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[Abstract] Objective To summarize the clinical features of cerebral hyperperfusion syndrome
(CHS) after cerebrovascular reconstruction for moyamoya disease (MMD), and to screen its related predictive
factors. Methods The clinical data of 50 patients with MMD who underwent cerebrovascular
reconstruction in the Second Affiliated Hospital of Nanchang University from June 2017 to December 2018
were collected, including sex, age, history of hypertension, disease type, preoperative Suzuki stage, surgery
side, mean arterial pressure (MAP) before and after surgery, time from surgery to onset of CHS, clinical
manifestations, duration of symptoms, and postoperative hospital stay. Univariate and multivariate Logistic
regression analysis were used to screen the related predictors of CHS after cerebrovascular reconstruction
for MMD. Spearman rank correlation analysis to explore the correlation between time from surgery to
symptom onset and duration of symptoms. Results Among the 50 patients, 13 patients (26%) developed
CHS after surgery. Logistic regression analysis showed that over age (OR =0.867, 95%Cl: 0.790-0.953; P =
0.003) and left-side surgery (OR = 0.158, 95%CI: 0.029-0.863; P = 0.033) was predictor of postoperative
CHS in patients with MMD. Spearman rank correlation analysis showed that the time from surgery to
symptom onset was negatively correlated with duration of symptom in patients with CHS (r, =-0.925, P =
0.000). Conclusions CHS is a self-limiting complication after cerebrovascular reconstruction for MMD.
Higher age and left-sided surgery are clinical predictive factors of postoperative CHS.
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Table 1. Clinical data of 13 patients with CHS
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Table 2. Comparison of general information of patients
with CHS and non-CHS
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Table 3. Variable assignment of predictive factors related
to postoperative CHS in patietns with MMD
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Table 4.  Univariate Logistic regression analysis of

predictive factors related to postoperative CHS in patients
with MMD
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Table 5. Multivariate forward Logistic regression analysis
for predictive factors of postoperative CHS in patients with

MMD
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e R T AMAE  glioma stem cells(GSCs)
R AR IEE A glial fibrillary acidic protein(GFAP)
TANK 454 #4 1  TANK-binding kinase 1(TBK1)
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transcranial color Doppler ultrasonography(TCCD)

L 225 W75 transcranial Doppler ultrasonography (TCD)
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AN external carotid artery(ECA)
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external carotid artery-middle cerebral artery(ECA-MCA)
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computed tomography venography(CTV)
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carotid endarterectomy(CEA )
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P HOMAUS S diffusion-weighted imaging(DWI)
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X-linked a-thalassaemia retardation syndrome protein
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visually accessible rembrandt images(VASARI)
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National Institutes of Health Stroke Scale(NIHSS)
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Society of Interventional Radiology(SIR)
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American Society of Interventional and Therapeutic

Neuroradiology( ASITN)
EQEIE PR Yk e

American Type Culture Collection(ATCC)
X BIZ 1K pattern recognition receptors(PRRs)
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Wi BERETELE A E  cerebral hyperperfusion syndrome(CHS)
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