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[Abstract] Objective To explore the influence of congenital A1 segment hypoplasia of anterior cerebral
artery on the formation and rupture risk of anterior communicating artery (ACoA) aneurysm. Methods The
clinical data of 253 patients with ACoA aneurysm, who received cerebral angiography during the period from
January 2005 and December 2015, were retrospectively analyzed. Univariate and multivariate logistic
regression model were used to analyze the risk factors, including age, gender, Al segment hypoplasia and
size of aneurysm, and the possible factors for predicting rupture of ACoA aneurysm. Results A total of 253
ACoA aneurysms were detected in the 253 patients. Of the 253 ACoA aneurysms, 218(86.2%) were ruptured
(ruptured group) and 35(13.8%) were non-ruptured (non-ruptured group). The maximum aneurysm diameter
<5 mm was seen in 176(69.6% ) aneurysms, among them 146 aneurysms were ruptured. Of the 253 patients,
Al segment hypoplasia was observed in 141(55.7%), which was located on the right side in most patients
(n=106, 41.9% ) and on the left side in few patients (n=35, 13.8% ). Univariate analysis showed that the
difference in the incidence of Al segment hypoplasia between the ruptured group and the non-ruptured

group was not statistically significant (P>0.05), and A1l segment hypoplasia bore no obvious relationship to
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patient’s age and aneurysm size (P>>0.05). Multivariate logistic regression analysis indicated that the aneurysm

size (OR=3.483, 95%CI=1.233-9.837, P=0.018) and age <65 years(OR=0.150, 95%(CI=0.068-0.330, P<

0.001) were the independent predictors for the rupture of ACoA aneurysm. Conclusion ACoA aneurysms

carry a higher rupture risk, even small-sized ACoA aneurysms (<5 mm) are also easy to rupture. Al

segment hypoplasia of anterior cerebral artery may be a potential risk factor for the formation of ACoA

aneurysm, but the Al segment hypoplasia bears no relationship to the size and rupture risk of aneurysm. The

primary independent risk factors for aneurysm rupture are the patient’s age (<65 years) and the size of aneurysm.

(J Intervent Radiol, 2020, 29. 1240-1244)
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[Abstract] Objective To compare the curative effect of ultrasound -guided fascia iliaca compartment

block (FIB) with that of ultrasound-guided femoral nerve block (FNB) in the treatment of pain after total knee
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