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Abstract

AIM: To explore the effect of oxidative stress
(OS) on hepatic stress injury (HSI) secondary to
traumatic brain injury (TBI).

METHODS: The animal model was established
using an improved Allen’s method. Forty
healthy male Wistar rats had been divided ran-
domly into five groups: control group and 6,
12, 24 and 48 h TBI posttraumatic groups. The
serum levels of ALT and AST were measured
using enzymic assay. The serum tumor necrosis
factor-a, (TNF-a)) was detected using ABC-ELISA
technique. The MDA values of liver tissue were
measured with thiobarbituric acid method, and
SOD of liver tissue was measured using chemi-
luminescence. And pathological changes of liver
tissue were observed under light and electronic
microscopy.

RESULTS: At early period of HSI, the serum
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levels of ALT, AST and TNF-o and the MOD
values of liver tissue were markedly increased
in all TBI groups, and the SOD values of liver
tissue were significantly decreased compared
with control group (252.92 +56.29 vs 41.17 + 7.88;
283.12 + 45.28 vs 45.22 + 6.57; 1138.27 + 212.02 vs
210.56 + 28.22; 15.21 * 0.36 vs 6.14 * 0.25; 78.13
+3.12 vs 135.58 £ 5.58, P < 0.01 or 0.05). Liver
tissue injuries at varied degrees were observed
under light and electron microscopy in each TBI

group.

CONCLUSION: Oxidative stress may be in-
volved in the pathogenesis of HSI which occurs
early secondary to traumatic brain injury.

Key Words: Traumatic brain injury; Hepatic stress
injury, Oxidative stress; Tumor necrosis factor-a.
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