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Clinical analysis of symptomatic cerebral vasospasm after endovascular treatment of ruptured cerebral aneurysms in patients
of 70 and over 70 years
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[Abstract] Objective To explore the curative effect on symptomatic cerebral vasospasm (SCVS) after aneurysmal subarachnoid
hemorrhage (aSAH) in patients of 70 and over 70 years who underwent the endovascular therapy. Methods Forty—four patients with
ruptured intracranial aneurysms were divided into two groups according to patient age, i.e. group A, in which there were 32 patients
under 70 years of age, and group B, there were 12 patients of 70 and over 70 years. The clinical characteristics, incidence of SCVS and
modified Rankin scale (mRS) scores were analyzed and compared between both the groups. Results The incidence of SVCS (58.3%, 7/
12) was significantly higher in group B than that (12.5%, 4/32) in group A (P<0.01). The incidence of SCVS (58.3% , 7/12) was
significantly higher in 12 patients with mRS 3~6 cores of group B than that (17.4%, 4/23) in 23 patients with mRS 3~6 scores of group A
(P<0.05). Conclusion The prognosis is worse in aSAH patients of 70 and over 70 years than that in the aSAH patients under 70 years

after the endovascular treatment because the former easilier suffered from SCVS than the latter after the endovascular treatment.
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