Serum reactive oxygen species (ROS) and total antioxidant ca—
pacity (T-AOC) were measured by Fenton reaction and enzyme-inked immunosorbent assay and compared between the two groups. Re—
sults One week after treatment the NBP group had a significantly lower serum ROS level (P <0.05) and a significantly higher ser—
um T-AOC (P <0.05) as compared with the control group. The NBP group showed a significant increase in serum T-AOC after treat—
ment (P <0.05). Two weeks after treatment the NBP group had a significantly lower NHISS score than the control group (P <
0.05). Conclusions NBP can protect nerve cells from oxidative damage through reducing ROS and increasing T-AOC  thus allevia—
ting neurological deficit symptoms.
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OD ) 70.01/30 x ( / ) x
1.4
SPSS 19.0
X Es3x t .ROS.
T-AOC « NIHSS o
P<0.05.
2.1
N (P>
0.05) . 1
1
2
(n=32)  (n=30) X7 P
) 67.7+10.4 67.2+12.3 0.180  0.858
C =) 16/16 11/19 1,120 0.290
n(%)  20(62.5)  20(66.7)  0.117  0.732
n(%) 8(25.0)  9(30.0)  0.195  0.659
n(%) 5(15.6)  7(23.3)  0.589  0.443

n(%)  22(68.8)  23(76.7)  0.488  0.485

2.2 -
ROS T-AOC
(t =0.542.
0.303 P >0.05);
ROS (t =
2.067 P <0.05); T-
AOC
(t=3.171 P<0.05); T-AOC
(t=6.187 P<0.05); ROS
(¢ =
0.242 P>0.05). ROS
(¢t =1.820 P >
0.05) ; T-AOC
(1=3.291 P<0.05).
2,

2 ROS T-AOC (x £5)

ROS  536.57 £34.68 538.67 +34.70 541.18 £32.09 556.35 +32.49
T-AOC

.90 +0.73 11.44 1.2 .96 +0. 10.61 +0.
(U/ml) 9.90 0.7 +1.20 9.96+£0.69 10.61 =0.83
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