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[ Abstract] Objective To explore the influence of stress hyperglycemia on prognosis of cerebral hemorrhage

after craniotomy for hematoma removal. Methods The clinical data of 131 cerebral hemorrhage patients without a
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history of diabetes who were admitted to the Department of Neurosurgery, People’s Hospital of Baise from January
2018 to December 2019 were collected. All the patients were performed craniotomy for hematoma removal. According to
whether stress hyperglycemia occurred after cerebral hemorrhage, the patients were divided into stress hyperglycemia
group ( blood glucose =6.9 mmol/L, normal glycosylated hemoglobin, 62 cases) and non-stress hyperglycemia group
(blood glucose <6.9 mmol/L, normal glycosylated hemoglobin, 69 cases). The differences in the clinical data were
compared between the two groups. Results  The level of fasting blood glucose in the stress hyperglycemia group at ad-
mission was significantly higher than that in the non-stress hyperglycemia group( P <0.05). There were no significant
differences hetween the two groups in terms of age, gender, Body Mass Index( BMI) , glycosylated hemoglobin at ad-
mission, hematoma volume, prothrombin time, fibrinogen, platelet count and the time between the onset and the op-
eration( P >0.05). The proportion of the patients with postoperative rebleeding, intracranial infection and death 30
days after operation in the stress hyperglycemia group was significantly higher than that in the non-stress hyperglycemia
group(P <0.05), and the ratio of postoperative stay in Intensive Care Unit(ICU) to total hospitalization time in the
stress hyperglycemia group was significantly higher than that in the non-stress hyperglycemia group( P <0.05). The
Glasgow Outcome Scale (GOS) scores 3 months after operation in the stress hyperglycemia group were significantly
lower than those in the non-stress hyperglycemia group (P <0.05). Conclusion Stress hyperglycemia can promote

the occurrence of adverse events after craniotomy for hematoma removal, which should be paid attention to clinically.
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