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Abstract: Objective To investigate the effect of interventional embolization combined with nimodipine in the
treatment of patients with aneurysmal subarachnoid hemorrhage ( aSAH) and the effect on express of vascular
endothelial factors, inflammatory factors and high mobility group box-1 proteins( HMGB1 ). Methods A total of 160
patients with aSAH between April 2014 and April 2017 were selected and divided into a control group and an
observation group according to a numerical randomized table method, with 80 cases in each group. The control group
was treated with interventional embolization. The observation group was treated with interventional embolization
combined with nimodipine. The clinical efficacy, serum vascular endothelium, inflammatory factors, and HMGB1
levels were compared between the two groups, as well as the short-term and postoperative complications of the two
groups. Results The treatment efficiency of the observation group (91.3% ) was significantly higher than that of the
control group (72.5% ) (y* =6.354,P <0.001). After treatment, the levels of vascular endothelial factors in the
two groups were significantly lower. And the levels of ET-1 and VEGF in the observation group were significantly
lower than those in the control group (¢t =4.275,P <0.001;¢=4.465,P <0.001). After treatment, the levels of
inflammatory cytokines and HMGB1 were significantly lower in the two groups, and the urinary TNF-o, IL-8, CPR,
and HMGBI levels in the observation group were significantly lower than in the control group(t =4.754,P <0.001;
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t=11.532,P <0.001;¢t=4.275,P <0.001;:=4.035,P <0.001). The proportion of good prognosis in the
observation group (41.25% ) was significantly higher than that in the control group (16.25% ) () =8. 361,
P <0.001), and the death rate in the observation group (3.75% ) was significantly lower than that in the control
group (17.50% ) (x* =6.975,P <0.001). The total incidence of postoperative complications in the observation
group (18.75% ) was significantly lower than that in the control group (51.25% ) (x* =15.121,P <0.001).
Conclusion Interventional embolization combined with nimodipine has better clinical efficacy and prognosis,

which is related to the express decrease of vascular endothelial factors, inflammatory factors and HMGBI1 by
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nimodipine.
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(t=7.653 ~10. 434, P <0.001) ; i J& %% b S 21 A% 1375
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Multi-routes administration therapy for intracranial infection with extensively drug-resistant Acinetobacter
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Abstract; Objective To explore the treatment scheme for intracranial infection with extensively drug-resistant
Acinetobacter baumannii and the technique for early diagnosis. Methods The clincal data of a case of intracranial
infection with extensively drug-resistant Acinetobacter baumannii after craniotomy for craniocerebral trauma, the
treatment scheme of extensively drug-resistant Acinetobacter baumannii intracranial infection was diacussed. Result
During the hospitalization of the patient, the intracranial infection was confirmed by the next-generation sequencing
(NGS) and procalcitonin ( PCT) testing in the CSF. The condition of infection was getting better after two weeks
treatment by adjusting the scheme to tigecycline + polymyxin B intravenously and lumbar cistern drainage with
gentamicin flushing, combined with intrathecal and intraventricular tigecycline + polymyxin B injection. Conclusion
For the intracranial infection with extensively drug-resistant Acinetobacter baumannii, injecting tigecycline +

polymyxin B intravenously and lumbar cistern drainage with gentamicin flushing, combined with intrathecal and
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