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Clinical study of Blood Glucose Level in Patients with acute brain injury
Cheng Jine ,Lin Yuxin s Zhu caiyun
(The Second Clinical Hospital of Jinan University ,Shenzhen People’s Hospital s Shenzhen 518020, China)

Abstract: Objective To explore the relationship of the blood glucose levels, the severity and the prognosis of the patients with
acute brain injury. Methods The empty abdomen serum glucose levels of 98 patients with acute brain injury on admission, and
within 24 .,48.72 hours and 1 week after admission were retrospectively analyzed to compare patients in the hyperglycemia group

The differ-

ences of the blood glucose levels with the differences the severity and the prognosis of the patients with acute brain injury. Conclu-

with those in normoglycemia group.but also the glucose levels of different GCS scores in the hyperglycemia. Results

sion The blood glucose levels may be effecting the severity and the prognosis of the patients with acute brain injury.
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