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Analysis of factors related to lipoprotein—associated phospholipase A, in patients with coronary artery stenosis
TAN Mingjuan',CUI Weiwei' , PAN Yugqin**
(1. Department of Clinical Laboratory ;2. Central Laboratory,Nanjing First Hospital/

the A f filiated Nanjing Hospital of Nanjing Medical University . Nanjing, Jiangsu 210006 ,China)

Abstract : Objective To investigate the influencing factors of elevated plasma lipoprotein-related phospho-
lipase A, (Lp-PLA,) levels in patients with coronary artery stenosis. Methods A total of 263 patients with an-
gina and suspected coronary atherosclerotic cardiopathy (CHD) ,who were enrolled in the hospital from Octo-
ber 2015 to May 2017, were selected and divided into control group (no stenosis or stenosis << 20% ,n=235),
atherosclerosis group C the degree of major coronary stenosis <.50% ,but =>20% ,2=21) ,single-vessel disease
group (single stenosis == 50% ,n=66), double-vessel disease group (double stenosis = 50% .,n=46) and
three-vessel disease group (three or more stenosis == 50% ,n=295) according to the results of coronary angiog-
raphy (CAG). The relationship between the Lp-PLLA, concentration and risk factors as blood lipids, lipopro-
teins and blood glucose were analyzed. Results The Lp-PLA, concentration increased significantly from the
single-vessel disease of coronary artery stenosis. Lp-PLLA, was positively correlated with age, ApoB and blood
glucose (r=0.155,0. 179,0. 260; P=0. 025,0. 003,0. 001), while negatively correlated with HDL-C ApoAl
and free triodothy ronine (r= —0.264,—0.312,—0.332; P=0.001,0. 001,0. 007). Lp-PLA, was independ-
ently related with age and ApoB (B=2. 85,123. 67;Beta=0. 315,0. 275; P=0. 026,0. 026). Conclusion The
Lp-PLA, concentration is significantly increased from a single change in coronary artery stenosis,and it is in-

dependently associated with age and plasma ApoB.
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