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[Abstract] Objective To discuss the clinical value of intravascular ultrasound (IVUS) in the diagnosis
and treatment of non-thrombotic iliac vein compression syndrome (NIVCS). Methods The clinical data of
4823 patients with varicose vein of lower limb, who were admitted to authors” hospital during the period from
January 2011 to January 2017, were retrospectively analyzed. Among them, 324 patients underwent
venography of lower extremity. For patients, whose CT findings and clinical symptoms strongly suggested the
diagnosis of NIVCS and whose angiography could not provide definite indication of endovascular surgery,
further IVUS examination was carried out. Balloon dilatation and stent implantation were performed if
angiography or IVUS confirmed that the stenosis of iliac vein was >50%. Results The diagnosis of NIVCS
was confirmed in 165 patients, among them the diagnosis was proved by venography alone in 84 patients
(50.9% ). The mean stenosis rates detected by angiography and IVUS were (33+18)% and (78 +16)%
respectively (the stenosis rate was 100% when the diameter of stenosis was equal to IVUS catheter diameter)
(P<0.01). Taking IVUS measurement as the standard, the sensitivity of iliac venography for NIVCS was 49%
if the stenosis rate >50% measured on IVUS was identified as a positive index. In this series, conservative
therapy was employed in 34 patients, implantation of stent was adopted in 131 patients, including left side

lesions (n=102), right side lesions (n=21) and bilateral lesions (n=8). The patients were followed up for 6—
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36 months, with a mean of 27.4 months. Twelve months after the treatment, the primary patency rate of stent

was 100%. Conclusion In the diagnosis and treatment of NIVCS, IVUS can more accurately assess the

stenosis rate, measure the venous diameter, and evaluate the status of implanted stent. Under the

circumstances when iliac venography can’t determine the accurate stenosis ratio and can’t demonstrate definite

indication of endovascular interventional therapy, IVUS can provide strong support for the making of

therapeutic decision. (] Intervent Radiol, 2018, 27 822-826)

[Key words] intravascular ultrasound; endovascular therapy; stent; iliac vein compression syndrome ;

angioplasty ; May-Thurner syndrome
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