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Effects of aneurysmal subarachnoid hemorrhage on cerebral venous circulation
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[Abstract] Objective To analyze the changes of cerebral venous circulation in the patients with aneurysmal subarachnoid
hemorrhage (aSAH) by the DSA imaging. Methods Fifty—seven patients with aSAH (aSAH group), 48 with intracranial unruptured
aneurysms (unruptured group) and 45 without intracranial aneurysms (control group) were collected from July 2014 to January 2016. The
patients in aSAH group were divided into severe group (GCS score 3~12) and mild group (GCS score 13~15). The cerebral
microcirculation time (mCCT), cerebral venous circulation time (vCCT), cerebral microcirculation and cortical vein were observed and
calculated using the DSA images. Results The mCCT and vCCT of aSAH group significantly prolonged compared with those of
unruptured and control groups (P<0.05). The mCCT and vCCT of severe group significantly prolonged compared with those of mild group
(P<0.05). There was no significant difference in the mCCT and vCCT between unruptured and control groups (P>0.05). The DSA of 51
aSAH patients showed hairy glass sign, development stasis and non— smooth signs of cortical vein. Conclusions The cerebral
microcirculation time significantly increase in the acute phase of aSAH. The more serious the condition of aSAH patients, the more
obvious the prolongation of cerebral microcirculation time.
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