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Clinical Effect of Interventional Embolization in the Treatment of Intracranial Anterior Communicating Artery Aneurysm and its Influence on
Cognitive Function, and the Levels of SDF —1A, TGF - and Inflammatory Factors. Wang Bin, Nong Haigin, Ye Jing, et al. Department of
Neurosurgery, People's Hospital of Baise, Guangxi 533000, China

Abstract Objective To investigate the clinical effect of interventional embolization in the treatment of intracranial anterior commu-
nicating artery aneurysm and its influence on cognitive function, and the levels of SDF — 1A, TGF - and inflammatory factors. Methods
The 68 cases of intracranial anterior communicating artery aneurysmin Department of Neurosurgery of People’s Hospital of Baise were se-
lected as study subjectsfrom February 2008 to June 2014. They were further divided into intracranial aneurysm clipping group ( Control
group) and interventional embolization group ( Embolization group) , each group had 34 cases. The clinical effect, cognitive function, and
the levels of SDF — 1A, TGF - and inflammatory were compared in the two groups. Results The improvement rate of embolization group
was 55.88% (19/34), which was significantly higher than that of the control group at 29.41% (10/34) (/\/2 =4.870, P=0.027). The
recurrence rate of embolization group was only 11.76% (4/34) , showing significantly lower than that of control group at 32.35% (11/
34) (X2 =4.191, P =0.041), but there was no significant different on the adverse occurrence rate between two groups (X2 =0.086, P =
0.770) . After treatment, the scores memory and recall abilityin the embolization group were lower than those in the control group (P <
0.05), but no significant different was observed on the directional, attention and calculation and language ability (P >0.05). The levels
of SDF - 1A, TGF - B and TNF - « were significantly decreased in the two groups, whereas the level of IL — 10 was significantly in-
creased, and the improvement of these four indexes in embolization group were all significantly better than those in the control group (P <
0.05). Conclusion Interventional embolization can increase the clinical effect ofintracranial anterior communicating artery aneurysm,im-
prove the memory and memory ability, and reduce the level of inflammatory stress.
Key words Interventional embolization; Anterior communicating artery aneurysm; Cognitive function; inflammatory factors
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