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Clinical study on early cerebral blood flow and lactic acidosis predict delayed cerebral ischemia after sub-
arachnoid hemorrhage Wang Jianwei. Department of Neurosurgery, Yulin Xingyuan Hospital , Yulin
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[Abstract] Objective To investigate the predictive effect of early cerebral blood flow and lactic acidosis
on delayed cerebral ischemia (DCD) in patients with subarachnoid hemorrhage (SAH). Methods 90 patients
with subarachnoid hemorrhage in our hospital from Jan 2010 to Dec 2014 were selected as study subjects. Ac-
cording to occured DCI or no occured DCI, the patients were divided into occured DCI group(n =35) and no oc-
cured DCI group (n=55). According to medical information and detailed clinical examination, SAH patients’
age, gender and body mass index (BMD), tobacco and alcohol addiction, hypertension, diabetes history and
the status quo, treatment methods, responsibility aneurysm location, hematoma, hydrocephalus, hyperlactaci-
demia, Hunt-Hess grade, Fisher grade etc were recorded. Single factor, multiple factor unconditional Cox re-
gression analysis were used to predict the risk factors of DCI after SAH. Results In 90 patients with SAH, 35
(38.89%) had DCI, and 55 (61. 11%) did not develop DCIL . There were significant differences in sex, Fisher
classification, Hunt-Hess grading, hematoma formation, hydrocephalus, lactic acidosis, CBF, CBV, MTT
and TTP in the two groups (P<Z0. 05). Among them, the incidence of DCI in the group of patients with high
lactic acidosis was significantly higher than that in DCI group (P<C0. 05); In CBF, it was significantly lower
than that in DCI group (P<C0. 05). The area under the ROC curve of CBF, CBV, MTT and TTP were 0. 88,
0.70, 0.89 and 0. 73, respectively. The best diagnostic values of DCI were 15.95mL+100 g ' emin " 1. 77
mL/100 g, 9.62 s and 11. 48 s respectively. Univariate analysis and Cox regression analysis showed that the

risk of lactic acidosis, Hunt-Hess = [ll grade, Fisher >[I grade , CBF<C15. 95 ml/100 g/min would occur
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DCI increased after SAH (P<Z0. 05). Conclusion Early low cerebral blood flow and lactic acidosis could pre-

dict the occurrence of DCI after SAH.
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