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ABSTRACT Objective: To observe the efficacy of methylprednisolone sodium succinate in the treatment traumatic brain edema and
effect on the serum nitric oxide (NO), endothelin (ET) and lipid peroxide (LPO) and superoxide dismutase (SOD) levels. Methods: 104
cases of patients with traumatic brain edema from November 2014 to November 2016 were divided into the control group and the re-
search group according to the treatment mode, both groups were treated for seven days. The control group was treated with conventional
treatment, and the research group was treated with methylprednisolone sodium succinate based on control group. The clinical curative ef-
fect, changes of serum NO, ET and LPO, SOD, cerebral edema volume, National Institutes of Health Stroke Scale (NIHSS) and Glasgow
coma scale (GCS) before and after the treatment, and incidence of complications were observed and compared between two group. Results:
The total effective rate of research group was higher than that of the control group (P<0.05). Before treatment, no significant difference
was found in the serum NO, ET, LPO, SOD levels, cerebral edema volume, NIHSS, GCS NO between two groups (P>0.05). After treat-
ment, the serum NO, SOD, GCS levels of both group were markedly higher than those of the control group, which were significantly
higher in the research group than those of the control group, the serum ET and LPO, NIHSS, cerebral edema volume of both groups were
significantly lower than those before treatment, which were significantly lower in the the research group than those of the control group
(P<0.05). There was no statistically significant difference in the incidence of complications between the two groups (P>0.05). Conclu-
sion: Prednisolone sodium succinate could effectively enhance the clinical efficacy of traumatic cerebral edema, which might be related
to significant regulation of the serum levels of NO, ET, LPO, SOD.
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Table 1 Comparison the clinical curative effect between two groups[(n)%]

Groups n Effective Improve Invalid Total effective rate
Control group 52 20(38.46) 20(38.46) 12(23.08) 40(76.92)
Research group 52 29(3.63) 19(2.38) 4(7.69) 48(92.30)

Note: Compared with the control group *P<0.05.
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Table 2 Comparison of the serum NO, ET, LPO, SOD levels between two groups before and after the treatment (xt s)

Groups n Time NO(pmol/L) ET(ng/L) LPO(nmol/L) SOD(nmol/L)
Before treatment 41.09+ 5.11 116.77+ 14.56 14.29% 1.76 21.57+ 2.69

Control group 52
After treatment 69.11% 8.50° 93.02+ 11.90° 11.56+ 1.45° 25.40% 3.11°
Before treatment 41.56x 5.76 115.90%+ 15.20 13.42+ 2.11 21.09+ 2.90

Research group 52
After treatment 83.14% 10.34® 81.67+ 10.23* 9.79+ 1.25® 29.11% 3.65®

Note: Compared with control group *P<0.05; Compared with before treatment *P<0.05.
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Table 3 Comparison of the brain edema volume between two groups before and after the treatment (xt s)

Groups n Time Brain edema volume(cm3)
Before treatment 24.79+ 3.05
Control group 52
After treatment 11.05% 1.37°
Before treatment 24.11% 3.79
Research group 52
After treatment 5.20% 0.65®

Note: Compared with control group ‘P<0.05; Compared with before treatment *P<0.05.
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Table 4 Comparison of the NIHSS and GCS scores between two groups before and after the treatment (xt s)

Groups n Time NIHSS(point) GCS(point)
Before treatment 20.65% 2.54 7.87+ 0.98
Control group 52
After treatment 14.20+ 1.76° 12.53+ 1.56°
Before treatment 20.98+ 2.99 7.83% 0.90
Research group 52
After treatment 11.56+ 1.43® 14.90+ 1.87®
Note: Compared with control group *P<0.05; Compared with before treatment *P<0.05.
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Table 5 Comparison of the complication between two groups[(n)%]
Groups n Lung infection Gastrointestinal bleeding Complication rate
Control group 52 3(5.77) 3(5.77) 6(11.54)
Research group 52 2(3.85) 3(5.77) 5(9.62)
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