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Application of contrast —enhanced ultrasonography (CEUS) in Takayasu arteritis patients with carotid
artery involvement : assessment of diseaseactivity and medicinal curative effect
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(1.Department of General Surgery, 2.Department of Nursing, General Hospital, Tianjin Medical University, Tianjin 300052, China )
Abstract Objective: To explore the application of contrast—enhanced ultrasonography in the disease activity and treatment evaluation in
Takayasu arteritis (TA )patients with carotid artery involvement. Methods:Seventeen TA patients with carotid artery involvement were
divided into active and inactive group according to clinical criteria. Their enhancement behaviors and disease activity during the course of
drug treatment in two groups by CEUS were enhanced .Results: There were 32 carotid arteries from 17 cases of TA patients (15 cases of
bilateral involvement, and 2 cases of unilateral involvement) in our research. Thirty of them presented positive contrast enhancement while
the other 2 cases showed negative result. Significant statistical difference between active and inactive group was showed by revealing diffuse
punctate or shortlinear perfusion in the active group and no perfusion or scattered perfusion in the other group (P<0.05). There was also
significant difference in CEUS result between before and after medicine treatment (P<0.05). Contrast enhancement characteristics were
turned into no perfusion or scattered perfusion from diffuse punctate or shortlinear perfusion after medicine treatment. The sensitivity,
specificity, false positiverate and false negative rate were 81.0%,81.8%,18.2% and 19.1% respectively and disease activity was evaluated
with CEUS. Conclusion: Contrast—enhanced ultrasonography exerts an excellent effect on the disease activity evaluation of TA patients
with carotid artery involvement and have great value in medicinal treatment assessment.
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Fig 2 Characteristics of tube wall enhancement in different stages
of activity of TA
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Tab 2 Comparison between clinical activity staging and contrast

enhancement features of CEUS
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Fig 3 Changes in enhancement characteristics during treatment and

follow—up in active patients
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