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Analysis of risk factors related to pathogenesis of anterior communicating aneurysm

YANG Jian—long', HU Yan’, XU Dong—wei’, YAN Zhong—jun’. 1. Department of Neurosurgery, Yulin Municipal First People Hospital,
Yulin 718000, China; 2. Department of Neurosurgery, Tangdu Hospital, The Fourth Military Medical University, Xi‘an 710038, China

[Abstract] Objective To study the to the pathogenesis of factors related of anterior communicating (ACoA) aneurysm in to provide
theoretical basis for its clinical prevention and treatment. Methods The clinical data 120 patients with ACoA aneurysms (case group)
treated in our hospital from March, 2015 to March, 2016 and 100 patients without intracranial aneurysm (control group) treated at the
same time were collected and statistics analyzed, including patients” gender, age, blood pressure, diabetes history, blood cholesterolemia
level, anterior cerebral artery A, segment anatomical conformation and history of smoking and drinking. Results Univariate analysis
showed that there were significant differences in the age, blood pressure and A; segment anatomical conformation between both the case
and control groups (P<0.05). The multivariate analysis showed that the high-risk factors related to pathogenesis of ACoA aneurysm
included the patients” age over 55, hypertension history, A, anatomic abnormality (including unilateral dominant A1 segment anatomical
structure and one-side deficiency of A, segment anatomical structure) of ACoA. Conclusions It is suggested to the pathogenesis of ACoA
aneurysm may be related to patients” age, blood pressure and A, anatomical structure. Patients with above—mentioned risk factors should
regularly receive noninvasive vascular examination in order to provide the reference for the assessment of the pathogenesis and
development of ACoA aneurysms.
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