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Risk factors related to traumatic arterial and venous cerebral infarction after craniocerebral trauma

LI Yong, JIANG Yong-liang, HUANG Bo. Department of Neurosurgery, Central Hospital of Songjiang District, Shanghai 201600,
China

[Abstract] Objective To investigate the risk factors related to the traumatic arterial and venous cerebral infarction after the
craniocerebral trauma. Methods The clinical data of 169 patients with middle or severe craniocerebral trauma treated in our hospital
from April, 2012 to July, 2014, were analyzed retrospectively. The risk factors related to the arterial and venous cerebral infarction after
craniocerebral trauma were analyzed by univariate and multivariate Logistic regression analysis. Results The arterial cerebral infarction
occurred in 42 and the venous cerebral infarction occurred in 59 of 169 patients with middle or severe craniocerebral trauma. The
univariate analysis showed that the risk factors related to the arterial cerebral infarction included, age =60 years, mydriasis, cerebral
midline shift = 10 mm, disappearance of ambient cistern, GCS <8 points, associated injuries and hypotension (P<0.05), and the factors
related to the venous cerebral infarction included associated—injuries, superficial cerebral veins injury and increase in the D—dimer
value (P<0.05). The multivariate Logistic regression analysis showed that hypotension and mydriasis were the independent risk factors of
the arterial cerebral infarction (P<0.05), and superficial cerebral veins injury was the independent risk factors of venous cerebral
infarction (P<0.05). Conclusion Hypotension and mydriasis, which are the independent risk factors of the arterial cerebral infarction,
and superficial cerebral veins injury, which is the independent risk factors of venous cerebral infarction, should be positively treated in
order to prevent the cerebral infarction after the craniocerebral injury.
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