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[Abstract]

Objective To compare the clinical outcome of patients with idiopathic intracranial hypertension
(IIH) and venous sinus stenosis (VSS) treated by stenting and balloon angioplasty.

Methods The baseline characteristics, operative procedure, perioperative management and clinical
outcome of consecutive IIH and VSS patients who underwent stenting and balloon angioplasty in
Beijing Tian Tan Hospital, Capital Medical University were prospectively recorded from January
2012 to December 2015. The treatment strategy was decided by consultation between interventional
neurologists and patients’ authorized representatives. According to the different treatment options,
the eligible patients were divided into stent group and balloon group. The clinical outcome was
defined as symptoms unchanged, symptoms improve or symptoms disappear. The proportion of
patients with symptoms disappearing at post-procedure 3, 6 and 12 months between both groups
was compared.

Results A total of 45 patients were finally enrolled in this study, with 26 cases were in the stent

group and 19 cases in the balloon group. The baseline characteristics of both groups had no
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statistical difference. The intracranial venous sinus trans-stenosis pressure difference in stenting

group was lower than that in balloon group (0 vs 7 mm Hg, P<0.001). The patients treated with

stenting exhibited a higher proportion of asymptomatic conditions at 3 months (57.7% vs 0,
P<0.001), 6 months (88.5% vs 5.9%, P<0.001) and 12 months (88.5% vs 23.5%, P=0.001) than

those treated with balloon angioplasty.

Conclusions Compared with balloon angioplasty, stenting showed a better efficacy for IIH and

VSS patients. Future randomized controlled multicenter trials are required to confirm our findings.
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