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[Abstract] Objective To investigate the relationship between plasma C-type lectin-like receptor-2
(CLEC-2) levels and in-stent restenosis in patients with lower extremity atherosclerotic occlusive disease
(LEAOD) within 2 years after interventional therapy. Methods A total of 103 patients with LEAOD, who
were admitted to the Anshun Municipal People’s Hospital of China between March 2016 and February 2018,
were selected as the research subjects. The plasma CLEC-2 level was tested by using enzyme-linked
immunosorbent assay, and its relationship with in-stent restenosis after interventional treatment of LEAOD was
analyzed. Results Successful stent implantation was accomplished in all 103 patients, and the patients were
followed up for 2 years. In-stent restenosis occurred in 41 patients(39.8%). In both restenosis group and non-
restenosis group the plasma CLEC-2 level showed a trend to decline over time (P<<0.05). In judging the
occurrence of in-stent restenosis, the postoperative 7-day plasma CLEC-2 level was remarkably more valuable
than preoperative and postoperative one-day plasma CLEC-2 levels (P<<0.001). Multivariate logistic regression
analysis showed that Trans-Atlantic Inter-Society Consensus (TASC) II classification type and postoperative
7-day CLEC-2 level were the independent risk factors for in-stent restenosis after interventional treatment of
LEAOD(P<C0.05). Conclusion In patients with LEAOD, the plasma CLEC-2 level is an independent risk factor
for post-stenting in-stent restenosis, and the detection of plasma CLEC-2 level is helpful for determining the
occurrence of post-stenting in-stent restenosis. (J Intervent Radiol, 2021, 30. 498-501)
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