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ABSTRACT Objective: To investigate the relationship between high-density lipoprotein cholesterol (HDL-C) and its subtypes and
the prognosis of patients with coronary heart disease. Methods: 371 suspected patients with coronary artery disease checked in our
hospital from Jun 2012 to Dec 2015 were involved in this study. Among them, 274 cases of coronary heart disease patients were
classified as observation group. Meanwhile, 97 patients with normal coronary artery were selected as control group. The blood lipid
indexes of two groups were detected, and the relationship between HDL-C and its subtypes and the prognosis of patients with coronary
heart disease was analyzed by COX regression analysis. Results: Compared with the control group, the levels of total cholesterol and
low-density lipoprotein cholesterol in observation group were significantly increased, while HDL-cholesterol and its subtype HDL2-C
were significantly decreased. This change is more significantly with the increased in the number of coronary lesions. The COX regression
analysis showed that the HDL2-C subtypes had a certain correlation with the risk of cardiac death in patients and can be used to predict
the risk of a cardiac event. Conclusions: The high density lipoprotein cholesterol subtypes has a significant correlation with the
occurrence, development and pathological changes severity of the coronary heart disease. It can be used as an important reference
indicator for predicting the extent of disease and the end events of the patients with coronary heart disease.
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Table 1 Comparison of the general information between two groups of patients
Amount Ages Gender BMI
Groups
(n) (Years) (male/female) (kg/m?)
Control Group 97 54.06% 11.09 56/41 26.15+ 2.58
Observation Group 274 55.34+ 11.61 163/111 26.40+ 2.61
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Table 2 Comparison of the blood lipid indexes between the two groups
Amount TG LDL-C HDL-C HDL3-C
Groups
(n) (mmol/L) (mmol/L) (mmol/L) (mmol/L) (mmol/L)
Cotrol Group 97 1.72(1.51,1.94) 4.06(3.24,4.62) 2.28+ 0.39 1.04(0.88,1.21) 0.51% 0.10
Observation Group 274 1.80(1.51,2.04) 4.25(3.44,5.18) ** 248+ 0.43** 0.84(0.73,0.96) ** 0.51+ 0.11
Amount HDL2-C ApoAl ApoB
Groups HDL2-C/HDL
() (mmol/L) (gL) (gL)
Control Group 97 0.53(0.35,0.70) 0.50(0.41,0.58) 1.39(1.25,1.57) 0.77(0.67,0.89)
Observation Group 274 0.33(0.27,0.41)**  0.40(0.34,0.46) **  1.37(1.21,1.49)*  0.80(0.63,0.97)

Note: *P<0.05, **P<0.0] compared with control group.
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Table 3 The relationship between the number of coronary artery lesions and the indicators of blood lipids

G Amount TG TC LDL-C HDL-C HDL3-C
roups
P (n) (mmol/L) (mmol/L) (mmol/L) (mmol/L) (mmol/L)
Single Vessel 126 1.76(1.49,2.03) 4.04(3.29,4.94) 2.34% 0.39 0.90(0.79,1.02) 0.51% 0.10
Double Vessel 93 1.80(1.56,2.04) 4.46(3.45,5.25) 2.51% 0.40 0.81(0.76,0.93) 0.50% 0.11
Multiple Vessel 55 1.84(1.51,2.10) 4.68(3.82,5.52)** 2.75% 0.42%* 0.72(0.62,0.82) ** 0.49% 0.12
Amount HDL2-C ApoAl ApoB
Groups HDL2-C/HDL-C
() (mmol/L) (gD (gD
Single Vessel 126 0.40(0.32,0.48) 0.44(0.37,0.48) 1.43(1.27,1.54) 0.79(0.63,0.97)
Double Vessel 93 0.32(0.27,0.37) 0.38(0.34,0.44) 1.35(1.20,1.46) 0.80(0.64,0.95)
Multiple Vessel 55 0.22(0.18,0.28)**  0.32(0.25,0.38)**  1.27(1.14,1.40)**  0.81(0.64,1.01)

Note: **P<0.01.
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Table 4 Comparison of the baseline parameters between coronary heart disease patients with and without event

G Amount TG LDL-C HDL-C HDL3-C
roups
P (n) (mmol/L) (mmol/L) (mmol/L) (mmol/L) (mmol/L)
No Event Group 155 1.84(1.54, 2.09) 423 (3.45,5.20) 245+ 042 0.86 (0.74, 0.98) 0.51+ 0.11
Event Group 119 1.74 (1.46, 1.99) 4.26 (3.44, 5.09) 2.54+ 0.44 0.81 (0.73,0.91)* 0.50+ 0.11
Amount HDL2-C HDL2-C/HDL-C ApoAl ApoB
Groups
(n) (mmol/L) (g/) (g'L)
No Event Group 155 0.34(0.28,0.43) 0.41 (0.35, 0.46) 1.39 (1.21, 1.49) 0.75 (0.63, 0.96)
Event Group 119 0.31 (0.24, 0.39)* 0.39(0.33, 0.45) 1.36 (1.20, 1.49) 0.85 (0.68, 0.98)

Note:* P<0.05.
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Table 5 COX Regression Analysis on the Prediction of the Total Event of Patients with Coronary Heart Disease

Index B SE HR 95%CI P
HDL2-C -0.752 2.163 0.472 0.007~32.737 0.827
HDL-C -0.200 0.831 0.819 0.161~4.179 0.810
LDL-C -0.013 0.228 0.988 0.631~1.545 0.956
Age 0.014 0.017 1.014 0.981~1.048 0.424
Gender -0.367 0.190 0.693 0.477~1.006 0.053
BMI -0.021 0.036 0.979 0.913~1.050 0.549
Hypertension 0.234 0.206 1.264 0.844~1.892 0.255
Diabetes 0.023 0.238 1.023 0.641~1.633 0.924
Smoking 0.070 0.213 1.072 0.707~1.627 0.742
Alcohol Drinking -0.223 0.289 0.800 0.454~1.409 0.440
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Table 6 COX Regression Analysis on Predicting Cardiac Death in Patients with Coronary Heart Disease

Index B SE HR 95%CI P
HDL2-C -19.564 8.466 0.000 0.000~0.51 0.021
HDL-C -1.345 2.459 0.260 0.002~21.254 0.584
LDL-C 0.182 0.668 1.200 0.324~4.445 0.785

Age 0.040 0.070 1.041 0.907~1.195 0.565
Gender -0.320 0.678 0.267 0.71~1.009 0.052

BMI -0.118 0.112 0.889 0.714~1.106 0.290

Hypertension 2.081 0.836 8.009 1.555~41.239 0.013
Diabetes -0.542 0.748 0.582 0.134~2.522 0.469
Smoking 0.940 0.624 2.560 0.753~8.704 0.132

Alcohol Drinking 0.680 0.673 1.975 0.528~7.380 0.312
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