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[ ABSTRACT] Aim To explore the correlation between lipid deposition index and atherosclerosis of coronary heart
disease (CHD) and optimize the best index to provide reference for clinical diagnosis and treatment. Methods 231
patients who underwent coronary angiography from January 2018 to February 2019 were selected.  According to the results
of coronary angiography, the patients were divided into three groups: non-CHD group (n=75), CHD non-intervention
group (n=80), and CHD intervention group (n=76). Routine biochemistry and full set of blood lipid indexes were de-
tected by automatic biochemical analyzer.  The correlation between lipid deposition index and the degree of atherosclerosis
was analyzed. ROC curve was used to analyze the specificity and sensitivity of lipid deposition index in predicting CHD.
Results There were significant differences in age, body mass index, total cholesterol, low density lipoprotein cholesterol
(LDLC) , high density lipoprotein cholesterol, apolipoprotein B, apolipoprotein Al, homocysteine (Hey) , C-reactive pro-
tein (CRP) and cardiac troponin T among the three groups (P<0.05). Logistic regression analysis showed that lipid dep-
osition index A, D and E were positively correlated with the degree of atherosclerosis in CHD ( P<0.05) , among which the
correlation of lipid deposition index E composed of LDLCXageXHcyXxCRP was the highest. ROC curve analysis showed
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that the area under curve of lipid deposition index E was 0. 618, the specificity was 0. 911, and the sensitivity was 0. 767 ,

which was the highest in predicting CHD.
tion index E and the degree of atherosclerosis in CHD.

artery lesions.
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Conclusion There is a significant positive correlation between lipid deposi-
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Table 1. Comparison of clinical data in the three groups

I R B R LR (n=75) FEOHEIET 4l (n=80)  ELKET L (n=76) P
B () 55 61 62 0.052
BMI(kg/m?) 24.70.7 25.240.6 26.1£0.4 0.030
FRE (%) 58.4+7.2 61.0+9.9 64.8+11.4 0.011
e 1L R 5 (fA)) 54 65 62 0. 054
WEPR I 5 (1) 49 52 48 0.063
A e s (1) 41 39 37 0.078
WA B () 52 56 61 0.056
P s () 45 48 46 0.081
AST(U/L) 36.76+12.73 39.21£17.44 38.45+17.50 0.120
ALT(U/L) 28.45+7.58 27.39+9.32 31.11£10.12 0. 090
IMLJUUET ( wmol/L) 65.23+18.74 66.74%23.13 67.16+24.37 0.072
I PR ( wmol /1) 289.32+98. 40 306. 55+105. 66 304.67+108. 68 0.069
¢Tnl( pg/L) 0.08+0. 02 0.12+0.07 0.13+0.07 0.027
TG (mmol/L) 1.58+0.97 1.77+1.03 1.85+1.24 0.063
TC( mmol/L) 4.44£1.32 4.65+0.98 4.79+0. 96 0.049
LDLC ( mmol/L) 2.580.46 2.60£0.75 2.72+0.77 0.043
HDLC ( mmol/L) 1.72+0.32 1.66+0. 51 0.940.23 0.018
ApoB(mmol/L) 0.99+0.18 0.95+0.26 0.92+0.27 0.038
ApoAl (mmol/L) 3.5820.21 3.63+0. 18 3.98+0. 19 0.024
Hey ( pmol/L) 17.99+5.20 17.77+6.70 18. 64+6. 66 0.015
CRP(mg/L) 2.87+0.90 2.90%1.00 3.27+1.10 0.011
2.2 Logistic B34 #F 2. MBEMARIEH S E O EH Logistic B35 47

AN IE S AR IS TC  LDLC ApoB . HDLC Table 2. Logistic regression analysis of lipid deposition index
ApoAl Hey (CRP 5.0 ik e 2 DI AH C " BT LA and coronary heart discase
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Figure 1. ROC curve of lipid deposition index in predicting

coronary heart disease
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