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OCT assessment of the distribution of thin-cap fibroatheromas in target coronary arteries in patients
with non-ST segment elevated acute coronary syndrome ZHANG Jiao, DUAN Yuan-yuan, LUO Jian-
ping, MA Dong-xing, WEI Yu-jie, JING Li-min, LI Yi, JIA Xiao-wei, LIU Hui-liang. Department of
Cardiology, General Hospital of Chinese People’s Armed Police, Beijing 100039, China
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[ Abstract] Objective To observe the natural distribution of thin-cap fibroatheromas ( TCFAs) in
target coronary arteries in patients with non-ST segment elevated acute coronary syndrome ( NSTE-ACS) by using
optical coherence tomography ( OCT). Methods Semi-quantitative evaluation ( angle or quadrant) of lipid
content in plaque was conducted with OTC, and the distance from the target vessel opening to the thinnest site
of fibrous cap was calculated. Results A total of 33 consecutive NSTE-ACS patients, who were admitted to
authors’ hospital during the period from June 2013 to March 2015 to receive treatment, were included in this
study. Of the 33 patients, unstable angina pectoris was seen in 24 and NSTE-ACS in 9. A total of 74 lesions
were detected by OCT, among which 45 were target lesions. The 74 lesions included 38 TCFA lesions (51.4%)
and 36 non-TCFA lesions (48.6%). The lesions of anterior descending branch were mainly located at the
proximal segment, including 13 lesions (72.2% ) within the proximal 30 mm and 16 lesions (88.9% ) within
the proximal 40 mm. TCFAs of left circumflex coronary artery (LCx) were evenly distributed throughout the
entire target vessel, only 3 lesions (33.3%) were located within 30 mm from the vessel opening. TCFAs of right
coronary artery were also evenly distributed throughout the entire coronary length, only 4 lesions (36.4% ) were
located within 30 mm from the vessel opening. Conclusion In NSTE-ACS patients, TCFAs are typically

distributed in the proximal segment of left anterior descending branch, and are evenly distributed in the entire
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length of the left circumflex coronary artery and right coronary artery. (J Intervent Radiol, 2016, 25 658-663)
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