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Preliminary Study of Filling Defect in Coronary artery’s Luminal in Multislice Spiral CT Angiography JIANG Jin-zhao,L1IU
Peng-cheng, LIU Xiao-jie,et al. Imaging Centre, Peking University Shenzhen Hospital, Guangdong 518036,P. R. China

[ Abstract] Objective: To study the feathers and the causes of filling defect in coronary artery’s luminal in multislice
spiral CT coronary angiography. Methods: 85 patients were underwent 16 slice spiral CT coronary angiography. Retrospec-
tive electrocardiographic gating was used for image reconstruction. We detected filling defect in coronary artery’s luminal
with three-dimensional reformaion. Filling defect in coronary artery’s luminal was detected with three-dimensional reformat.
15 patiens were also underwent conventional coronary angiography. Results: 113 filling defects in coronary artery’s luminal
were found in 85 patients. Majority was located in the proximal or middle, and their shape were "—" sign (105). Stenosis
>50% was not found in filling defects in coronary artery’s luminal. Plaques (100%) were all found in filling defects in cor-
onary artery's luminal,and the numbers of non-calcium plaques were 112 (99. 1%). In filling defects in coronary artery’s lu-
minal, we found plaques (100% ) , which numbers of non-calcium plaques were 112 (99.1%). 15 patients were not found any
filling defect in coronary artery’s luminal and stenosis >>50% in conventional coronary angiography. Conclusion: Multislice

spiral CT coronary angiography can be used as an important method in screening vulnerable plaque,and we can find vulnera-

ble plaque of coronary artery and filling defect in the lumen of coronary artery with multislice spiral CT angiography.
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