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[Abstract] Objective
tients with brain injury, and to determine the correlation between the levels of serum GFAP, brain injury degree, CT

To investigate the variable levels of serum glial fibrillary acidic protein (GFAP) in pa-
scan, and prognosis. Methods The levels of serum GFAP were detected in 98 patients with acute brain injury were
measured by using immunohistochemistry on admission, 6 hours after admission, 24 hours after admission and 72
hours after admission. The relationship between the levels of serum GFAP and grade of injury, CT, GOS were ana-
lyzed. Results (D After traumatic brain injury, the concentrations of serum GFAP increased immediately, which
showed positive correlation with the degree of lesion. As CT scans changed, the serum GFAP concentrations varied.
The concentrations of serum GFAP was correlated with GOS. Conclusions The changes of serum GFAP serves as
relevant biochemical parameters for assessing the degree of lesion, and it may contribute to evaluating the therapeutic

management of head injury. The concentrations of serum GFAP, combined with CT scan, were helpful for the diagno-
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sis and treatment of head injury.
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