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Abstract: [Objective] To study the level of the MCP-1, HDL2, and HDL3 and analyze the relationship between MCP-1 and
HDL2, HDL3, to explore the effect of inflammatory and HDL particle size in premature coronary artery disease. [Methods] A total of
236 CAD patients who accepted the examination of coronary angiography of coronary artery from the department of cardiology of Sun
Yat-sen Memorial Hospital, Sun Yat-sen University, including PCAD group (n =108) whose males aged <55 years and females
aged <65 years and LCAD group (n = 128) whose males aged > 55 years and females aged > 65 years. Recruited 96 healthy
population whose males aged <55 years and females aged <65 years as young healthy group. Peripheral venous blood were collected

and separated the serum from all participants, the separation of HDL subfractions (HDL2, HDL3) was carried out by enzymatic
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methods. The levels of MCP-1 was detected by enzyme-linked immunosorbent assay (ELISA). [Results] (1) The level of HDL, was
significantly decreased in PCAD group compared with LCAD group and young healthy group. The level of MCP-1 was significantly
increased in PCAD group compared with young healthy group (both P < 0.05). (2) MCP-1 as dependent variable, HDL, HDL,,
HDL; as independent variable, multiple linear regression analysis showed that the level of HDL, was negatively related with the level
MCP-1 in PCAD group, while HDL, HDL; were irrelevant.  (3) Logistic regression model was used to assess the association with
PCAD patients, in which BMI, diabetes, family history of CAD, was positive related with PCAD, while the level of HDL, HDL, was
negative. [ Conclusion] The decrease of HDL,, increase of MCP-1 and the negative relationship between MCP-1 and HDL,, prompted

that the inflammatory response to increase by PCAD patients. Decline of HDL2 anti-inflammatory function contributes the pathogenesis

of atherosclerosis, that maybe the risk factors of PCAD.
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Table 1 Clinical data of three groups

n(%) or (x £s)

PCAD group(n =108)  LCAD group (n=128)  Young healthy group(n = 96) X/ F P

Male 60(32.8)% 90(49.2) 33(18) 28.652 < 0.001
Age/years 51.2+8.17 68.7+7.0 525+7.3 201.109 < 0.001
BMI/ (kg/ni) 24.9 £ 3.1V 24.0 £2.7 23.2+2.8 7.175 0.001
Smoking 30(38)" 37(46.8) 12(15.2) 9.543 0.009
CHD family history 21(56.83)"% 12(32.4) 4/96(10.8) 12.638 0.003
Hypertension 50(33.1)Y 69(45.7) 32(21.2) 9.406 0.008
Diabetes 28(41.2)Y 29(42.6) 11(16.2) 6.944 0.027
Drinking 4(30.8) 5(38.5) 4(30.8) 0.029 1

CREA/(pmol/L) 101 £ 471)% 115+ 52 93 +£29 51.46 < 0.001
UA/(pmol/L) 383 +99 395 £ 91 375 £ 98 0.902 0.407
Glucose/ (mmol/L) 57+1.7Y 57+2.1 51+1.2 9.351 0.009

compared to young healthy group, 1)P < 0.05, compare to LCAD group,2)P < 0.05

X2 Z=4ImBE HDL2 HDL3 & MCP-1 7K FE 447

Table 2 Blood lipid, HDL2, HDL3 and MCP-1 levels of three group

PCAD group(n = 108) LCAD group(n =128)  Young heathy group (n =96)  F P
MCP-1/(pg/ml) 71 + 35 70 + 29 36 + 18 3.374  0.035
HDL2/ (mmol/L) 0.79 + 0.22V2 0.89 + 0.26 0.96 + 0.26 8.367 <0.001
HDL3/(mmol/L) 0.38 + 0.08 0.39 + 0.07 0.40 + 0.11 0.455 0.635
CHOL/ (mmol/L) 542 £0.97Y? 5.00 + 1.1 4.66 + 0.80 31.138 <0.001
TG/ (mmol/L) 1.99 £ 0.8392 1.77 + 0.99 1.44 + 0.52 11.284 <0.001
HDL-C/ (mmol/L) 1.12 £ 0.34D2 1.20 + 0.27 1.36 + 0.41 13.311 <0.001
LDL-C/(mmol/L) 3.08 £ 0.98 3.07 = 1.00 2.90 + 0.80 1.016  0.363

compared to young heathly group,1)P < 0.05, compare to LCAD group,2)P < 0.05
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Table 3 Multiple linear regression analysis between
MCP-1and HDL, HDL,, HDL; in PCAD group

MCP-1 Unstandardized Coefficient

B SE Beta 3 P
HDL -20.3 41.9 -0.046 -0.485 0.628
HDL2 -150.9 65.8 -0.217 -2.293 0.024
HDL3 -174.4 172.8 -0.096 -1.010 0.315
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DL R et 0 A PR AR 1, DL BMIL, ey I 52
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Table 4 Logistic regression of the risk factors in PCAD

B S OR OR 95% CI
Lower Upper

BMI 0.164  0.053 0.849 0.766 0.942 0.002
Hypertension 0.523  0.309 0.593 0.323 1.087 0.091
Diabetes 0.689 0350 0.502 0.253 0.997 0.049
CHD family history 1.368 ~ 0.425 0.255 0.111 0.585 0.001
Smoking 0.222  0.401 0.801 0.365 1.757 0.579
HDL -0.556 0.210 1.744 1.156 2.631 0.008
HDL2 -2.130  0.562 8.414 2.799 25.293 <0.001
3 i %
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