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[Abstract] Objective To investigate the changes in serum levels of interleukin-8 (IL-8) ,interleukin-
18 (IL-18) and vascular endothelial growth factor (VEGF) in patients with atherosclerotic occlusion (ASO) of
lower extremity after interventional therapy, and to discuss its clinical significance. Methods A total of 65
patients with ASO of lower extremity were selected as study group and 42 healthy volunteers were collected as
control group. The clinical data of two groups, including platelet activating factor (PAF), hypersensitive C-
reactive protein (hs-CRP), uric acid(UA), uric acid transporter (UAT) and fibrinogen (FIB), were collected.
All patients with ASO of lower extremity received percutaneous transluminal angioplasty (PTA) and stent
implantation, and all patients were followed up. According to the occurrence of postoperative restenosis, the
patients of study group were subdivided into restenosis group (n=12) and non-restenosis group (n=53). The
preoperative and postoperativeserum levels of 1L-8, [L-18 and VEGF were compared. Logistic regression
analysis was used to analyze the factors influencing post-intervention restenosis. Results Both preoperative and
postoperative serum levels of IL-8, 11-18 and VEGF in the study group were significantly higher than those in
the control group(P<<0.01). In the study group the postoperative serum levels of IL-8, IL-18 and VEGF were
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remarkably lower than preoperative ones(P<<0.01). The serum levels of IL-8, 11-18 and VEGF in the restenosis

group were strikingly higher than those in the non-restenosis group (P<<0.01). Logistic regression analysis in-

dicated that the elevated serum levels of IL-8, I1-18 and VEGFE were the independent risk factors for

restenosis in patients with ASO of lower extremity after interventional therapy. Conclusion Testing of serum

levels of IL-8, IL-18 and VEGF in patients with ASO of lower extremity after interventional therapy has

clinical application value in predicting the occurrence of vascular restenosis, in addition, it is of great

significance in evaluating the prognosis of patients. (J Intervent Radiol, 2020, 30: 132-135)
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