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The analysis of the related risked factors for delayed cerebral edema after intracerebral hemorrhage Zhou
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[Abstract] Objective To analyse the related risked factors for delayed cerebral edema after intracerebral
hemorrhage. Methods The clinical data of 158 patients with intracerebral hemorrhage treaded with conserva-
tive treatment in our hospital from July 2012 to June 2014 were analyzed retrospectively. According to the cer-
ebral edema features, patients were divided into delayed cerebral edema group (observation group including 73
cases) and without delayed cerebral edema group (control group including 85 cases). All relative risked factors
associated with delayed cerebral edema were analyzed by the univariate analysis and multiple logistical regres-
sion analysis step by step. Results The result of univariate analysis showed that the differences of age, the
history of hypertension and smoking, NIHSS scores, the value of blood glucose, fibrinogen, matrix metallo-
proteinases 9 and hematoma volume between two groups were statistically significant(P<Z0. 05). Multivariate
Logistical regression analysis showed that fibrinogen, matrix metalloproteinases 9, NIHSS scores, the value of
blood glucose and the hematoma volume were the independent risked factors for delayed cerebral edema after
intracerebral hemorrhage. Conclusion Fibrinogen, matrix metalloproteinases 9, NIHSS scores, the value of
blood glucose and the hematoma volume were the independent risked factors for delayed cerebral edema after
intracerebral hemorrhage.
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