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[ Abstract] Objective
jury (TBD. Methods

gow score, and blood glucose level was continuously detected at 2-hours interval within 3 days after admission. The

To analyze the relationship between hyperglycemia and the degree of traumatic brain in-
45 patients with TBI were divided into mild, medium and severe group,according to the Glas-
data was analyzed by variance analysis. Results Blood glucose level in severe group was significantly higher than
mild group and medium group (P<C0.01), and that in 8 cases of death was also significantly higher than survival ca-

ses (P<C0.01). Conclusion There could be closely correlation between blood glucose level in patients with TBI and

the severity of disease and the prognosis of patients.
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