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Correlation of collateral circulation with short-term prognosis

in cerebral infarction with internal carotid artery occlusion
YUAN Qingfang, LI Xinxin
Author Affiliation : Department of Neurology, Wuxi People’s Hospital , Wuxi, Jiangsu 214023, China

Abstract: Objective To explore the establishment of collateral circulation in cerebral infarction with internal carotid artery occlu-
sion (ICAQ) , and analyze its correlation with short-term prognosis. Methods 72 patients with internal carotid artery occlusion
(ICAO) were selected in Wuxi People’s Hospital from 2014.1 to 2016.6. The number and grade of collateral circulation establish-
ment between two groups were compared.National Institutes of Health Stroke Scale (NIHSS) was used to assess the cerebral nerve
function on admission , 2 weeks after admission , to analyze the effect of collateral circulation on the short-term prognosis.
Results The proportions of number of collateral circulation more than 2 (79.3% vs. 55.8%)and primary collateral circulation in
single cerebral infarction group (93.1% vs. 74.4% )was increased significantly in multiple cerebral infarction group (P <0.05).Com-
pared with non collateral circulation group,the NHISS scores on admission| (4.14+0.84) vs. (5.18+1.27) |,2 weeks after admis-
sion[ (0.94+0.32) vs. (2.36+0.66) Jin collateral circulation group were decreased significantly , while decline of NHISS score was
significantly increased (P <0.05);Compared with non Willis circle group,the NHISS scores on admission[ (4.05+0.65) vs. (5.31+
1.34) ],2 weeks after admission[ (0.87 +0.30) vs. (2.47+0.73) Jin Willis circle group were decreased significantly , while decline of
NHISS score was significantly increased (P <0.05).Conclusion There was close correlation between type and quantity and grade
of collateral circulation in cerebral infarction patients with ICAO, the establishment of collateral circulation, especially primary col-

lateral circulation (Willis circle) can effectively improve the short-term clinical outcomes.
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Clinical manifestations of delirium in children with moyamoya disease

with massive cerebral infarction:a case report and literature review
WANG Rui"?,LUO Houjiang’
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Abstract: Objective Reported by 1 case with delirious speech as the clinical manifestations of the diagnosis of moyamoya disease
in children with large area cerebral infarction cases process was reported , by which to improve the pediatrician’s emphasis on moy-
amoya disease in children and the awareness of clinical manifestations of children moyamoya disease. Methods The clinical data
and the diagnosis and treatment of a case of childhood moyamoya disease with large area cerebral infarction were retrospectively an-
alyzed.Results The children were 12 years old, male, with delirious speech as the main clinical manifestation.Skull CT showed
large cerebral infarction in the left hemisphere.Brain MRI+MRA diagnosis : 1.Moyamoya disease, and on the right side of a longitu-
dinal deformed blood vessel.2.Large abnormal signal foci of the left temporal occipital lobe, considering acute ischemia, hypoxia
and infarction changes, with no exception of infectious lesions.Establish a diagnosis of moyamoya disease, cerebral infarction.The

patient was transferred to neurosurgery and treated with combined vascular reconstruction.The patient recovered well after follow-up.



